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ABSTRACT
Background: Antipsychotics are commonly prescribed for behavioral and psychological
symptoms of dementia (BPSD), despite adverse effects. We developed the Improving
Antipsychotic Appropriateness in Dementia Patients (IA-ADAPT) educational program to
improve care for BPSD, reduce unnecessary antipsychotic use, and target overuse of
anticholinergics and benzodiazepines, which adversely affect cognition. IA-ADAPT includes
lectures, decision aids, and evidence reviews. Beginning in April 2012, we disseminated IAADAPT through a website and presentations. A short-term evaluation in Iowa nursing home
residents suggested benefits, so we proposed a distance learning intervention to increase the
impact in rural areas. Because of the large population of professional caregivers from Spanishspeaking countries in the United States, we believed that a Spanish translation of IA-ADAPT
might be useful.
Objectives: This project had 3 aims: (1) evaluate the long-term effects of IA-ADAPT; (2) test a
distance learning intervention targeting providers in rural counties with decision aids and offers
of academic detailing and consultation by videoconference or phone; and (3) create a Spanish
version of the online IA-ADAPT program and disseminate it in Texas.
Methods:
Aim 1: The long-term evaluation of IA-ADAPT used Medicare and nursing home assessment
data from April 2011 through December 2014, linked with provider exposure data. We
examined effects in 2 groups: (1) nursing home residents and (2) outpatients with dementia.
Primary outcomes were antipsychotic and anticholinergic use. Secondary outcomes included
benzodiazepine use and BPSD. We examined IA-ADAPT effects in the first year after provider
exposure and subsequently. Analyses used mixed models and an interrupted time-series design
using patients of providers not yet exposed as controls.
Aim 2: We offered the distance learning intervention in 2 phases, targeting providers in rural
Iowa counties with ≥ 10% of residents aged 75 years or older. Starting in October 2013, the staff
of Iowa State Extension and Outreach delivered recruitment and resource packets to
prescribers and nursing homes in 10 counties that we chose based on staff availability.
Specialists provided academic detailing and consultation to willing providers. In July 2014, we
mailed packets to providers in 19 additional randomly selected counties to increase
recruitment. Ten eligible unexposed counties comprised the comparison group. Outcomes
mirrored those for aim 1.
Aim 3: We created a Spanish version of IA-ADAPT and disseminated it via our website. Spanishspeaking dementia care providers helped refine decision aid translations. We mailed
advertisements to all nursing homes in Texas.
Results: All odds ratios (ORs) represent changes in the odds of each outcome per month after
intervention exposure.
6

Aim 1: In the first year, nursing home staff exposure to IA-ADAPT was associated with reduced
antipsychotic (OR 0.966 [95% CI, 0.960-0.973]) and anticholinergic (OR 0.983 [95% CI, 0.9770.989]) use but with increased benzodiazepine use subsequently (OR 1.014 [95% CI, 1.0061.022]). The effects on BPSD varied over time. In outpatients, prescriber exposure to IA-ADAPT
was associated with increased odds of antipsychotic (OR 1.046 [95% CI, 1.019-1.075]) and
anticholinergic (OR 1.039 [95% CI, 1.021-1.057]) use in the first year, followed by decreased use
subsequently (OR 0.947 [95% CI, 0.920-0.976] and OR 0.978 [95% CI, 0.960-0.996],
respectively).
Aim 2: Among nursing home residents, the distance learning intervention was not associated
with different trends in antipsychotic (OR 0.984 [95% CI, 0.963-1.005]), anticholinergic (OR
0.990 [95% CI, 0.975-1.005]), or benzodiazepine (OR 0.979 [95% CI, 0.956-1.002]) use compared
with controls. Secondary analyses suggested both desirable and undesirable effects. We
observed no distance learning intervention effects in outpatients.
Aim 3: Uptake of the Spanish version of IA-ADAPT was limited.
Conclusions: IA-ADAPT and the distance learning program were associated with both desirable
and undesirable effects. Most IA-ADAPT effects occurred in the first year after exposure. We do
not recommend the distance learning intervention as delivered. The Spanish version of IAADAPT received little use.
Limitations and Subpopulation Considerations: Intervention effects were small and sensitive to
modeling strategies.
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BACKGROUND
Project Goal
Alzheimer’s disease and other dementias are relatively common diseases typically
associated with aging. They affect cognition, function, and behavior. Alzheimer’s disease, the
most common type of dementia, affects an estimated 5.4 million Americans.1,2 Most people
with dementia experience behavioral or psychological symptoms at some point in their illness.3
These symptoms often lead to nursing home placement.3 About half of nursing home residents
have dementia.4,5 Care for behavioral and psychological symptoms of dementia (BPSD) is highly
variable and sometimes suboptimal.6,7 Antipsychotics are a class of drugs often used to manage
BPSD, although evidence suggests that they have limited effectiveness and significant adverse
effects, including increased mortality.3,8-11 Behavioral interventions may be effective and reduce
unnecessary exposure to drugs and related adverse effects, but knowledge of these
interventions is variable, and they require time and resources to implement well.12
Discontinuing prescription of potentially inappropriate and unnecessary drugs that can
adversely affect cognition and behavior, such as anticholinergics and benzodiazepines, may also
be helpful in reducing and managing BPSD.13-17 Dementia care can be complicated and evidence
is evolving, so disseminating information on best practices for care is important to optimize
management. The primary goal of our program was to improve management of BPSD by
disseminating information on best practices.

Antipsychotic Use in Dementia
In 2006, 25.9% of nursing home residents in the United States received antipsychotics,18
compared with 16.4% just 10 years earlier. This increase is likely attributable to the introduction
and widespread marketing of atypical antipsychotics. Atypical antipsychotics were thought to
be safer than older, conventional antipsychotics due to reduced extrapyramidal side effect
risks, but they produce a variety of adverse effects, including increasing mortality in patients
with dementia.11,19 Evidence suggests that antipsychotic use in nursing home residents is often
suboptimal, based on a lack of appropriate indications, inappropriate dosing,6,7 and high
variability in usage rates across facilities.7 A chart audit study by the Department of Health and
8

Human Services Office of Inspector General found that 22% of atypical antipsychotics in nursing
homes were used inappropriately.20 Despite the probable overuse, most clinicians and
policymakers consider antipsychotic use in dementia patients appropriate in some situations,
especially when patients’ behaviors are dangerous.21
In 2012, the Centers for Medicare & Medicaid Services (CMS) announced the
Partnership to Improve Dementia Care,22 aimed at promoting person-centered care strategies.
CMS set a specific goal to reduce antipsychotic use by 15% by the end of 2012 and increased
that goal over time to a 30% reduction by the end of 2016, which stimulated a variety of
interventions to reduce antipsychotic use in patients with dementia. CMS used approaches
such as increasing awareness (March 2012), public reporting of antipsychotic use rates in
nursing homes (July 2012), and revising surveyor guidance on dementia care and psychoactive
medication use to be more restrictive (May 2013). One national study suggested that each
strategy was associated with reduced antipsychotic use.23 Our study took place while the CMS
Partnership was ongoing, which influenced the study’s conduct and likely its effects. In a
previous short-term evaluation of the effectiveness of a training program developed by our
team, we evaluated the effects of the CMS Partnership and found that it was associated with
reduced antipsychotic use and reductions in certain behavioral symptom measures.24 A recent
study using national data also identified a reduction in antipsychotic use in nursing homes since
the start of the CMS Partnership, although it suggested that the decline was faster before the
start of the partnership than after.25 Differences in inclusion criteria and modeling approaches
could account for these variations. Regardless, the CMS Partnership likely had an important
influence on the studies described in this report.

Anticholinergic Use in Dementia
Anticholinergic medications include drugs from a number of classes that block
muscarinic receptors (eg, bladder antimuscarinics for overactive bladder, first-generation
antihistamines, and tricyclic antidepressants). They are considered potentially inappropriate for
use in elderly patients because of various adverse effects that are accentuated in this
population, including cognitive impairment and sedation, which can contribute to delirium and
9

falls.26 Anticholinergics are considered especially unsafe for people with dementia because they
are more sensitive to the cognitive adverse effects,13,26 and evidence suggests that
anticholinergics can contribute to BPSD in dementia.13-15 Despite the well-known adverse
effects of anticholinergics in people with dementia, their use remains common. In previous
work, we found that over one-third of extended-stay nursing home residents in Iowa received
anticholinergics24; a recent national study found that 29.6% of nursing home residents had
what the authors described as a “high anticholinergic burden” from medications.27

Benzodiazepine Use in Dementia
Benzodiazepines are a class of sedative medications sometimes used for agitation or
other symptoms in dementia. They are considered potentially inappropriate in patients with
dementia because they worsen cognitive impairment and cause sedation, which can lead to
confusion and falls.26 A national study found that 19.9% of nursing home residents had received
benzodiazepines in the last quarter of 2014. The investigators did not observe a change in
prevalence from 2013 to 2014, despite concerns that benzodiazepines might be used instead of
antipsychotics because of pressure to reduce antipsychotic use.25 Benzodiazepine use is still
common in nursing home residents. Reduction of such use may improve outcomes for people
with dementia.17

Unmet Needs for Dementia Care in Rural Settings: The Iowa Example
Iowa’s population is aging rapidly, especially in rural areas.28 In small counties with
fewer than 10,000 residents, about 20.5% of Iowans are aged 65 years or older, compared with
13% in metropolitan statistical areas (MSAs). In medium counties with 10 000 to 20 000
residents, about 19.6% are 65 years or older.29 Figure 1 illustrates the proportion of the
population over age 75 in Iowa counties in 2011. The higher proportion of older adults in rural
counties translates into larger proportions of residents with dementia, as illustrated by
Alzheimer’s disease mortality rates of 64.5 per 100 000 residents in small counties and 36.5 per
100 000 residents in MSAs.30 Most rural older adults reside in counties with health care
shortages, where specialist access is limited. Of Iowa’s 99 counties, 87% are rural and 85% are
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federal mental health care shortage regions.31 Rural providers may benefit from information
from specialists to solve problems related to complex conditions such as BPSD.
Figure 1. Proportion of population over age 75 in Iowa counties, 2011

Interventions to Improve Dementia Care and Medication Use
IA-ADAPT Training Program and Resources
In previous work, our team (with input from stakeholders, health care providers, and
patient families) developed and disseminated a suite of educational resources and decision
aids—the Improving Antipsychotic Appropriateness in Dementia Patients (IA-ADAPT)
program—to help optimize management of BPSD. The IA-ADAPT program includes a suite of
decision aids, brief lectures, and evidence-based reviews covering a stepwise approach to
evaluating and managing BPSD. We developed the decision aids in part to support procedural
11

learning; they can be used in practice as well as to promote retention of knowledge.32 IA-ADAPT
emphasized the importance of evaluating and intervening on potential underlying causes of
BPSD before resorting to medications such as antipsychotics to manage symptoms. Underlying
causes can include medical conditions such as pain and delirium, drugs that might worsen
cognitive and behavioral symptoms (such as anticholinergics and benzodiazepines), and
personal and environmental factors that may respond to behavioral interventions such as
personalized meaningful activities or changing the environment.12 The program also includes a
review of evidence on the effectiveness of drugs other than antipsychotics to manage BPSD and
guidance for the selection, use, and monitoring of antipsychotics when they are used. We
created a limited set of resources for patient families, including a shared decision-making guide
for antipsychotic use in dementia and brief videos about BPSD management and choices
regarding antipsychotic use. We developed the shared decision-making guides with a health
literacy expert and with input from New Readers of Iowa, an organization of adults who are
learning to read, as well as focus groups of caregivers for people with dementia. We developed
a Spanish-language version of the shared decision-making guide with feedback from Spanishspeaking patients. We disseminated these resources through our website, newsletters of
partner organizations, a peer-reviewed publication, and professional meeting presentations,
reaching thousands of health care providers in the United States and beyond. Feedback was
overwhelmingly positive. The program remains available online at https://igec.uiowa.edu/iaadapt. The decision aids and evidence reviews from the program are provided in Appendix B.
In an earlier study,24 we assessed the potential impact of IA-ADAPT in Iowa by linking
data on provider participation in our web-based educational program or in-person
presentations with Medicare and nursing home assessment data to evaluate changes in
prescribing patterns and BPSD in nursing home residents following health care provider
participation. Our evaluation suggested that nursing home provider participation had beneficial
effects on several measures of effectiveness. We used an interrupted time-series design to
evaluate changes in outcome trajectories after nursing home staff exposure to IA-ADAPT.
Trajectories were evaluated from April 2011 until December 2012, and the first IA-ADAPT
exposures in nursing homes occurred in May 2012. The controls were residents of nursing
12

homes that had not been exposed to IA-ADAPT. IA-ADAPT exposure was associated with
reduced antipsychotic and anticholinergic use, reduced use of excessive antipsychotic doses, an
increased proportion of antipsychotic users with documented BPSD who were considered
appropriate targets for antipsychotic use, and reduced verbal aggression.24 However, because
of data limitations at the time, this evaluation covered only a maximum of 7 months after
provider exposure, raising questions about the long-term effects of the program. Thus, we
proposed a longer-term evaluation of the outcomes associated with IA-ADAPT exposure as part
of the PCORI-funded project described in this report, which we refer to as aim 1. In addition,
although the program reached over one-fourth of nursing homes in Iowa in that period, we had
not reached the rest of them, so prescriber exposure remained limited.24

A Distance Learning Intervention to Improve Dementia Care and
Medication Use
This study sought to identify strategies to educate and support providers to improve
psychoactive medication use in rural elderly people with dementia. To improve the impact of
the IA-ADAPT program, we devised an academic detailing and consultation strategy to try to
reach providers in rural Iowa counties that had the largest proportions of older adults in their
populations. We targeted prescribers as well as nursing home staff involved in decisions about
care for people with dementia, such as directors of nursing, nurses, administrators, social
workers, activity directors, and direct care staff. We were interested in overcoming barriers to
specialist access in these counties, particularly the lack of mental health specialists and its
potential impact on quality of care.31,33 Academic detailing involves outreach to health care
providers to share information on evidence-based care for a health condition.34 It has been
used successfully to change medication prescribing for a number of health conditions.34
Because in-person outreach by specialists to rural counties far from our academic medical
center would be time-consuming and an inefficient use of resources, we proposed to test a
strategy to provide detailing and consultation by videoconference or phone. If this strategy was
successful, it could provide a foundation for similar outreach activities on other topics. This
approach enabled us to identify topics that providers wanted to learn more about, so we could
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develop evidence summaries of them for dissemination. This multicomponent intervention
study constituted our aim 2 project.
The multicomponent intervention involved outreach and delivery of IA-ADAPT decision
aids to rural providers, as well as information about the online IA-ADAPT program and other
resources. It also included offers of academic detailing and consultation by videoconference or
phone, provided by specialists with expertise in dementia care. We expected that this active
outreach would allow us to reach more providers compared with our previous dissemination
strategy for IA-ADAPT and that offering consultation would allow us to provide guidance
beyond what was available in the educational resources and thus increase the impact of the
program. We offered this intervention to providers in select rural counties and used
demographically similar counties as the control group. Our evaluation assessed the impact of
the intervention on medication use and BPSD, and the extent to which rural providers were
willing to participate in academic detailing and consultation activities. We expected
participation in these activities to enhance effects, because it would allow us to describe how
the decision aids could be applied and answer clinical questions that the decision aids did not
address.
The effect of traditional continuing education methods on practice tends to be modest.
Previous work has suggested that rural providers prefer information from print sources and
direct communication with colleagues.35 Academic detailing has shown some success in
changing prescribing.34 This involves visits by the detailer to clinicians, brief discussions, and the
delivery of print resources outlining clinical decisions addressed by the detailer, who has clinical
expertise. However, in rural settings, in-person academic detailing requires significant travel,
which limits its practicality, so we attempted to deliver academic detailing and consultation by
videoconference to determine its acceptability and evaluate its impact. We thought
videoconferencing might mimic the face-to-face visit better than phone calls and might
strengthen connections with providers, but we also allowed phone communication. We
targeted prescribers, nursing home leaders, and consultant pharmacists, because previous work
had suggested that involving nursing home staff is important for changing psychotropic drug
14

prescribing in that setting.36-38 We enhanced access to other specialists by including a
multidisciplinary team with expertise in dementia care to provide input on complex questions.
We also invited stakeholders with relevant expertise to provide input. To maintain
confidentiality, patient issues were discussed without sharing identifying information (with the
exception of the nursing home in which a patient resided). We focused on sharing information
and ideas with providers.
Another strategy we used to increase personal connections with providers and enhance
recruitment was engagement by the staff of Iowa State Extension and Outreach. Extension staff
are involved in local work in all Iowa counties; they identify and serve community needs and
translate science for practical applications and are well-connected with communities. Although
Extension programs were originally created to provide education related to agriculture, they
have increasingly been leveraged for other activities to meet the needs of the communities
they serve. In Iowa, those include programs focused on health.39 Extension staff delivered
resources and recruitment materials to health care providers in the first 10 counties we
targeted in the distance learning intervention.

Spanish Translation of the IA-ADAPT Program
In our previous work to develop and disseminate the IA-ADAPT program, a number of
health care providers had inquired about Spanish versions of our resources. These requests
came from a needs assessment survey, from focus groups providing input on decision aids, and
at professional meetings. In light of these requests, the large number of professional caregivers
who speak Spanish as a primary language,40-42 and the experiences of a team member who was
a former nursing home administrator in Texas, we felt that a Spanish translation of our
educational program and resources for professionals might be a useful addition to the program.
We proposed to translate these resources into Spanish and attempt to disseminate them in
Texas, where a large proportion of the population identifies as Hispanic and the population of
immigrants from Spanish-speaking countries is among the largest in the United States.43 We
describe these activities as aim 3 in this report, although the description is limited compared
with those for aims 1 and 2, as this was primarily a translation and dissemination activity rather
15

than a research activity. Our research activities for aim 3 focused on ensuring the
appropriateness of the translations of previously developed materials. The evidence outlined
below provided the rationale for translating the IA-ADAPT program into Spanish.

Dementia in Hispanic and Latino Populations in the United States
Persons of Hispanic or Latino origin made up approximately 16.0% of the U.S.
population in 2010, or 49.7 million people, a number projected to grow at a much faster rate
than non-Hispanic populations.44 Based on the 2006 American Community Survey,
approximately 40% are immigrants, with the largest proportion from Mexico.45 Hispanic or
Latino persons comprised approximately 7% of the elderly population. According to a 2010
report on dementia and ethnicity by the Alzheimer’s Association, Hispanic or Latino persons are
about 1.5 times as likely to have Alzheimer’s disease as non-Hispanic whites, possibly because
of a greater prevalence of cardiovascular risk factors such as diabetes. Among people aged 55
to 64, Hispanics are more than 2.5 times as likely to have cognitive impairment.46 The need to
communicate with families about difficult decisions such as antipsychotic use could be
enhanced by use of the Spanish translation of our shared decision-making guide. In addition,
Spanish-speaking care providers with an understanding of Hispanic or Latino culture might be
more effective in communicating with and caring for elderly Hispanic or Latino immigrants with
Spanish as a first language, which underscores the importance of dementia care training and
resources for Spanish-speaking care providers.

Hispanic or Latino Direct Care Providers
Hispanic or Latino immigrants are an important and growing part of the long-term care
and home direct care provider workforce. Immigrants are seen as a major source to fill the
labor shortage in long-term care, in part because of their willingness to accept jobs with low
pay, poor benefits, and difficult work conditions when they first move to the United States.47,48
In 2006, 20% of direct care providers were immigrants.40 An analysis of the 2004 National
Nursing Assistant Survey and other survey data found that 51% of immigrant certified nursing
assistants reported a primary language other than English; about one-third cited Spanish as
16

their primary language.41 Overall, they comprised 3.9% of the sample.42 Extrapolated to the
estimated 700 000 certified nursing assistants in nursing homes, that is approximately 27 000
nursing assistants. Hispanic and Latino direct care providers made up 10% of nursing home
direct care providers and 21% of home health aides in 2006; thus, the need for Spanishlanguage resources and training may be even greater among home health aides, whose
numbers are approximately equal to those of nursing home direct care providers. In some
regions, such as Texas and California, the Hispanic and Latino population is larger, and many
care providers speak Spanish as a primary language. In 2014, 39% of the populations of Texas
and California identified as Hispanic or Latino.49 Our team member, Linda Seydel, was a nursing
home administrator in Texas and was involved in educational efforts to improve dementia care.
She noted that training programs often struggled in those states because of language barriers
with the large Spanish-speaking population of direct care providers.

Study Goals and Hypotheses
The overarching goal of this program was to improve prescribing of psychoactive
medications among patients with dementia. Although the scope of our activities was broad, we
focus this report on the 3 primary aims and several related sub-aims. Aims 1 and 2 were
scientific aims, while aim 3 focused on translation and dissemination and generally was not a
research aim. Broadly, the first aim was to evaluate the longer-term effects of the IA-ADAPT
program in Iowa. We linked exposure of nursing home staff and prescribers to secondary data
sources available from the Minimum Data Set (MDS) version 3.0 to evaluate intervention
effects in patients. The second aim was to evaluate the effects of the distance learning
intervention in select rural counties in Iowa. The third aim was to translate and disseminate a
Spanish-language version of the IA-ADAPT program, focusing dissemination efforts in Texas in
collaboration with some local partners. Because each of these aims represents a distinct
project, we present the methods and results for each in separate sections.
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Aim 1
Evaluate the associations of provider exposure to the IA-ADAPT program with changes in
antipsychotic, anticholinergic, and benzodiazepine use among Iowa nursing home residents with
or without dementia diagnoses and separately in outpatients with dementia.

Aim 1 Hypotheses. Time since provider exposure to IA-ADAPT will be associated with
reduced use of antipsychotics, anticholinergics, and benzodiazepines; reduced use of excessive
antipsychotic doses; and improvements in other measures of antipsychotic appropriateness.
Sub-aim 1a. Evaluate the association of provider exposure to the IA-ADAPT program
with changes in behavioral symptom measures among nursing home residents.

Sub-aim 1a Hypothesis. Time since provider exposure to IA-ADAPT will not be
associated with worsening of behavioral symptom measures.
Sub-aim 1b. Explore whether the effects of provider exposure to IA-ADAPT persist or
decay over time.

Sub-aim 1b Hypothesis. The effects of IA-ADAPT exposure may decay over time.
Aim 1 Context. The IA-ADAPT program became widely available in April 2012.
Evaluation through the end of 2012 found that, in Iowa, exposure of nursing home staff to the
training program was associated with reductions in antipsychotic and anticholinergic use, with
no negative effects on BPSD. We assessed the same outcomes through 2014, which allowed us
to evaluate changes in effects over time. We included nursing home residents with and without
dementia diagnoses in this evaluation because dementia is underdiagnosed,50 but we
controlled for dementia diagnosis and other patient characteristics in analyses. We also
evaluated outcomes in subgroups of nursing home residents, including those with and without
dementia. We conducted analyses of nursing home residents and outpatients separately
because more information on nursing home residents is available from assessment data.
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Aim 2
Evaluate the effectiveness of a combined outreach, resource delivery, academic
detailing, and consultation intervention (distance learning intervention) in certain rural Iowa
counties for improving antipsychotic, anticholinergic, and benzodiazepine use among nursing
home residents with or without dementia diagnoses and separately in outpatients with
dementia by comparing changes in outcomes with those for patients in control counties.

Aim 2 Hypothesis. Provider exposure to the distance learning intervention will be
associated with reduced use of antipsychotics, anticholinergics, and benzodiazepines; reduced
use of excessive antipsychotic doses; and improvements in other measures of antipsychotic
appropriateness.
Sub-aim 2a. Evaluate the influence of the distance learning intervention on behavioral
symptom measures among nursing home residents in rural Iowa counties by comparing
changes in behavioral symptoms with those of nursing home residents in control counties.

Sub-aim 2a hypothesis. The distance learning intervention will not be associated with
worsening of behavioral symptom measures in nursing home residents.
Aim 2 Context. We hypothesized that our distance learning intervention would reduce
antipsychotic use, anticholinergic use, and benzodiazepine use in nursing home residents and
outpatients with dementia without adversely affecting measures of BPSD. We offered the
intervention to nursing homes, consultant pharmacists serving those nursing homes, and
prescribers whose certifications suggested that they might provide care for patients with BPSD.
Each of these providers has a role in affecting medication use and other aspects of care in
nursing homes. For the same reasons as in aim 1, we included nursing home residents with and
without dementia in this evaluation. We conducted analyses of nursing home residents and
outpatients separately because more information on nursing home residents is available from
assessment data.
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Aim 3
Create and disseminate a Spanish-language version of the online IA-ADAPT program,
focusing dissemination efforts in Texas.
Aim 3 Context. The creation and dissemination of a Spanish translation of IA-ADAPT was
not research, with the exception of some surveys and focus groups to gather feedback to refine
product translations. Thus, we describe the Spanish translation activities briefly in the Methods
and Results sections specific to those activities. The goals of those activities were simply to
translate and disseminate the Spanish version of IA-ADAPT and to count the number of people
who used the Spanish version.
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PARTICIPATION OF PATIENTS AND OTHER STAKEHOLDERS
Our stakeholder advisory panel participated in all stages of intervention design and
recruitment efforts. We had worked with most of them for several years before the start of this
project. The panel included representatives from health care provider and nursing home
organizations; Telligen (the CMS-funded quality improvement network/organization for Iowa);
the Pharmacy Quality Alliance (a quality measurement organization); the Alzheimer’s
Association; and a patient–family representative with experience as a volunteer nursing home
ombudsman and financial planner. (The Acknowledgments section includes a list of
participating stakeholders.) We recruited stakeholders from previous work on the IA-ADAPT
project or in the planning phases of the current study. In several cases, investigators reached
out to their own organizations, many of which represented providers of dementia care. We
identified other stakeholders through their personal or professional connections with the
investigative team or through relevant experience or expertise. Stakeholders included
pharmacists, nurses, surveyors, ombudsmen, and others with relevant expertise or leadership
and service roles in provider and patient organizations. The Iowa Health Care Association
encouraged its members to participate.
The stakeholders met approximately quarterly by phone before the project’s onset and
continuing through the intervention period. This allowed them to provide guidance and
feedback on recruitment materials, as well as feedback on key clinical questions posed by
providers.
The stakeholder panel endorsed the need to offer guidance and technical assistance to
rural providers to improve the evaluation and nonpharmacologic management of BPSD,
improve drug safety, and reduce antipsychotic use in dementia. Panel members noted that
many professionals did not know where to begin in their efforts to reduce antipsychotic use.
Stakeholders provided feedback on clinical questions identified in detailing and consultation
sessions. We posed clinical questions in general terms to prevent the identification of providers
or patients. Stakeholders reviewed evidence summaries to address these questions and
provided input.
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Stakeholders also provided input on outcome measurement. Our intent was to work
with them to develop a scale for BPSD measurement using the Minimum Data Set (MDS), but
they did not think the ratings would be reliable enough to create a composite scale that was
feasible and valid. They also did not think it was feasible to use the information available in the
quarterly MDS measures to weight symptoms on overall impact, because the MDS reports
questions of impact only annually. Thus, we simplified our measures of BPSD to focus on the
presence of symptoms.
Our stakeholders also helped us disseminate the IA-ADAPT intervention and made
suggestions for presentations. We worked with them on ancillary products such as an algorithm
to identify residents who might be candidates for antipsychotic reduction. Some of this work
contributed to co-interventions that might have contaminated the study. Other organizations
(such as Telligen and some nursing home providers) were conducting educational and quality
improvement activities connected to antipsychotic use in dementia concurrently with our
study. These activities did not preclude our ability to determine whether our own outreach
efforts added value beyond what others were doing, but they might have made it more difficult
to show an effect.
Our stakeholder panel was involved in planning and conducting the study, but the study
itself was also a stakeholder engagement activity. Our detailing and consultation sessions
identified 43 key clinical questions from rural providers. We have posted summaries of
evidence and suggestions for dealing with these clinical situations on the IA-ADAPT website.
In ancillary work, Dr. Sato Ashida interviewed caregivers of persons with dementia to
identify their needs relating to interacting with health care providers and caring for their loved
ones. The interviews identified care coordination and navigation as an important unmet need
for some patients, but we do not describe that work in detail because it was not part of our
originally proposed work or one of our primary aims. Dr. Jennifer Margrett from Iowa State
University led a separately funded, community-based participatory research project on the
needs of rural communities related to their aging populations and agreed to share with us any
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dementia-related needs identified in her work. Those communities did not prioritize dementiarelated needs, so that work did not inform our project.
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METHODS FOR AIM 1: ASSESSMENT OF THE LONG-TERM
EFFECTS OF IA-ADAPT
Aim 1 Overview
To assess the effects of the IA-ADAPT intervention, we evaluated changes in outcomes
related to nursing home and prescriber exposure to the intervention, using months since IAADAPT exposure as the variable to evaluate intervention effects over time. The controls in the
nursing home and outpatient analyses were residents of unexposed nursing homes and
patients of unexposed prescribers, respectively. Outcomes included antipsychotic use,
anticholinergic use, benzodiazepine use, and some specific antipsychotic choices for
subpopulations from Medicare Part D data, as well as behavioral symptom measures from the
MDS. Because we were interested in whether the effects of IA-ADAPT waned over time, we
evaluated patterns of change and modeled effects based on those observed in the first 12
months after exposure and those observed subsequently, in periods based on observed
patterns in the data. IA-ADAPT became widely available in April 2012 when we activated the
website, although a few exposures occurred during early dissemination activities at a
conference in October 2011.
We completed separate analyses for nursing home residents and outpatients with
dementia, as measures of BPSD are available only for nursing home residents. This produced 2
analysis samples for aim 1: (1) nursing home residents from all of Iowa and (2) outpatients with
dementia from all of Iowa.

Study Design
All analyses used an interrupted time-series design with comparison groups of
unexposed prescribers and nursing homes, which allowed us to evaluate interventions that
occurred at various points throughout the study period. We did not expect immediate effects
from interventions but rather gradual effects over time, so we pursued an approach that
allowed evaluation of changes in trends after intervention exposure.
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Figure 2 illustrates the study timeline. The distance learning intervention that was
delivered in 2 phases in 29 rural counties is also illustrated, as we controlled for its effects in all
analyses of IA-ADAPT exposure effects. That intervention is described in more detail in the aim
2 Methods section.
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Figure 2. Study timeline
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Study Participants
We conducted separate evaluations in 2 patient groups: (1) all nursing home residents
with dementia and (2) non-nursing-home residents with dementia. We identified eligible
subjects using Medicare and MDS nursing home assessment data. We identified non-nursinghome residents with dementia using Chronic Conditions Warehouse (CCW) indicators and
additional diagnosis codes (International Classification of Diseases, Version 9, Clinical
Modification [ICD-9-CM] diagnoses 290.2 or 331.82) as defined in our previous work.24
This study included Iowa residents aged 66 or older at the end of each year who (1)
were eligible for Medicare fee-for-service benefits, (2) were eligible for Medicare Part D, and (3)
lived in an Iowa nursing home during the study period or had a diagnosis of dementia. The
study period was from April 2011 through December 2014.
Patients were excluded from the evaluation in a given month if their combined time in a
hospital, skilled nursing facility, or enrollment in hospice exceeded 15 days, as Medicare Part D
does not pay for drugs in these care settings. Patients were excluded if they had a diagnosis for
any of the following conditions at any time during the study period according to CCW
indicators: schizophrenia, schizoaffective disorder, bipolar disorder, Huntington’s disease,
Down syndrome, or developmental disability (Appendix Table A1). These are common
indications for antipsychotics, and the factors influencing decisions about antipsychotic use are
often different from those influencing use in people with dementia that is not complicated by
another condition that might justify an antipsychotic. Patients were considered nursing home
residents if they were in a nursing home for at least 14 days during a month and outpatients if
they were not in a nursing home that month. Those in the nursing home for fewer than 14 days
in a month were excluded for that month to allow for more clearly delineated effects between
nursing home residents and outpatients. The impact of nursing home exposure combined with
patient residence for such a short time would be difficult to discern, although some impact
might have been present beyond the prescriber exposure evaluated in outpatient analyses.
Finally, patients were required to be eligible for a given analysis for at least 6 continuous
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months during the study to enable us to capture longitudinal information about changes in
outcomes.

Intervention and Controls
The IA-ADAPT educational program was essentially a web-based or lecture-based
program, although it was enhanced by clinical decision aids for use in practice and evidence
reviews available on the website. We offered the program to providers statewide through
various channels, including the website and conference presentations. Stakeholders helped by
advertising the website’s availability and arranging presentations at their conferences, and
providers were exposed through the website or in-person presentations. The website was first
available in April 2012, and most presentations occurred after that, although a small number of
nursing home providers were exposed at a hospice conference in October 2011. Our training
website includes about 2 hours of brief lectures, each about 15 minutes long, covering the
principles of managing BPSD, clinical decision aids and reviews of evidence on assessment and
nondrug management, medications for BPSD, and delirium management. We considered
providers to have been exposed when they registered for the website. We delivered
presentations at professional meetings that mirrored the online lecture content and provided
laminated copies of the decision aids (eg, pocket guides) to attendees. Starting as soon as the
website was posted in April 2012 and through the end of the study, we supplied providers in
Iowa with free laminated copies of decision aids on request. We invited attendees to complete
a form that would link them to evaluation data, although this was not required, and considered
those who provided forms to have been exposed on the date of the presentations they
attended.
We measured IA-ADAPT exposure among prescribers and nursing home staff, and
classified patient exposure based on provider exposure. Controls for the nursing home and
outpatient analyses were residents of nursing homes with no staff exposure to IA-ADAPT during
each month of the analysis and patients whose primary prescribers were not yet exposed,
respectively.
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(For decision aids and educational resources, see the website:
https://igec.uiowa.edu/ia-adapt. Copies of many of the resources are provided in Appendix B.)

Study Outcomes
We classified all outcomes as present or absent during 1-month observation periods.
For analyses that did not converge using 1-month measurement periods, we aggregated data
for 3-month periods to reduce variance. The 3-month periods were defined starting with the
first month a resident was eligible for analysis. If the last time period for a resident was less
than 3 months, then the remaining months comprised the final observation (eg, if the resident
was eligible for 8 months, then we aggregated the last 2 months to create the final
observation).
We measured all drug use outcomes using pharmacy claims available in Medicare Part D
data. We considered drugs to be in use from the dispensing date until the prescription would be
exhausted by daily use. The primary outcomes were pharmacy claims indicating antipsychotic
use (Appendix Table A2) and anticholinergic use (Appendix Table A3). Anticholinergics included
those listed on the IA-ADAPT decision aids: generally, drugs classified by the Anticholinergic
Drug Scale51 as having clinically significant anticholinergic effects (level 2 and level 3 drugs) and
strong anticholinergics as defined by the 2012 version of the Beers Criteria.52 Secondary
outcomes included benzodiazepine use and use of antipsychotics at excessive doses per CMS
guidance for nursing home surveyors (Appendix Table A2).53 Because Medicare Part D did not
typically cover benzodiazepines before 2013, analyses of benzodiazepine use were restricted to
data from 2013 and later. Behavioral and psychological symptoms of dementia as measured by
the MDS were secondary outcomes. We assessed these symptoms only among nursing home
residents, as such data are not available for outpatients. Specifically, we evaluated physical
behavioral symptoms directed toward others (physical aggression), verbal behavioral symptoms
directed toward others (verbal aggression), hallucinations, delusions, delirium and any other
potentially appropriate antipsychotic indication (Appendix Table A4).54 Nursing home staff
complete the MDS assessment for all residents at least quarterly and whenever a resident has a
major change in health status. The assessment includes information relevant to care planning,
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including resident preferences, symptoms, functional status, diagnoses, and use of certain
medications. For the analysis of intervention effects, we updated BPSD measures based on the
most recent MDS assessment for each resident. We considered quetiapine or clozapine use
among antipsychotic users with Parkinson’s disease or Lewy body dementia to be a desirable
outcome, as these antipsychotics are least likely to exacerbate movement disorders.55 We
considered olanzapine use among antipsychotic users with diabetes, obesity, or hypertension
to be an undesirable outcome, as this drug is more likely than most antipsychotics used in
dementia to exacerbate metabolic conditions.55 (See Appendix Table A4 for definitions of these
variables and subgroups.)

Time Frame for the Study
This study characterized patients and outcomes from April 2011 through December
2014. We chose April 2011 as the first month of the study period because MDS nursing home
assessments changed from version 2.0 to version 3.0 in October 2010, which led to substantial
changes in the classification of covariates and outcomes. By starting the analysis period in April
2011, we allowed for a 6-month baseline period during which MDS 3.0 was used to assess
nursing home residents to characterize patients for the first month of the study period.

Study Setting
This study used secondary data to evaluate outcomes for patients of providers who
were exposed to educational resources. These patients either lived in nursing homes or were
outpatients with dementia. Prescriber and nursing home provider exposure to IA-ADAPT
occurred through our website or through in-person presentations.

Data Collection and Sources
The evaluation primarily used data from Medicare and the MDS, augmented by
information about prescriber and nursing home staff exposure to IA-ADAPT. Medicare data
sources included Beneficiary Annual Summary Files (including chronic conditions) as well as
MedPAR, Outpatient, Carrier (Part B), Hospice, and Part D data. The Beneficiary Annual
Summary Files include information about demographics and eligibility for Medicare, vital status,
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and chronic conditions. MedPAR files include summaries of hospitalization and skilled nursing
facility claims. Outpatient files contain outpatient institutional claims. Carrier files include
individual provider claims. Part D data include outpatient pharmacy claims. MDS data include
nursing home assessment data collected for care planning and CMS reporting purposes, which
include nursing home identifiers and a variety of behavioral symptom measures, functional
measures, and diagnoses. We used Certification and Survey Provider Enhanced Reports
(CASPER) data from nursing home surveys to describe facility characteristics. We characterized
prescriber IA-ADAPT exposure according to the first date that a prescriber was exposed in any
form, as evidenced by registering for IA-ADAPT online or attending a presentation and
completing a learner characteristics form. We considered nursing homes to be exposed on the
first date that any staff member who self-identified as working at that nursing home was
exposed to IA-ADAPT in any form. We collected workplaces and addresses on learner
characteristics forms and website registrations.

Analytical and Statistical Approaches
We conducted separate analyses in nursing home residents and outpatients with
dementia. MDS assessments are available only for nursing home residents, and they are useful
to control for behavioral and psychological symptoms that might justify antipsychotic use.

Intervention Exposure Variables
We considered prescribers and nursing homes exposed to IA-ADAPT on the first date
that a prescriber or nursing home staff member watched a presentation or logged into the
website. Nursing home analyses focused on exposure of nursing home staff, and outpatient
analyses focused on effects of the primary prescriber for each patient. If a provider was
exposed to IA-ADAPT through the distance learning intervention, we considered it an effect of
the intervention and did not code it as exposure to IA-ADAPT, because the distance learning
intervention includes information about the IA-ADAPT website, which could lead to IA-ADAPT
exposure if the provider subsequently logged into the website. We considered this part of the
causal pathway of the distance learning intervention and an effect of that active outreach and
delivery of resources. We based prescriber variables for each month on exposure status of the
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most frequent prescriber for the previous 3 months (ie, the prescriber who prescribed the most
drugs dispensed according to Medicare Part D). This prescriber was the most frequent
prescriber of antipsychotics in 85% of records indicating antipsychotic use.
We modeled IA-ADAPT effects using variables representing the number of months since
exposure to each intervention. The first month after exposure was coded as 1, the second as 2,
etc. We conducted an initial modeling phase using basis splines to determine a reasonable
shape for the intervention effects and used the results to motivate the shape of the interrupted
time-series design. Splines allow the shape of the overall time trend (the trend in patients of
exposed and unexposed providers) to vary at different points during follow-up. Exploring
whether this time trend was linear was especially important given the long duration of the
study period and the possibility that trends would differ throughout that period. Accordingly,
we set the maximum value of the variables representing months after the IA-ADAPT
intervention at 12 and held it constant after 12 months following exposure. We included
another variable representing the number of months beyond 12 since exposure to allow a
different effect in this period and to determine whether there was evidence of decay. In other
words, outcomes could improve for the first year after exposure but fail to improve further or
even worsen in subsequent periods. We attempted to detect such trends using these methods.
Intervention variables were set to zero prior to exposure.
We defined patient characteristics and outcomes on a monthly basis. For several models
that did not converge, we aggregated observations into 3-month periods to reduce variance.
For analyses aggregated at the 3-month level, we considered outcomes present or absent
during the period of aggregation and represented all other variables (ie, covariates in the
model) as either a numeric average or a binary proportion (the proportion of months in which
the covariate was considered to be present). This allowed us to naturally include all relevant
covariate information while reducing variability to a temporal scale more closely aligned with
the expected intervention effects. Interpretation of coefficient estimates is straightforward, in
that they still estimate the effect of a 1-unit change in the underlying covariate.
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Covariates
We included a variable representing the number of months since CMS announced the
Partnership to Improve Dementia Care. We considered May 2012 month 1, as the CMS
Partnership was announced on March 29, 2012, and effects in April were unlikely. Our previous
research suggested that the CMS Partnership had meaningful effects on various study
outcomes.24 As with the IA-ADAPT intervention, we set the maximum value of this term to 12
and held it constant after that. We added a term for more than 12 months to allow nonlinearity
in the effect over time.
We included the following covariates in models as appropriate: age, sex, dementia,
hallucinations, delusions, delirium, verbal behavioral symptoms directed toward others,
physical behavioral symptoms directed toward others, Parkinson’s disease dementia, Lewy
body dementia, diabetes, hypertension, hyperlipidemia, and the number of months since entry
of each resident into the eligible population. We generally included all covariates in the models
unless they defined a subgroup or outcome (eg, models that evaluated antipsychotic use in
dementia did not include dementia as a covariate because all patients had dementia; models
that evaluated the presence of an appropriate indication among antipsychotic users did not
include appropriate indications as covariates). We defined these variables in previous work (see
Appendix A).24 When we used BPSD as covariates rather than outcomes, we considered them to
be present if they had appeared on any MDS assessment in the past 6 months (3 months for
delirium). We considered these symptoms in these past time periods as evidence of a
potentially appropriate indication for antipsychotic use. Although they do not ensure
appropriateness of use, they were the best available proxies. When we used these variables as
outcomes, we updated them based on the most recent assessment to detect any changes in
the symptoms over time. We also included variables for number of months since prescriber and
nursing home exposure to the distance learning intervention to control for its effects in
intervention counties.
We assessed race for descriptive purposes using the Medicare Beneficiary Annual
Summary file, but we did not include race in the models. There were few nonwhite subjects.
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Statistical Analysis
We compared characteristics of ever exposed vs never exposed nursing homes and their
residents in March 2012, just before the intervention became widely available, using t tests and
chi-square tests. We used CASPER data from nursing home surveys closest to this month to
evaluate nursing home characteristics.
We analyzed intervention effects using repeated monthly observations of individuals in
the study population, updated using the most recent information for variables; for models that
did not converge using monthly observations, we used 3-month aggregated observations. We
used generalized linear mixed logistic regression models with patient-specific random
intercepts for all longitudinal analyses. We preferred patient-specific random intercepts over
facility-level terms for nursing home models, as facility variability was assumed to be accounted
for by resident-specific intercepts and covariates. Therefore, we did not include nursing home
characteristics in models.
We performed a number of subgroup analyses that we specified in advance. We
assessed antipsychotic use among subgroups of outpatients or nursing home residents defined
by the following characteristics as applicable: dementia; no dementia; evidence of a potentially
appropriate antipsychotic indication (hallucinations, delusions, verbal or physical behavioral
symptoms directed at others, or delirium); history of falls; and history of unsteady gait (see
Appendix Table A4 for definitions). We considered individuals with a history of falls or unsteady
gait to be at higher risk of falls caused by sedative drugs such as antipsychotics. We assessed
anticholinergic use in nursing home residents with and without dementia, as people with
dementia are especially sensitive to the adverse cognitive effects of these drugs.16 We assessed
olanzapine use among antipsychotic users with diabetes, hyperlipidemia, or hypertension. We
assessed quetiapine or clozapine use among antipsychotic users with Parkinson’s disease or
Lewy body dementia. We used interaction terms to test whether dementia modified
intervention effects on antipsychotic use, anticholinergic use, or benzodiazepine use among
nursing home residents. Because these analyses included people without dementia, we were
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interested in the heterogeneity of effects, but the intervention focused on people with
dementia.

Changes to the Original Study Protocol
This study was approved by the University of Iowa IRB. We had originally planned to use
variables indicating the frequency of behavioral and psychological symptoms in nursing home
residents as outcomes. After discussions with stakeholders, we decided that the variables were
unlikely to be reliable enough for such an analysis, so we used indicator variables of the
presence or absence of symptoms. Also, for subgroup analysis models that did not converge
with 1-month observation periods, we deviated from our plan by aggregating exposure and
outcome variables in 3-month periods to reduce variance.
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METHODS FOR AIM 2: ASSESSMENT OF THE DISTANCE
LEARNING INTERVENTION
Aim 2 Overview
Aim 2 involved delivery and evaluation of the distance learning intervention in eligible
rural counties. This was an active dissemination approach in which we delivered resources to
prescribers and nursing homes and offered opportunities to participate in academic detailing
and consultation discussions. This approach is different than the statewide IA-ADAPT
dissemination approach described in aim 1, in which exposed providers attended a
presentation at a conference or actively sought information on the IA-ADAPT website after
learning about it through advertisements. The aim 1 evaluation had a greater risk of selection
bias, because providers who were motivated to make changes were more likely to participate in
such activities. We delivered the intervention in 2 phases in 2 sets of counties using slightly
different approaches. In phase 1, Iowa State Extension and Outreach staff delivered decision
aids and recruitment materials for participation in academic detailing and consultation activities
to prescribers and nursing homes in 10 counties and discussed the study with providers or their
representatives to encourage participation and attention to the resources. We added phase 2
with the approval of our program officer because of less-than-desired provider enrollment in
phase 1 academic detailing and consultation activities. Phase 2 used mailings to recruit and
deliver the same resources to providers from 19 additional counties, randomly selected from
the remaining 29 control counties that were not targets of the phase 1 intervention. To assess
the effects of the distance learning intervention, we used data on prescribers and nursing
homes in 39 rural counties: 10 exposed to the intervention in phase 1, 19 exposed to the
intervention in phase 2, and 10 control counties. Phase 1 recruitment began in October 2013,
and recruitment mailings for phase 2 occurred in July 2014. The evaluation used an interrupted
time-series design similar to that used in aim 1. We considered patients of prescribers and
nursing homes to be unexposed until resource and recruitment information delivery began in
their county; after that, we considered patients of prescribers and residents of nursing homes
targeted in that county to be exposed. The statistical analysis approach treated patients and
residents in phase 2 counties as controls until they were exposed and evaluated changes in
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outcome trajectories over time using the number of months since county exposure to the
intervention as the primary exposure variable.
As with aim 1, we completed separate analyses for nursing home residents and
outpatients with dementia, since measures of BPSD are available only for nursing home
residents. This produced two distinct analysis samples: (1) nursing home residents in the 39
distance learning intervention and control counties, and (2) outpatients with dementia in the 39
distance learning intervention and control counties.

Study Design
This study used an interrupted time-series design. We evaluated trends in outcomes
over time and changes in trends associated with exposure to the intervention. The study
included 2 intervention phases with different recruitment approaches. Phase 1 targeted 10
counties and included Extension staff outreach. County selection was not random: We selected
counties in which Extension staff were available to deliver the intervention, and sometimes the
same staff member could cover multiple counties. Phase 2 used recruitment by mail. We
randomly selected the 19 counties for phase 2 from the remaining 29 eligible counties that had
not received the intervention in phase 1, and retained 10 as controls. Figure 2 illustrates the
study timeline. As in aim 1, all analyses used an interrupted time-series design with a
comparison group of unexposed or yet-to-be exposed counties, depending on the month.

Study Participants
Counties and Providers
Counties were eligible for inclusion in the distance learning intervention study if they
met the following criteria: (1) ≥ 10% of the population over age 75 based on 2011 census
estimates; (2) classified as rural based on the National Center for Health Statistics classifications
from 2011; and (3) 20 or fewer physicians in the county based on 2010 statistics from the Iowa
Health Professions Tracking Center. We selected counties with ≥ 10% of the population over
age 75 as they are likely to have a higher prevalence of dementia than counties with a lower
proportion of residents of this age. We selected counties with 20 or fewer physicians to ensure
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capacity to deliver the intervention to all interested physicians and as a proxy for counties likely
to have few specialists. Thirty-nine of Iowa’s 99 counties met those criteria during the planning
phases of the study.
We targeted several provider types in intervention counties. We attempted to recruit
physicians working in family medicine, internal medicine, geriatric internal medicine, neurology,
psychiatry, emergency medicine, public health, preventive medicine, and physical medicine and
rehabilitation, because we expected that these providers would be most likely to provide care
for patients with BPSD. We also attempted to recruit nurse practitioners and physician
assistants, excluding those who specialized in an area in which they would not likely see
patients with dementia (eg, pediatrics). In phase 1, local Extension staff identified physicians on
the basis of local knowledge; in phase 2, we used data from the Iowa Health Professions
Tracking Center to identify providers. We updated our lists approximately every 6 months by
calling health care clinics and facilities to ask which providers worked there.

Patients and Time Period
We conducted separate evaluations in 2 groups of patients residing in the 39 study
counties according to Medicare records or residing in a nursing home in one of those 39
counties: (1) all nursing home residents and (2) non-nursing-home residents with dementia. We
identified eligible subjects using Medicare and MDS nursing home assessment data. We
identified non-nursing-home residents with dementia using CCW indicators and additional
diagnosis codes (ICD-9-CM diagnoses 290.2 or 331.82) as defined in our previous work.24
This study used data from April 2011 through December 2014 for Iowa residents aged
66 or older at the end of each year who (1) were eligible for Medicare fee-for-service benefits,
(2) were eligible for Medicare Part D, and (3) resided in an Iowa nursing home during the study
period or had a diagnosis of dementia. The data sources were identical to those used for aim 1
analyses, with the exception that we restricted the study group to patients of prescribers or
residents of nursing homes in the 39 counties that met our eligibility criteria. For evaluation of
intervention effects on prescribing, patients were limited to those whose most frequent
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prescriber was of a specialty of interest and whose workplace county was available from Iowa
Health Professions Tracking Center data. Inclusion and exclusion criteria for patients were the
same as those in aim 1, except for the restriction to patients cared for by providers in
intervention and control counties.

Interventions and Controls
We delivered a distance learning intervention to 10 rural counties in phase 1 and 19 rural counties
in phase 2. We used 10 counties as controls in this evaluation.

Distance Learning Intervention
The distance learning intervention included delivery of an outreach package to providers
that contained decision aids from the IA-ADAPT program, a shared decision-making guide about
the use of antipsychotics in dementia for use with patients and families, a 1-page document
outlining the top 5 stakeholder tips on managing BPSD and some other successful practices, and
recruitment materials. We offered providers up to 4 discussions with academic detailing and
consultation personnel (baseline, 1 month, 3 months, and 6 months) in phase 1. In phase 1,
local Extension staff delivered recruitment and resource packets and discussed the study with
providers in the first 10 intervention counties. We subsequently added 19 intervention counties
in phase 2 to try to increase participation, by mailing recruitment materials to providers. This
allowed us to compare participation rates and effects between the 2 recruitment strategies. In
all recruitment efforts, the packet delivered to providers included the same decision aids and
clinical resources. In phase 2 we offered providers up to 6 discussions on an as-needed basis, as
the discussion times in phase 1 did not seem to coincide with provider needs. In a further
attempt to increase recruitment in phase 2, we offered prescribers $75 to participate in an
initial discussion and offered $25 to up to 6 providers at each nursing home. We allotted
approximately 30 minutes for each discussion. The first visit included a brief overview of the
resources and discussions of provider questions; subsequent visits focused on provider
questions. Dr. Carnahan, a psychiatric pharmacist, served as the detailer/consultant for
physicians and pharmacists. Dr. Smith, a geropsychiatric nurse specialist, served as the
detailer/consultant with nursing homes, with Dr. Carnahan occasionally participating to answer
39

questions related to drug therapy. The multidisciplinary team provided input on complex issues.
The team was composed of Dr. Carnahan; a geriatric psychiatrist (Dr. Schultz); a physician
board-certified in psychiatry, family medicine, and palliative care medicine (Dr. Weckmann); a
geropsychiatric nurse specialist (Dr. Smith); a geriatric pharmacist (Dr. Reist); and a pharmacist
who specialized in family medicine and psychiatry (Dr. Kelly). The stakeholder panel provided
additional input. To ensure patient confidentiality, no discussions with providers, the
multidisciplinary team, or stakeholders included any patient identifiers. Addressing the clinical
questions of providers sometimes involved initial input from the academic detailer/consultant,
a follow-up email with additional information, and feedback from other sources later.
We offered providers in both phases free webcams if they were interested in
participating. Our goal was to use webcams to communicate with providers to promote more
personal connections with the academic detailer/consultants. In phase 1, Extension staff
delivered the webcams with recruitment packets if providers expressed an interest in
participating. We did not require enrollment for providers to get webcams for logistical reasons
and because providers generally gave their informed consent during the academic detailing and
consultation session, which we hoped to complete using videoconferencing. In phase 2, we
offered to mail webcams to providers. The outreach packages also included USB drives with
preloaded Skype accounts so providers could use Skype without installing it on their computers.
Phase 1 outreach began on October 24, 2013, and continued through January 24, 2014.
Most initial visits with prescribers took place by the end of January 2014. Initial visits with
nursing homes in phase 1 occurred between February and April; many nursing homes have
busy event schedules during the holidays and preferred to postpone the visit. Phase 2 outreach
occurred in July 2014. It included an initial letter to providers describing the study, a follow-up
mailing with the resource and recruitment packet, and a subsequent reminder letter that
provided an opportunity to submit questions by survey.
We assessed the effects of this intervention at the county level, considering the first
date an outreach packet was delivered as the first date of exposure in each county. We also
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tracked participation in academic detailing and consultation visits to determine whether these
visits modified the effects of the intervention.

Study Outcomes
We defined outcomes in the same way as we did in aim 1. Primary outcomes were
antipsychotic use and anticholinergic use. Secondary outcomes included benzodiazepine use,
use of antipsychotics at excessive doses, use of specific antipsychotics in people with particular
health conditions, and BPSD measures. We classified all outcomes as present or absent during
1-month observation periods. As in aim 1, for analyses that did not converge using monthly
observations, we aggregated data in 3-month observation periods.

Time Frame for the Study
In phase 1, we gave providers opportunities to participate in academic detailing and
consultation discussions at baseline, 1 month, 3 months, and 6 months. We anticipated that
questions might arise after the first academic detailing and consultation visits and that followup on the outcomes of any recommendations might be useful, but that questions would
become less frequent after the initial discussion. In phase 2, we offered up to 5 follow-up
discussions over a 6-month period as needed. We decided after phase 1 that the follow-up
intervals we had chosen were too arbitrary and did not necessarily coincide with the times at
which providers might have questions about patients, so we elected to try a more flexible
approach. We tracked patient outcomes throughout the study period, both before and after
provider exposure to any interventions. Follow-up time exceeded the duration of exposure to
the intervention in most cases, although providers in phase 2 could have received consultations
until the end of the study period. Phase 1 began in October 2013 and phase 2 started in July
2014, so the intervention was available to providers in phase 2 until the end of the study period
(end of December 2014). Figure 2 illustrates this timeline.

Study Setting
The study targeted providers in eligible rural counties and involved several components.
The initial delivery of resources was completed either by Extension staff (10 counties in phase
41

1) or by mail (19 counties in phase 2). Communication between academic detailers/consultants
and providers took place by phone or videoconference from whatever location was convenient.
We frequently communicated using email. Figure 3 illustrates the counties that we included in
phase 1 and phase 2, and as controls. It also identifies urban counties and rural counties that
did not meet the study inclusion criteria.
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Figure 3. Counties included in the distance learning intervention studya

All phase 1, phase 2, and control counties were rural. Counties in white are rural counties that were ineligible for inclusion. Counties in gray are urban
counties, which also were ineligible.
a
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Data Collection and Sources
The evaluation primarily used data from Medicare and the MDS, augmented by
intervention exposure information. We used CASPER data to describe facility characteristics.
Medicare data sources included Beneficiary Annual Summary Files (including chronic
conditions), MedPAR, Outpatient, Carrier (Part B), Hospice, and Part D data. We considered
prescribers and nursing homes to be exposed to the distance learning intervention at the point
at which outreach started in their county. For phase 2, all packages were mailed on July 8, 2014,
so we considered target county providers to be first exposed to the intervention in July.
In phase 1, we initially identified prescribers using the National Provider Identifier (NPI)
database. Local Extension staff determined that provider location data from this database were
often outdated, so they updated lists of prescribers using their local knowledge of the
communities and health care providers and provided that information to the University of Iowa
investigators. They delivered packages to these known prescribers rather than relying on the
NPI database, and we based exposure data on delivery of these packages. For phase 2, we used
databases of prescribers provided by the Iowa Health Professions Tracking Center; the center
updates them every 6 months through active outreach. We also used this database to identify
prescriber counties for the evaluation analyses. Before we could obtain provider NPIs in
Medicare Part D data to allow for direct links of prescribers with claims, CMS required us to
delete prescriber characteristics files that include information about prescriber specialty. This
limited our ability to identify prescribers beyond those in our targeted specialties, as we
obtained data on specialties only from the Health Professions Tracking Center, but it gave us
more confidence in provider locations compared with information in the NPI database. We
augmented prescriber information with data on intervention exposure and linked this with Part
D claims using NPIs. We considered the prescriber of most medications dispensed to a patient
in the previous 3 months before each observation to be the patient’s primary prescriber and
classified prescriber intervention exposure on the basis of this prescriber’s county of residence.
We identified nursing home information for outreach and analysis using the CASPER and
Nursing Home Compare databases, which contain information on all Medicare- and Medicaid44

certified nursing homes. We augmented these data with intervention exposure information and
linked them to nursing home resident MDS records. Analyses included information on exposure
to the original IA-ADAPT intervention, which we linked to prescriber and nursing home data
using a similar approach.

Analytical and Statistical Approaches
We conducted separate analyses in nursing home residents and outpatients with
dementia. MDS assessments are available only for nursing home residents, and they are
necessary to control for behavioral and psychological symptoms that might justify antipsychotic
use.

Intervention Exposure Variables
We considered prescribers and nursing homes to be exposed to the distance learning
intervention on the first date of exposure in each county, as analyses evaluated county-level
exposure rather than individual provider exposure. We considered them exposed to IA-ADAPT
on the first date that a prescriber or nursing home staff member was exposed. If they were
exposed to IA-ADAPT after having been exposed to the distance learning intervention, we
considered this an effect of the intervention and did not code it as exposure to IA-ADAPT,
because the distance learning intervention included information about the IA-ADAPT website,
which could lead to IA-ADAPT exposure if the provider subsequently logged into the website.
We based prescriber variables on the exposure status of the most frequent prescriber for the
previous 3 months before each observation (ie, the prescriber who prescribed the most drugs
dispensed according to Medicare Part D). This prescriber was the most frequent prescriber of
antipsychotics in 85% of records indicating antipsychotic use. In analyses aggregated over 3month periods, we averaged the prescriber and nursing home exposure variables over those
periods.
We modeled intervention effects for both the distance learning and IA-ADAPT
interventions using variables representing the number of months since exposure to each
intervention. The first month after exposure was coded as 1, the second as 2, etc. We set the
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maximum value of the variables representing months after the IA-ADAPT intervention at 12 and
held it constant after 12 months following exposure. We included another variable representing
the number of months beyond 12 since exposure to allow a different effect in this period and to
determine whether there was evidence of decay. Because of a shorter follow-up time for the
distance learning intervention compared with earlier IA-ADAPT exposures and our previous
commitment to examine effect modification by intervention phase, the distance learning
intervention did not include a second linear term. We set intervention variables to zero prior to
exposure.
Most analyses used 1-month observation periods. For analyses that did not converge
using 1-month observation periods, we aggregated the data into 3-month periods to reduce
variance. We considered outcomes to be present or absent during each observation period.

Covariates
Covariates in these models were the same as in models for aim 1, and we controlled for
exposure to the IA-ADAPT intervention using the same exposure variables described in the aim
1 methods.

Statistical Analysis
We calculated descriptive statistics for nursing homes and their residents in phase 1,
phase 2, and control counties in October 2013, the first month any intervention package was
delivered. We used CASPER data from nursing home surveys closest to this month to evaluate
nursing home characteristics. We described the characteristics of eligible residents at these
time points and compared facilities in phase 1, phase 2, and control counties using KruskalWallis tests. We used chi-square tests and F tests to compare individual patient characteristics
across groups.
We analyzed intervention effects using repeated observations of individuals in the study
population. As in aim 1, we used generalized linear mixed logistic regression models with
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patient-specific random intercepts for all longitudinal analyses. We included all intervention
effects in all models.
We performed a number of subgroup analyses that we had specified in advance, the
same ones we performed for aim 1. As in aim 1, we used interaction terms to test whether
dementia modified intervention effects on antipsychotic use, anticholinergic use, or
benzodiazepine use among nursing home residents.
We assessed interactions between distance learning intervention exposure and study
phase (1 or 2) to look for evidence of a differential effect of the intervention on antipsychotic,
anticholinergic, or benzodiazepine use depending on whether resource and recruitment
packets were delivered in person by Extension staff or by mail. We also described participation
in subsequent academic detailing and consultation visits (ie, participation) in phase 1 vs phase 2
and used Fisher exact tests to compare the proportion of providers contacted who participated
in the academic detailing and consultation activities. Additionally, we assessed effect
modification of intervention effects on antipsychotic, anticholinergic, and benzodiazepine use
by provider participation in academic detailing and consultation activities. We considered both
nursing home participation and prescriber participation as participation in the nursing home
models evaluating this interaction.

Power Analysis
Table 1, produced for the study proposal, illustrates our preliminary power estimates for
the distance learning intervention study. We estimated 1000 eligible patients in 10 phase 1
intervention counties, including 750 nursing home residents, and twice as many eligible
patients in 20 control counties. We expected approximately 60 prescribers to participate, as
well as 30 nursing homes in the 10 counties with an average of 40 beds per facility, so these
were conservative power estimates. The models we proposed were too complex for precise
power estimates, and we did not yet know the type of distribution for some variables.
However, we approximated potential power and minimum detectable change for outpatients
and nursing home residents over time (24 quarters) and between intervention and control
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groups using fixed effects methods for binomial outcomes that include number of
measurement times and correlation within subjects over time.56 Across the various prescribing
measures, we estimated minimum detectable changes to maintain 90% power. Minimum
detectable changes are larger for appropriate indications and dosing because they were
calculated for comparisons among antipsychotic users only, using estimated rates of use at the
end of the observation period.
Table 1. Preliminary Power Analysis for Distance Learning Intervention Studya
Estimated
Baseline
Prevalence (%)

Prevalence at
Last Follow-up
(%): Intervention

Prevalence at
Last Follow-up
(%): Control

Power:
Intervention
vs Control

All patients

15.0

10.8

14.0

0.90

Nursing home

18.8

13.0

17.0

0.90

All patients

17.2

7.3

15.5

0.90

Nursing home

17.2

7.0

15.5

0.90

All patients

22.0

16.3

20.0

0.90

Nursing home

25.0

15.7

22.0

0.90

Variable
Antipsychotic use

Excessive doseb

Anticholinergic use

a
b

Based on 750 nursing home residents and 1000 total patients in the intervention, and twice as many controls.
Calculated among antipsychotic users only, based on estimated prevalence at end of follow-up.

Changes to the Original Study Protocol
This study was approved by the University of Iowa IRB. The original study proposal
specified targeting 10 counties in which outreach was conducted in phase 1. To try to increase
participation in detailing and consultation, we subsequently conducted outreach by mail in
phase 2.
We changed several analytic strategies from those originally specified in the protocol,
although the study questions remained the same. The original protocol specified that analyses
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would compare outcomes from 6 months before until 6 months after the intervention. Because
the 2 phases occurred at different times and providers were contacted at different times, this
approach would have made it difficult to jointly model time variables across the 2 intervention
phases and compare their effects. Thus, we used the period from April 2011 until December
2014. Also, we had originally planned to use variables indicating the frequency of BPSD in
nursing home residents as outcomes. After discussions with stakeholders, we decided that
these variables were unlikely to be reliable enough for such an analysis, so we used indicator
variables of the presence or absence of symptoms. We deviated from our plan by aggregating
exposure and outcome variables into 3-month periods to reduce variance if models using 1month observation periods did not converge.
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METHODS FOR AIM 3: TRANSLATE AND DISSEMINATE A
SPANISH-LANGUAGE VERSION OF THE IA-ADAPT TRAINING
PROGRAM AND DECISION AIDS
Our basic strategy for this aim was to translate the IA-ADAPT lectures, decision aids, and
evidence reviews into Spanish; gather feedback on the translated decision aids from Spanishspeaking dementia care providers; post the resulting program on our website; and try to
disseminate it.

Translation and Refinement
Grelda Yazmin Juarez Caballero, a University of Iowa staff member who is a native
Spanish speaker, translated the decision aids and website. (A professional medical translator
had originally agreed to translate our materials, but that person was unavailable and no other
replacement could be found in the short time available.) Dr. Elvia Ardalani of the Department of
Modern Languages and Literature at the University of Texas-Pan American translated the
lectures and evidence reviews. Dr. Bernardo Ng, a Mexican native and Spanish-speaking
psychiatrist, reviewed and edited the translations to ensure appropriateness of medical
terminology and appropriateness for use in the context of medical care. His lectures were
recorded so they could be posted to the website. Spanish-speaking staff members of a
dementia day center in Baja California, Mexico, where Dr. Ng is the medical director, also
reviewed the decision aid translations and provided feedback.
To help us gather additional formal feedback on the translated decision aids, Dr. Liza
Talavera-Garza of the Department of Psychology at the University of Texas-Pan American
surveyed and conducted follow-up focus groups with 20 Spanish-speaking certified nurse aides
at 4 nursing homes. In addition to gathering general feedback on usefulness, she asked
participants to highlight any words on the decision aids that they did not understand.

Dissemination
We completed the Spanish version of the website in April 2015. We developed a
brochure that described the IA-ADAPT program and the availability of the Spanish-language
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version and mailed it to all nursing homes in Texas in January 2016, using addresses from
Nursing Home Compare data. Andrew Crocker with the Texas A&M AgriLife Extension Service
shared this brochure, the document with stakeholder tips for BPSD care, and 2 resources to
support gradual dose reduction that we developed in collaboration with Telligen with his
colleagues, along with a request to distribute them to nursing homes and health care providers.
In July 2016, Dr. Ng shared information about the program with the Mexican Psychiatric
Association, which posted an announcement on its website. We reached out to several other
health care provider organizations that represent certified nursing assistants and Hispanic
nurses but were unsuccessful in engaging them to aid in dissemination.
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RESULTS FOR AIM 1: EFFECTS OF THE IA-ADAPT INTERVENTION
We first present results for the nursing home analysis, then for the analysis of
outpatients with dementia.

Statewide Evaluation of the Effects of IA-ADAPT in Nursing Home Residents
Figure 4 illustrates selection of nursing home residents for the statewide intervention
analysis. Of 106 323 nursing home residents in Iowa during the study period, 22 028 were
eligible for analysis.
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Figure 4. Selection of nursing home residents and monthly records for the statewide IAADAPT analysis of nursing home resident outcomes

Abbreviation: CASPER, Certification and Survey Provider Enhanced Reports.
a
Exclusions: diagnoses of Down syndrome, autism, other organic condition related to developmental disability,
developmental disability with no organic condition, comatose, schizophrenia, schizoaffective disorder,
schizophreniform, Tourette syndrome, Huntington’s disease, and bipolar disorder.
b
Complete Medicare insurance (Part A & B & D) with a starting date at least 6 months prior to first inclusion
month, and for each included month for the previous 3 months with the complete insurance (gaps for 1 month are
treated as no interruption in coverage).
c
If > 15 days in the month were spent in a hospital, hospice, or skilled nursing facility (SNF) or the person was alive
for fewer than 15 days, this month was excluded from the modeling data file. Medication use in a hospital,
hospice, or SNF is not observable in Medicare Part D pharmacy claims.
d
Based on entry/reentry and discharge information in MDS files.

53

Table 2 provides comparisons of characteristics of nursing homes residents ever
exposed and never exposed to the IA-ADAPT, based on residents eligible in March 2012. Of 426
total facilities, 200 were exposed to the intervention; 6 facilities were excluded from these
comparisons because they had fewer than 5 residents. Of provider exposures before 2015
linked to Iowa nursing home workplaces, website registrations included 183 as nurses, 5 as
direct care providers, 4 as pharmacists, 1 as a nurse practitioner, 1 as a physician, and 36 as
other disciplines. Using the same classifications, in-person presentation exposures linked to
Iowa nursing homes included 61 nurses, 25 direct care providers, and 23 other disciplines. In
March 2012, 5890 eligible residents were in intervention-exposed facilities and 5259 were in
unexposed facilities. Residents of intervention facilities were more likely to be male and more
likely to have a potentially appropriate indication for an antipsychotic (eg, physical aggression,
wandering, delusions) and to receive an antipsychotic; they were less likely to have diabetes.
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Table 2. Comparison of Residents of Nursing Homes Ever vs Never Exposed to the IA-ADAPT
Program in March 2012a

Characteristic

No Intervention
N = 5259
N (%)

Intervention
N = 5890
N (%)

Chi-square
Test
P Value

Sex (female)

4117 (78.3%)

4511 (76.6%)

0.0325

87.5 (7.7)

87.4 (7.6)

0.6359b

Age, years: mean (SD)
Race

0.1912

White

5159 (98.1%)

5804 (98.5%)

Black

58 (1.1%)

49 (0.8%)

Otherc

42 (0.8%)

37 (0.6%)

Primary prescriber exposed to IA-ADAPT
intervention in the future

267 (5.1%)

315 (5.3%)

0.5207

Primary prescriber exposed to the
distance learning intervention in the
future

930 (17.7%)

1030 (17.5%)

0.7853

Dementia or impaired memory

4437 (84.4%)

5011 (85.1%)

0.3030

Any appropriate indication for
antipsychotic

1726 (32.8%)

2064 (35.0%)

0.0134

Inappropriate only indication for
antipsychotic

2056 (39.1%)

2197 (37.3%)

0.0515

Physical aggression

557 (10.6%)

710 (12.1%)

0.0151

Verbal aggression

820 (15.6%)

952 (16.2%)

0.4107

Wandering

451 (8.6%)

598 (10.2%)

0.0044

Rejection of or resistance to care

912 (17.3%)

1057 (17.9%)

0.4038

Delusions

609 (11.6%)

774 (13.1%)

0.0126

Hallucinations

202 (3.8%)

251 (4.3%)

0.2617

Delirium

792 (15.1%)

934 (15.9%)

0.2452

History of falls

2326 (44.2%)

2698 (45.8%)

0.0947

Unsteady gait

2906 (55.3%)

3242 (55.0%)

0.8196
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No Intervention
N = 5259
N (%)

Intervention
N = 5890
N (%)

Chi-square
Test
P Value

Parkinson’s disease or Lewy body
dementia

552 (10.5%)

656 (11.1%)

0.2769

Parkinson’s disease

523 (9.9%)

625 (10.6%)

0.2478

Lewy body dementia

175 (3.3%)

183 (3.1%)

0.5094

Diabetes, hyperlipidemia, or
hypertension

4916 (93.5%)

5518 (93.7%)

0.6570

Diabetes

1994 (37.9%)

2036 (34.6%)

0.0002

Hyperlipidemia

2808 (53.4%)

3171 (53.8%)

0.6397

Hypertension

4718 (89.7%)

5299 (90.0%)

0.6586

Antipsychotic use

898 (17.1%)

1142 (19.4%)

0.0016

Antipsychotic above maximum dose

109 (2.1%)

146 (2.5%)

0.1521

Any anticholinergic use

1861 (35.4%)

2087 (35.4%)

0.9596

Non-antipsychotic anticholinergic use

1482 (28.2%)

1611 (27.4%)

0.3292

Characteristic

Does not include all subjects who were included in the study, only those eligible in this month.
Analysis completed with t-test.
c
Other races combined because of individual cell counts lower than 11, which require suppression per CMS policy.
These races include Asian, Hispanic, North American Native, Other, and Unknown.
a

b

Table 3 provides comparisons of characteristics of the nursing homes ever exposed and
never exposed to the IA-ADAPT, based on CASPER data from the survey closest in time to
March 2012. Exposed nursing homes had more residents per facility, Alzheimer’s disease–
special care beds, certified nurse aid hours per resident day, and activity staff hours per
resident day, but fewer registered nurse director of nursing hours per resident day.
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Table 3. Comparison of Characteristics of Nursing Homes by IA-ADAPT Intervention Exposure Status,
Using CASPER Data From the Survey Closest to March 2012a

No Intervention
N = 221

Intervention
N = 199

t test
P Value

53.17 (21.74)

63.87 (43.70)

0.0014

2.29 (6.64)

5.87 (9.27)

<0.0001

0.050 (0.177)

0.039 (0.099)

0.4427

Registered nurse director of nursing–hours
per resident day

1.02 (0.44)

0.90 (0.41)

0.0033

Registered nurse–hours per resident day

3.31 (1.88)

3.29 (1.75)

0.9036

Licensed practical/licensed vocational
nurse–hours per resident day

4.87 (2.25)

4.97 (1.84)

0.6278

Certified nurse aides–hours per resident
day

16.14 (5.26)

17.28 (4.96)

0.0230

Therapeutic recreational specialty–hours
per resident day

0.028 (0.166)

0.019 (0.101)

0.4938

Activity professional part-time–hours per
resident day

0.82 (0.46)

0.81 (0.44)

0.8530

Activity staff other part-time–hours per
resident day

0.50 (0.55)

0.76 (0.86)

0.0002

Mental health services–hours per resident
day

0.012 (0.034)

0.013 (0.050)

0.7850

Proportion of residents with a psychiatric
diagnosis

0.25 (0.17)

0.25 (0.16)

0.6348

Proportion of residents receiving
psychoactive medications

0.65 (0.12)

0.65 (0.13)

0.9354

Proportion of residents receiving
antipsychotics

0.20 (0.11)

0.22 (0.11)

0.1019

Characteristic
Census: total number of residents
Special care beds–Alzheimer’s disease
Medical director–hours per resident day

Total number of facilities in modeling data file in March 2012 N = 426 (200 exposed to IA-ADAPT); 6 facilities were
not included in the comparison because of a low number of eligible residents (< 5 residents).
a
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Table 4 illustrates the associations of nursing home exposure to IA-ADAPT with
outcomes in nursing home residents. All odds ratios reflect the change in odds per month after
exposure. To estimate effects for more than 1 month after exposure, the odds ratio can be
taken to the power of the number of months (eg, the odds ratio point estimate for
antipsychotic use is 0.966, so the odds ratio at 6 months postintervention can be estimated as
0.9666 = 0.813). Time since IA-ADAPT exposure was associated with a small but statistically
significant reduction in the odds of antipsychotic use over the first 12 months of the
intervention (OR 0.966 [95% CI, 0.960-0.973]). After the first 12 months, time since exposure
was not associated with any additional changes in this outcome, suggesting that the initial
effects did not diminish, but no additional effects were detectable after 1 year (OR 0.999 [95%
CI, 0.992-1.006]). The odds of anticholinergic use were slightly reduced after exposure in the
first year (OR 0.983 [95% CI, 0.977-0.989]), but no changes were associated with the
intervention subsequently (OR 1.00 [95% CI, 0.995-1.006]). The intervention did not appear to
affect benzodiazepine use in the first year (OR 1.005 [95% CI, 0.995-1.016]) but was associated
with a small increase in use subsequently (OR 1.014 [95% CI, 1.006-1.022]). Time since IAADAPT exposure was significantly associated with reduced odds of antipsychotic use at
excessive doses (OR 0.974 [95% CI, 0.962-0.987]), antipsychotic use among patients with a
history of falls (OR 0.962 [95% CI, 0.955-0.969]), and antipsychotic use in patients with a history
of unsteady gait (OR 0.968 [95% CI, 0.960-0.975]). None of these effects changed significantly
after 12 months. The first intervention year was associated with a small but statistically
significant increase in the odds of antipsychotic users having a potentially appropriate
indication for antipsychotics (OR 1.010 [95% CI, 1.002-1.017]). Unexpectedly, the first
intervention year was also associated with a decrease in the use of only quetiapine or clozapine
in antipsychotic users with Lewy body dementia or Parkinson’s disease (OR 0.974 [95% CI,
0.952-0.997]), but there was no further change in this outcome after the first year.
Time since intervention exposure showed inconsistent trends for several outcomes. A
significant decrease in olanzapine use among antipsychotic users with metabolic indications
(OR 0.952 [95% CI, 0.935-0.970]) was followed after 12 months by a detectable increase (OR
1.023 [95% CI, 1.003-1.043]). Time since intervention exposure was associated with an increase
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in hallucination diagnoses (OR 1.024 [95% CI, 1.014-1.034]), but after 12 months we observed a
decrease (OR 0.983 [95% CI, 0.973-0.992]). The same was true for delusions, with an observed
increase (OR 1.008 [95% CI, 1.002-1.015]) followed by a decrease (OR 0.978 [95% CI, 0.9720.985]). We observed a small increase in physical aggression (OR 1.008 [95% CI, 1.001-1.014])
after 12 months, although not in the first year after exposure. We observed a decrease in
documented delirium in the first 12 months (OR 0.993 [95% CI, 0.987-0.999]), followed by an
increase after 12 months (OR 1.010 [95% CI, 1.004-1.016]).
Tests for interaction between dementia status and intervention terms were significant
for the first year in predicting antipsychotic use (p < 0.0001) but not subsequently. For
anticholinergic use, both time periods had significant interaction terms (p < 0.0001 for both),
and for benzodiazepine use we detected a significant post-12-month interaction (p = 0.0098). In
subgroup analyses, antipsychotic use decreased among patients with dementia during the first
12 months (OR 0.964 [95% CI, 0.957-0.971]), as did anticholinergic use (OR 0.984 [95% CI,
0.978-0.990]). Among patients who did not have dementia, we observed a decrease in
antipsychotic use after 12 months (OR 0.963 [95% CI, 0.932-0.995]).
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Table 4. Associations of Nursing Home Staff Exposure to the IA-ADAPT Intervention With Changes in Resident Outcomes
Statewide, From Generalized Linear Mixed Models
Estimated Effect of IA-ADAPT
Months 1 to 12
Number of
Observations
in Analysis

Number of
Residents
in Analysis

Odds Ratio (95% CI)
per 1 Unit Change in
Month Since
Intervention Exposure

Any antipsychotics–all
patientsa

478 420

22 028

Any anticholinergics–all
patientsa

478 420

Any benzodiazepines–all
patients (starting January
2013)a

Estimated Effect of IA-ADAPT
Months >12

P Value

Odds Ratio (95% CI)
per 1 Unit Change in
Month Since
Intervention Exposure

P Value

0.966 (0.96-0.973)

<.0001

0.999 (0.992-1.006)

0.7672

22 028

0.983 (0.977-0.989)

<.0001

1.000 (0.995-1.006)

0.901

258 572

17 278

1.005 (0.995-1.016)

0.317

1.014 (1.006-1.022)

0.0008

Any antipsychotics–
dementia patientsb

387 289

17 589

0.964 (0.957-0.971)

<.0001

1.002 (0.994-1.009)

0.6416

Any anticholinergics–
dementia patientsb

387 289

17 589

0.984 (0.978-0.99)

<.0001

0.996 (0.99-1.002)

0.2029

Any antipsychotics–
nondementia patientsb

91 131

4439

0.989 (0.961-1.019)

0.4762

0.963 (0.934-0.994)

0.0192

Any anticholinergics–
nondementia patientsb

91 131

4439

0.987 (0.975-1.00)

0.0435

1.012 (1.000-1.024)

0.0479

Outcome–Patient Group
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Estimated Effect of IA-ADAPT
Months 1 to 12

Estimated Effect of IA-ADAPT
Months >12

Number of
Observations
in Analysis

Number of
Residents
in Analysis

Odds Ratio (95% CI)
per 1 Unit Change in
Month Since
Intervention Exposure

Antipsychotics at
excessive doses–all
patientsa

478 420

22 028

0.974 (0.962-0.987)

<.0001

1.004 (0.99-1.018)

0.5788

Any antipsychotics–
patients with history of
fallsa

140 452f

17 834

0.962 (0.955-0.969)

<.0001

1.002 (0.994-1.009)

0.6578

Any antipsychotics–
patients with unsteady
gaita

370 297

16 768

0.968 (0.96-0.975)

<.0001

0.998 (0.990-1.005)

0.5471

Appropriate indication–
antipsychotic usersc

136 341

6120

1.010 (1.002-1.017)

0.0088

0.999 (0.991-1.006)

0.7058

Clozapine or quetiapine–
antipsychotic users with
Lewy body dementia or
Parkinson’s diseased

21 584

940

0.974 (0.952-0.997)

0.0237

0.998 (0.974-1.022)

0.8687

Olanzapine–antipsychotic
users with diabetes,
hyperlipidemia, or
hypertensione

128 564

5761

0.952 (0.935-0.97)

<.0001

1.023 (1.003-1.043)

0.0225

Outcome–Patient Group

P Value

Odds Ratio (95% CI)
per 1 Unit Change in
Month Since
Intervention Exposure

P Value
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Estimated Effect of IA-ADAPT
Months 1 to 12

Estimated Effect of IA-ADAPT
Months >12

Number of
Observations
in Analysis

Number of
Residents
in Analysis

Odds Ratio (95% CI)
per 1 Unit Change in
Month Since
Intervention Exposure

Any potentially
appropriate antipsychotic
indication–all patientsc

478 420

22 028

1.001 (0.997-1.005)

0.6795

0.997 (0.992-1.001)

0.1437

Physical aggression–all
patientsc

478 420

22 028

0.999 (0.992-1.005)

0.7238

1.008 (1.001-1.014)

0.0214

Verbal aggression–all
patientsc

478 420

22 028

1.000 (0.995-1.006)

0.9748

1.002 (0.997-1.008)

0.3654

Hallucinations–all
patientsc

478 420

22 028

1.024 (1.014-1.034)

<.0001

0.983 (0.973-0.992)

0.0005

Delusions–all patientsc

478 420

22 028

1.008 (1.002-1.015)

0.0139

0.978 (0.972-0.985)

<.0001

Delirium–all patientsc

478 420

22 028

0.993 (0.987-0.999)

0.0184

1.010 (1.004-1.016)

0.0015

Outcome–Patient Group

P Value

Odds Ratio (95% CI)
per 1 Unit Change in
Month Since
Intervention Exposure

P Value

Adjusted for months since distance learning intervention exposure, number of months since resident entry into the database until current month, age, sex,
dementia, Parkinson’s disease, Lewy body dementia, diabetes, hypertension, hyperlipidemia, physical aggression, verbal aggression, hallucinations, delusions,
delirium, months since the start of the CMS Partnership (2 terms as described in Methods), and months since IA-ADAPT exposure (2 terms as described in
Methods).
b
Adjusted for all variables in footnote a except dementia.
c
Adjusted for all variables in footnote a except appropriate indications.
d
Adjusted for all variables in footnote a except Parkinson’s disease and Lewy body dementia.
e
Adjusted for all variables in footnote a except diabetes, hypertension, and hyperlipidemia.
f
Analysis aggregated at 3-month level due to model nonconvergence with monthly observations.
a
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Statewide Evaluation of the Effects of IA-ADAPT in Outpatients With Dementia
Figure 5 illustrates the selection of patients for this analysis. Table 5 provides
comparisons of eligible outpatients with dementia by whether their primary prescribers were
ever exposed based on those eligible in March 2012. We were able to identify 87 exposed
prescribers as primary prescribers for study patients. Ever exposed prescribers were the
primary prescribers for 442 patients, whereas never exposed prescribers were the primary
prescribers for 9485 patients. No measured characteristics were significantly different between
these groups. Whites comprised 97.8% of the sample overall. Race did not differ significantly
between groups (chi-square test p > 0.8). We excluded race from the table per CMS policy
because of a cell count less than 11 for all nonwhite races in patients of prescribers exposed to
the intervention. We do not provide the exact P value because CMS requires suppression of
data that would allow derivations of these counts. Medicare Part D did not regularly cover
benzodiazepines until 2013, so these drugs are not included in this table. In January 2013, 8.4%
of patients with primary prescribers ever exposed to the intervention received benzodiazepines
compared with 9.6% of patients of unexposed prescribers (chi-square test p = 0.3774).
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Figure 5. Selection of Medicare Beneficiaries for Analyses of Outpatients with Dementia

Exclusions: diagnoses of Down syndrome, autism, other organic condition related to developmental disability,
developmental disability with no organic condition, comatose, schizophrenia, schizoaffective disorder,
schizophreniform, Tourette syndrome, Huntington’s disease, and bipolar disorder.
b
Complete Medicare insurance (Part A & B & D) with a starting date at least 6 months prior to first inclusion
month, and for each included month for the previous 3 months with the complete insurance (gaps for 1 month are
treated as no interruption in coverage).
c
If > 15 days in the month were spent in a hospital, hospice, or skilled nursing facility (SNF) or the person was alive
for fewer than 15 days, this month was excluded from the modeling data file. Medication use in a hospital,
hospice, or SNF is not observable in Medicare Part D pharmacy claims.
d
Based on entry/reentry and discharge information in Minimum Data Set (MDS) files.
a
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Table 5. Comparison of Outpatients With Dementia Eligible in March 2012 With Primary
Prescriber Ever vs Never Exposed to the Standard IA-ADAPT Interventiona

a

Characteristic

No Intervention
N = 9485
N (%)

Intervention
N = 442
N (%)

Chi-square
Test
P Value

Sex (female)

6653 (70.1%)

322 (72.9%)

0.2234

Age, years: mean (SD)

83.1 (7.3)

82.7 (7.4)

0.2546
(t test)

Parkinson’s disease or Lewy body
dementia

729 (7.7%)

32 (7.2%)

0.7305

Parkinson’s disease

678 (7.1%)

30 (6.8%)

0.7733

Lewy body dementia

248 (2.6%)

8 (1.8%)

0.2968

Diabetes, hyperlipidemia, or hypertension

8757 (92.3%)

409 (92.5%)

0.8716

Diabetes

2752 (29.0%)

126 (28.5%)

0.8182

Hyperlipidemia

6241 (65.8%)

301 (68.1%)

0.3185

Hypertension

8147 (85.9%)

384 (86.9%)

0.5607

Any anticholinergic

2358 (24.9%)

114 (25.8%)

0.6580

Any antipsychotic

687 (7.2%)

32 (7.2%)

0.9980

Any antipsychotic above maximum dose

67 (0.7%)

2 (0.5%)

0.5300

Does not include all subjects who were included in the study, only those eligible in this month.

Table 6 illustrates the associations of prescriber exposure to the IA-ADAPT with
prescribing outcomes in outpatients with dementia. Contrary to expectations, prescriber
exposure to IA-ADAPT was associated with increased odds of antipsychotic (OR 1.046 [95% CI,
1.019-1.075]) and anticholinergic use (OR 1.039 [1.021-1.057]) in the first year, although both
decreased starting in the second year after prescriber exposure, with odds ratios of 0.947 (95%
CI, 0.920-0.976) and 0.978 (95% CI, 0.960-0.996), respectively. The odds of benzodiazepine use
did not change significantly in the first year after prescriber exposure (OR 0.991 [95% CI, 0.9651.019]) or subsequently (OR 1.014 [95% CI, 0.988-1.041]). The subgroup analyses of
antipsychotic users with specific conditions did not converge with the standard IA-ADAPT
intervention effects because of limited prescriber exposure.
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Table 6. Associations of Prescriber Exposure to the Standard IA-ADAPT Intervention With Outcomes in Outpatients With
Dementia, From Generalized Linear Mixed Models
Number of
Observations
in Analysis

Number of
Patients in
Analysis

Any antipsychoticsa

481 512

Any anticholinergicsa
Any benzodiazepines
(starting January 2013)a

Outcome–Subgroup if
Applicable

IA-ADAPT Months 1 to 12

IA-ADAPT Months > 12

OR (95% CI)

P Value

OR (95% CI)

P Value

22 496

1.046 (1.019-1.075)

0.0009

0.947 (0.92-0.976)

0.0003

481 512

22 496

1.039 (1.021-1.057)

<.0001

0.978 (0.960-0.996)

0.0162

272 423

17 646

0.991 (0.965-1.019)

0.5309

1.014 (0.988-1.041)

0.2980

Adjusted for months since distance learning intervention exposure, number of months since resident entry into the database until current month, age, sex,
dementia, Parkinson’s disease, Lewy body dementia, diabetes, hypertension, hyperlipidemia, physical aggression, verbal aggression, hallucinations, delusions,
delirium, months since the start of the CMS Partnership (2 terms as described in Methods), and months since distance learning intervention exposure.

a
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RESULTS FOR AIM 2: EFFECTS OF THE DISTANCE LEARNING
INTERVENTION
Provider Exposure and Participation in Academic Detailing and Consultation
Activities
In aim 2, we tested a distance learning intervention, which involved delivering IA-ADAPT
decision aids and other resources to prescribers and nursing homes in 10 counties in phase 1
and to 19 counties in phase 2. We also offered academic detailing and consultation with
specialists by videoconference or phone. In phase 1, Iowa State Extension and Outreach staff
delivered resources and shared information about the study, while in phase 2 we mailed
resources and recruitment materials to prescribers and nursing homes. Ten eligible counties
constituted the unexposed controls. This active outreach approach differed from the aim 1
approach in that providers did not have to attend a conference or visit our website to be
exposed (lessening the risk of selection bias), and we offered academic detailing and
consultation with specialists over a 6-month period. We again used an interrupted time-series
design to evaluate the effects, using months since exposure (delivery of resources) as the
variable of interest for evaluating intervention effects. The control group was patients of
unexposed providers at any point.
In phase 1, Extension staff delivered resource and recruitment packets to 90 prescribers
and 30 nursing homes. We recruited 11 prescribers (12.2%) and 32 nursing home providers
from 8 nursing homes (25.0%) to participate in academic detailing and consultation activities. In
phase 2, we mailed study materials to 77 nursing homes and 217 prescribers. We recruited 3
prescribers (1.4%) and 14 nursing home providers from 6 nursing homes (7.8%) to participate in
academic detailing and consultation activities. The proportions of contacted prescribers and
nursing homes successfully recruited to academic detailing and consultation activities were
significantly higher in phase 1 than in phase 2 (Fisher exact tests, p = 0.0001 and p = 0.021,
respectively). In subsequent analyses, we considered all prescribers and nursing homes that
received resource and recruitment packets to be exposed to the intervention but assessed
effect modification by participation in academic detailing and consultation activities.
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Effects of the Distance Learning Intervention on Nursing Home Resident
Outcomes
Figure 6 illustrates the selection of residents for this analysis. Of 21 876 nursing home
residents in the 39 counties during the study period, 6275 were eligible for analysis.
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Figure 6. Selection of nursing home residents and monthly records for the distance learning
intervention analysis

Exclusions: diagnoses of Down syndrome, autism, other organic condition related to developmental disability,
developmental disability with no organic condition, comatose, schizophrenia, schizoaffective disorder,
schizophreniform, Tourette syndrome, Huntington’s disease, and bipolar disorder.
b
Complete Medicare insurance (Part A & B & D) with a starting date at least 6 months prior to first inclusion
month, and for each included month for the previous 3 months with the complete insurance (gaps for 1 month are
treated as no interruption in coverage).
c
Month was defined as one in which drugs could be observed in Part D data if more than 15 days a month were
spent in a hospital, hospice, or skilled nursing facility, or the participant was alive for fewer than 15 days; this
month was excluded from modeling data file.
d
Based on entry/reentry and discharge information in MDS files.
a
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Table 7 provides comparisons of resident characteristics in each study group in October
2013. Table 8 provides comparisons of nursing home characteristics from CASPER data. We
found no significant differences in nursing home characteristics across groups. On the individual
resident level, delirium was more frequent in the control group compared with the phase 2
group. Patients in intervention facilities were more likely than those in control facilities to have
primary prescribers who had been exposed to the intervention. Nearly all residents were white.
Race is not included in the table because CMS policy requires suppression of cell counts lower
than 11, and fewer than 11 residents in each group were nonwhite. The number of residents in
phase 1 intervention counties who received antipsychotics above the maximum CMS allowable
dose for nursing home residents with dementia was excluded for the same reason, as were
related results that could lead to derivation of that count.
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Table 7. Comparisons of Characteristics of Nursing Home Residents Eligible in October 2013 in Phase 1, Phase 2, and Control
Counties of the Distance Learning Intervention Studya
Control
N = 685
N (%)

Phase 1
N = 561
N (%)

Phase 2
N = 1550
N (%)

87.7 (7.3)

87.6 (7.80)

87.7 (7.49)

0.9170c

0.7905c

0.9106c

549 (78.0%)

495 (78.7%)

1187 (76.7%)

0.5490

0.7524

0.4951

Primary prescriber exposed to
statewide intervention

18 (2.6%)

42 (6.7%)

60 (3.9%)

0.0006

0.0003

0.1125

Primary prescriber exposed to
distance learning intervention

23 (3.3%)

500 (79.5%)

1126 (72.7%)

<0.0001

0.0001

<.0001

Dementia or impaired memory

612 (86.9%)

531 (84.4%)

1300 (84.0%)

0.1863

0.1903

0.0697

Any appropriate indication for
antipsychotic

227 (32.2%)

219 (34.8%)

502 (32.4%)

0.5118

0.3203

0.9308

Inappropriate-only indication
for antipsychotic

428 (60.8%)

378 (60.1%)

927 (59.9%)

0.9190

0.7941

0.6820

Physical aggression

62 (8.8%)

61 (9.7%)

169 (10.9%)

0.2814

0.5747

0.1260

Verbal aggression

86 (12.2%)

99 (15.7%)

246 (15.9%)

0.0632

0.0632

0.0226

Wandering

51 (7.2%)

66 (10.5%)

130 (8.4%)

0.1001

0.0364

0.3506

Rejection of or resistance to
care

92 (13.1%)

102 (16.2%)

223 (14.4%)

0.2629

0.1037

0.3963

Delusions

74 (10.5%)

88 (14.0%)

164 (10.6%)

0.0567

0.0523

0.9527

Hallucinations

22 (3.1%)

21 (3.3%)

53 (3.4%)

0.9351

0.8256

0.7141

132 (18.8%)

98 (15.6%)

212 (13.7%)

0.0084

0.1263

0.0020

Characteristic
Age, years: mean (SD)
Sex (female)

Delirium

Chi-square Control vs Phase 1 Control vs Phase 2
Test
Chi-square Test
Chi-square Test
b
P Value
P Value
P Value
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Characteristic

Control
N = 685
N (%)

Phase 1
N = 561
N (%)

Phase 2
N = 1550
N (%)

History of falls

282 (40.1%)

274 (43.6%)

627 (40.5%)

0.3471

0.1952

0.8411

Unsteady gait

348 (49.4%)

388 (61.7%)

787 (50.8%)

<0.0001

<.0001

0.5356

Parkinson’s disease or Lewy
body dementia

92 (13.1%)

72 (11.4%)

172 (11.1%)

0.3994

0.3683

0.1808

Parkinson’s disease

87 (12.4%)

68 (10.8%)

165 (10.7%)

0.4756

0.3790

0.2358

Lewy body dementia

23 (3.3%)

19 (3.0%)

43 (2.8%)

0.8112

0.7971

0.5234

Diabetes, hyperlipidemia, or
hypertension

660 (93.8%)

586 (93.2%)

1459 (94.3%)

0.6208

0.6653

0.6404

Diabetes

255 (36.2%)

215 (34.2%)

520 (33.6%)

0.4734

0.4364

0.2233

Hyperlipidemia

407 (57.8%)

356 (56.6%)

901 (58.2%)

0.7889

0.6545

0.8614

Hypertension

634 (90.1%)

562 (89.3%)

1402 (90.6%)

0.6814

0.6706

0.7023

Antipsychotic use

107 (15.2%)

103 (16.4%)

242 (15.6%)

0.8372

0.5562

0.7918

11 (1.6%)

d

23 (1.5%)

d

d

0.8899

Any anticholinergic use

217 (30.8%)

206 (32.8%)

503 (32.5%)

0.6855

0.4506

0.4309

Non-antipsychotic
anticholinergic use

182 (25.9%)

165 (26.2%)

402 (26.0%)

0.9869

0.8746

0.9533

Antipsychotic above maximum
dose

Chi-square Control vs Phase 1 Control vs Phase 2
Test
Chi-square Test
Chi-square Test
b
P Value
P Value
P Value

Does not include all subjects who were included in the study, only those eligible in this month.
Chi-square test assessing equality of proportions across all 3 groups.
c
Analyzed with F test.
d
Data suppressed because of CMS policy that cell counts from 1 to 10 or results that allow derivation of those counts may not be reported directly. Race was
also excluded because nearly all patients were white, and the cell count of all nonwhite patients was lower than 11.
a

b

72

Table 8. Comparisons of Characteristics of Nursing Homes, According to the CASPER Survey
Data Closest to October 2013, in Phase 1, Phase 2, and Control Counties of the Distance
Learning Intervention Study

Characteristic
Census: total number of residents
Special care beds–Alzheimer’s
disease
Medical director–hours per
resident day

Control
N = 34
Mean (SD)
45.24 (15.13)
4.06 (7.06)
0.027 (0.030)

Phase 1
N = 28
Mean (SD)

Phase 2
N = 70
Mean (SD)

46.75 (17.19) 45.87 (15.30)
2.54 (5.99)

2.84 (6.10)

0.028 (0.051) 0.017 (0.025)

KruskalWallis Test
P Value
0.9060
0.5405
0.2202

Registered nurse director of
nursing–hours per resident day

1.16 (0.56)

1.14 (0.53)

1.12 (0.47)

0.8773

Registered nurse–hours per
resident day

3.44 (1.44)

3.17 (1.80)

3.48 (1.36)

0.5625

Licensed practical/licensed
vocational nurse–hours per
resident day

4.67 (2.08)

5.33 (2.09)

4.78 (1.65)

0.4555

Certified nurse aides–hours per
resident day

16.32 (5.15)

16.66 (4.77)

15.64 (5.19)

0.5851

Therapeutic recreational
specialty–hours per resident day

0.003 (0.018)

0.000 (0.000) 0.000 (0.000)

0.2366

Activity professional part-time–
hours per resident day

0.98 (0.40)

0.85 (0.49)

0.81 (0.61)

0.1011

Activity staff other part-time–
hours per resident day

0.50 (0.53)

0.55 (0.60)

0.89 (1.16)

0.0392

Mental health services–hours per
resident day

0.006 (0.020)

0.015 (0.042) 0.017 (0.063)

0.9619

Proportion of residents with a
psychiatric diagnosis

0.30 (0.20)

0.22 (0.15)

0.27 (0.17)

0.3105

Proportion of residents receiving
psychoactive medications

0.64 (0.09)

0.64 (0.15)

0.63 (0.11)

0.9633

Proportion of residents receiving
antipsychotics

0.20 (0.10)

0.19 (0.08)

0.19 (0.11)

0.8006
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Table 9 illustrates the effects of the distance learning intervention on outcomes in
nursing home residents, including in subgroups. All odds ratios reflect the change in odds per
month after exposure. Among all nursing home residents, controlling for all other interventions,
we observed no significant association between the distance learning intervention and use of
antipsychotics (OR 0.984 [95% CI, 0.963-1.005]), anticholinergics (OR 0.990 [95% CI, 0.9751.005]), or benzodiazepines (OR 0.979 [95% CI, 0.956-1.002]).
We also observed increased odds of antipsychotic use at excessive doses (OR 1.069
[95% CI, 1.024-1.115]) associated with intervention exposure. The presence of any BPSD
considered a potentially appropriate antipsychotic indication was less likely among residents
after intervention exposure (OR 0.967 [95% CI, 0.954-0.980]), as was the specific indication of
delirium (OR 0.974 [95% CI, 0.957-0.992]). Among antipsychotic users, time since intervention
exposure was associated with decreased odds of potentially appropriate indications (OR 0.955
[95% CI, 0.935-0.976]). The use of clozapine or quetiapine among antipsychotic users with Lewy
body dementia or Parkinson’s disease decreased (OR 0.923 [95% CI, 0.854-0.999]), and the use
of olanzapine among antipsychotic users with hypertension, hyperlipidemia, or diabetes
increased (OR 1.087 [95% CI, 1.022-1.156]).
Interaction models found significant differences in the effect of the distance learning
intervention between patients with and without dementia for antipsychotics (p = 0.0045),
anticholinergics (p = 0.0315), and benzodiazepines (p = 0.0238). The interaction models
suggested a decrease in antipsychotic use for patients with dementia (OR 0.978 [95% CI, 0.9571.00]) and an increase for patients without dementia (OR 1.078 [95% CI, 1.010-1.151]). We
observed a decrease in anticholinergic use for patients with dementia (OR 0.982 [95% CI, 0.9650.999]), and no significant change was found for patients without dementia (OR 1.016 [95% CI,
0.988-1.045]). The same held true for benzodiazepine use: We observed a decrease among
patients with dementia (OR 0.970 [95% CI, 0.945-0.994]) and detected no trend among patients
without dementia (OR 1.033 [95% CI, 0.981-1.088]).
Subgroup analyses suggested different effects than interaction models. In subgroup
analyses for patients with dementia, we detected no significant change for antipsychotics (OR
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0.981 [95% CI, 0.960-1.003]) or anticholinergics (OR 0.994 [95% CI, 0.976-1.012]), but among
patients without dementia we detected a decrease for anticholinergics (OR 0.961 [95% CI,
0.930-0.994]) and not for antipsychotics (OR 1.026 [95% CI, 0.950-1.108]).
We detected effect modification by study phase for antipsychotic use. Time since the
intervention was not associated with a change in antipsychotic use among phase 1 counties (OR
0.992 [95% CI, 0.971-0.1.0137]), but we observed a decrease for phase 2 counties (OR 0.926
[95% CI, 0.888-0.966], p for interaction = 0.0004). Estimated phase 2 effects are based on an
interaction of time since exposure with phase 2 status plus the main effect for time since
exposure, while phase 1 effects are based on the time since exposure variable alone. We did
not detect effect modification by study phase for anticholinergic use (months postintervention
x phase 2 interaction: OR 1.004 [95% CI, 0.972-1.037]) or benzodiazepine use (months
postintervention x phase 2 interaction: OR 1.023 [95% CI, 0.980-1.068]).
We also detected modification of intervention effects by nursing home or prescriber
participation in academic detailing and consultation activities in the model predicting
anticholinergic use (estimated participating provider OR 0.951 [95% CI, 0.927-0.976], estimated
nonparticipating provider OR 1.006 [95% CI, 0.989-1.023], p for interaction < 0.0001). We based
the estimated effect in patients of participating providers on the combination estimates for an
interaction of provider participation with time since exposure and the main effect of time since
exposure, and based the estimated effect in patients of nonparticipating providers on the main
effect of time since exposure. We did not detect effect modification by provider participation in
academic detailing and consultation activities in models predicting antipsychotic use (months
postintervention x nursing home participation interaction: OR 0.985 [95% CI, 0.950-1.022]) or
benzodiazepine use (months postintervention x provider participation interaction: 0.994 [95%
CI, 0.960-1.029]) among all residents.
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Table 9. Estimated Effects of the Distance Learning Intervention on Outcomes in Nursing Home Residents Among 39 Intervention
and Control Counties, From Generalized Linear Mixed Models
Estimated Effects of the Distance
Learning Intervention
Number of
Observations
in Analysis

Number of
Residents in
Analysis

OR (95% CI) per 1 Unit
Change in Month Since
Intervention Exposure

P Value

Any antipsychotics–all patientsa

136 546

6275

0.984 (0.963-1.005)

0.1332

Any anticholinergics–all patientsa

136 546

6275

0.990 (0.975-1.005)

0.1973

Any benzodiazepines–all patients (starting January
2013)a

72 319

4901

0.979 (0.956-1.002)

0.0787

Any antipsychotics–dementia patientsb

109 929

4962

0.981 (0.96-1.003)

0.0846

Any anticholinergics–dementia patientsb

109 929

4962

0.994 (0.976-1.012)

0.4911

Any antipsychotics–nondementia patientsb

26 617

1313

1.026 (0.950-1.108)

0.5163

Any anticholinergics–nondementia patientsb

26 617

1313

0.961 (0.930-0.994)

0.0204

Antipsychotics at excessive doses–all patientsa

136 546

6275

1.069 (1.024-1.115)

0.002

Any antipsychotics–patients with history of fallsa

114 716

5114

0.987 (0.965-1.009)

0.247

Any antipsychotics–patients with unsteady gaita

106 293

4837

0.984 (0.961-1.007)

0.1709

Appropriate indication–antipsychotic usersc

38 819

1755

0.955 (0.935-0.976)

<.0001

6552

276

0.923 (0.854-0.999)

0.0473

Outcome Measure–Patient Group

Clozapine or quetiapine–antipsychotic users with
Lewy body dementia or Parkinson’s diseased
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Estimated Effects of the Distance
Learning Intervention
Number of
Observations
in Analysis

Number of
Residents in
Analysis

OR (95% CI) per 1 Unit
Change in Month Since
Intervention Exposure

P Value

Olanzapine–antipsychotic users with diabetes,
hyperlipidemia, or hypertensione

36 301

1642

1.087 (1.022-1.156)

0.0082

Any potentially appropriate antipsychotic indication–
all patientsc

136 546

6275

0.967 (0.954-0.980)

<.0001

Physical aggression–all patientsc

136 546

6275

0.996 (0.976-1.016)

0.6898

Verbal aggression–all patientsc

136 546

6275

0.986 (0.970-1.003)

0.1076

Hallucinations–all patientsf

136 546

6275

0.980 (0.952-1.008)

0.1652

Delusions–all patientsc

136 546

6275

0.992 (0.971-1.014)

0.4852

Delirium–all patientsc

136 546

6275

0.974 (0.957-0.992)

0.0044

Outcome Measure–Patient Group

Adjusted for interventions, number of months since resident entry into the database until current month, age, sex, dementia, Parkinson’s disease, Lewy body
dementia, diabetes, hypertension, hyperlipidemia, physical aggression, verbal aggression, hallucinations, delusions, delirium, months since the start of the CMS
Partnership (2 terms as described in Methods), and months since IA-ADAPT exposure (2 terms as described in Methods).
b
Adjusted for all variables in footnote a except dementia.
c
Adjusted for all variables in footnote a except appropriate indications.
d
Adjusted for all variables in footnote a except Parkinson’s disease and Lewy body dementia.
e
Adjusted for all variables in footnote a except metabolic factors.
f
Adjusted for all variables in footnote a except hypertension, hyperlipidemia, and appropriate indicators.
a
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Effects of the Distance Learning Intervention on Prescribing in Outpatients With
Dementia
Figure 5 illustrates the selection of beneficiaries for this analysis, and Table 10 provides
comparisons of patients cared for by intervention and control prescribers in October 2013.
Patients of prescribers in intervention counties were generally similar in measured
characteristics to those in control counties. The proportion of female patients was significantly
different across groups: Compared with control counties, a higher proportion of patients in
phase 1 counties were female. Race is not included in the table, as fewer than 11 patients in
each group were nonwhite, and CMS policy requires suppression of cell counts lower than 11.
We excluded exact counts of patients receiving antipsychotics above the maximum CMS
allowable dose in patients with dementia for the same reason, although we include the P value
for the overall 3-group comparison, because this variable is an outcome.
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Table 10. Characteristics of Eligible Outpatients With Dementia in Distance Learning Intervention and Control Counties in October
2013a
Control
N = 660
N (%)

Phase 1
N = 529
N (%)

Phase 2
N = 1001
N (%)

Chi-square
Test
P Valueb

Control vs Phase
1 Chi-square Test
P Value

Control vs Phase
2 Chi-square Test
P Value

82.7 (7.5)

83.2 (7.2)

83.3 (7.2)

0.3285c

0.2836

0.1075

447 (67.7%)

386 (73.0%)

665 (66.4%)

0.0297

0.0499

0.5834

Parkinson’s disease or Lewy
body dementia

54 (8.2%)

40 (7.6%)

71 (7.1%)

0.7126

0.6936

0.4104

Parkinson’s disease

52 (7.9%)

35 (6.6%)

64 (6.4%)

0.4841

0.4061

0.2452

Lewy body dementia

14 (2.1%)

14 (2.6%)

22 (2.2%)

0.8092

0.5528

0.9165

Diabetes, hyperlipidemia, or
hypertension

620 (93.9%)

485 (91.7%)

928 (92.7%)

0.3182

0.1312

0.3291

Diabetes

198 (30.0%)

164 (31.0%)

291 (29.1%)

0.7292

0.7091

0.6843

Hyperlipidemia

451 (68.3%)

346 (65.4%)

659 (65.8%)

0.4775

0.2860

0.2898

Hypertension

578 (87.6%)

445 (84.1%)

859 (85.8%)

0.2319

0.0876

0.3037

Any anticholinergic

150 (22.7%)

139 (26.3%)

233 (23.3%)

0.3082

0.1563

0.7947

Any antipsychotic

52 (7.9%)

30 (5.7%)

55 (5.5%)

0.1187

0.1354

0.0528

d

d

d

0.8758

d

d

65 (9.8%)

51 (9.6%)

84 (8.4%)

0.5394

0.9045

0.3093

Characteristic
Age, years: mean (SD)
Sex (female)

Any antipsychotic above
maximum dose
Any benzodiazepine

Does not include all subjects who were included in the study, only those eligible in this month.
Chi-square test assessing equality of proportions across all 3 groups.
c
Analyzed with F test.
d
Data suppressed because of CMS policy that cell counts from 1 to 10, or results that allow derivation of those counts, may not be reported directly. Race
excluded because nearly all patients were white, and the cell count of all nonwhite patients was lower than 11.
a

b
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Table 11 illustrates the associations of prescriber residence in distance learning
intervention counties with outcomes in outpatients with dementia. The intervention was not
associated with statistically significant changes in any outcomes. We found effect modification
by study phase of intervention effects on every outcome, each suggesting a greater reduction
with phase 2 prescriber exposure. However, none of the estimated effects in phase 2 were
statistically significant when combined with the main intervention effect to estimate the OR for
months after the phase 2 intervention. For antipsychotic use, the estimated phase 1 (main
effect) OR was 1.006 (95% CI, 0.976-1.038), and the estimated phase 2 OR was 0.963 (95% CI,
0.925-1.003). For anticholinergic use, the estimated phase 1 (main effect) OR was 1.021 (95%
CI, 1.002-1.041), and the estimated phase 2 OR was 0.979 (95% CI, 0.956-1.004). For
benzodiazepine use, the estimated phase 1 (main effect) OR was 1.031 (95% CI, 1.004-1.058),
and the estimated phase 2 OR was 0.978 (95% CI, 0.944-1.014). We found no effect
modification by prescriber participation in academic detailing and consultation visits of
intervention effects on antipsychotic use (months postintervention x participation interaction:
OR 1.010 [95% CI, 0.927-1.101]), anticholinergic use (months postintervention x participation
interaction: 0.997 [95% CI, 0.957-1.040]), or benzodiazepine use (months postintervention x
participation interaction: 1.006 [95% CI, 0.941-1.075]). We removed the standard IA-ADAPT
intervention effects from the analyses evaluating antipsychotic choice in subgroups because
limited prescriber exposure led to convergence issues.
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Table 11. Associations of County Exposure to the Distance Learning Intervention With Prescribing Patterns in Outpatients With
Dementia With Primary Prescribers in Those Counties, From Generalized Linear Mixed Models
Estimated Effects of the Distance
Learning Intervention
Number of
Observations in
Analysis

Number of
Patients in
Analysis

OR (95% CI) per 1 Unit
Change in Month Since
Intervention Exposure

P Value

Any antipsychoticsa

92 162

4845

0.993 (0.965-1.023)

0.6578

Any anticholinergicsa

92 162

4845

1.009 (0.991-1.027)

0.3277

Any benzodiazepines (starting January 2013)a

51 442

3650

1.017 (0.992-1.042)

0.1789

1392

83

0.979 (0.803-1.194)

0.8366

10 688

564

0.951 (0.852-1.061)

0.3661

Outcome Measure–Patient Group

Clozapine or quetiapine–antipsychotic users with
Lewy body dementia or Parkinson’s diseaseb
Olanzapine–antipsychotic users with diabetes,
hyperlipidemia, or hypertensionb

Adjusted for interventions, number of months since resident entry into the database until current month, age, sex, dementia, Parkinson’s disease, Lewy body
dementia, diabetes, hypertension, hyperlipidemia, physical aggression, verbal aggression, hallucinations, delusions, delirium, months since the start of the CMS
Partnership (2 terms as described in methods), and months since IA-ADAPT exposure (2 terms as described in Methods).
b
Adjusted for months since the start of the CMS Partnership (2 terms as described in Methods) and months since IA-ADAPT exposure (2 terms as described in
Methods).
a
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RESULTS FOR AIM 3: TRANSLATE AND DISSEMINATE A SPANISHLANGUAGE VERSION OF THE IA-ADAPT TRAINING PROGRAM
AND DECISION AIDS
Translation and Refinement
Dr. Bernardo Ng and employees of a dementia day center in Baja California at which Dr.
Ng is the medical director provided initial reviews to refine decision aid translations.
Subsequently, 20 Spanish-speaking certified nursing assistants (CNAs) from 4 nursing homes in
Texas reviewed the decision aid translations via both preliminary surveys and focus groups.
Nineteen (95%) were female and one (5%) was male. The mean age was 38.8 years, mean
experience as a CNA was 7.4 years, and mean years of experience with patients with dementia
was 6.8 years. Feedback on the guides was generally very positive. In the overall assessments of
how useful the guides would be to them and to other caregivers they knew for antipsychotic
use in dementia, 18 of 20 (90%) said they would be very useful and 2 (10%) said they would be
somewhat useful. Some saw the guides relating to delirium and medications as more
appropriate for nurses, as CNAs do not administer medications or make choices about their use.
Some expressed particular appreciation for the guide that listed common causes of BPSD to
help them understand the types of psychological issues that could lead to BPSD. Many noted
that certain abbreviations were confusing. Four participants thought the term cognition
(cognicíon in Spanish) was a complicated word, and four thought the translation of decline
(declive) was confusing. The latter was considered medically appropriate, but it translates
directly to slope. Where possible, we altered words noted as confusing before finalizing the
translations. Some participants cited certain medical terms such as Lewy body dementia as
confusing, but we could not replace those terms, as no accurate alternatives exist. Other
feedback related to differences in local dialects, which could not always be resolved.

Dissemination
We found little evidence to suggest that our dissemination strategies for the Spanishlanguage website were successful, although our efforts to disseminate the program in Texas
appeared to have some effect. From the start of 2016 through May 17, 53 people from Texas
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registered for the website. Due to an initially unrecognized problem with tracking the language
of registrants, we were unable to determine how many users registered in Spanish during that
time. Of those users, 7 people ordered 16 sets of laminated decision aids, 3 of which they
requested in Spanish. We corrected the tracking issue. As of November 2016, 16 website users
had registered in Spanish, all of whom were physicians from Mexico.
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DISCUSSION
Context for Study Results
This research program evaluated the effects of 2 approaches to delivering information
on best practices for management of BPSD, including the long-term effects of the IA-ADAPT
intervention and the effects of a distance learning intervention in rural counties. The latter
involved delivery of educational resources, including decision aids, and offers of academic
detailing and consultation with specialists that we delivered via videoconference or telephone.
The distance learning intervention used a more intensive active outreach strategy offering
direct-to-provider communication (particularly in phase 1, when Extension staff delivered
resources in person), but it also sought to test whether academic detailing could be delivered to
rural providers efficiently online or by phone. We attempted to use videoconferencing
technology to make face-to-face connections, but most providers preferred to speak by phone.
Our program also included a separate activity to translate and disseminate the IA-ADAPT
educational program and resources into Spanish and to disseminate them in Texas because of
the large Hispanic population there. As this was largely a translation activity and involved only
limited research to gather feedback on translations, we provide fewer details in this research
report. Our overall assessment is that uptake appeared to be limited during the study period,
despite efforts to inform Texas nursing homes and others about the availability of the resources
by mail and through other networks there.
The primary goal of evaluating the long-term effects of the IA-ADAPT intervention was
to determine whether the effects identified early in follow-up appeared to endure over time or
to wane. If the effects waned, additional interventions might be needed. Our evaluation
suggested that nursing home staff exposure to the intervention was associated with various
effects, which generally maximized in 1 year with little subsequent change. Reductions in
antipsychotic and anticholinergic use associated with the intervention maximized by 1 year, as
did the increase in appropriate indications among antipsychotic users and reductions in use of
excessive doses. Although the odds ratio point estimates are generally close to null, they
represent changes in odds for each month after exposure, which makes significant effects more
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meaningful over longer durations. The intervention was associated with an interesting pattern
of documented delusions and hallucinations: increases in both during the first year followed by
subsequent decreases in both. The initial increases in BPSD could relate to IA-ADAPT’s focus on
documenting symptoms but might also represent actual increases in symptoms as a result of
reductions in the use of antipsychotics. The subsequent decreases make the increases less
concerning than they would be if this pattern had held. In contrast, the odds of delirium
decreased in the first year and increased subsequently. The changes in delirium were small and,
again, could relate to improved documentation or to actual changes in delirium risk. The
intervention was also associated with a small increase in benzodiazepine use starting a year
after exposure. This increase could indicate the use of these medications to replace
antipsychotics, which we would not consider desirable. However, Medicare Part D coverage of
benzodiazepines starting in 2013 might have affected prescribing of these drugs, potentially
increasing their use. Our intervention also was associated with reduced odds of antipsychotic
use in patients without dementia, but we only observed this effect a year after exposure. The
odds of anticholinergic use also decreased in these patients during the first year, but then
increased subsequently. These findings are difficult to explain, as these patients were not the
focus of the intervention, although the educational program noted the adverse effects of these
drugs in all elderly patients. Nursing home exposure to IA-ADAPT occurred when staff actively
sought education and information through conference attendance or our website, so we
cannot fully attribute the observed effects of the intervention to the education and resources
alone. However, the findings raise concern that attempts to reduce antipsychotic exposure
might in some cases be accompanied by worsening of symptoms and perhaps replacement of
antipsychotics with other psychotropic medications such as benzodiazepines that pose different
risks. In contrast to nursing home exposure, prescriber exposure to the IA-ADAPT intervention
was associated with increases in antipsychotic and anticholinergic exposure in the first year but
subsequent decreases in both. The patterns in the first year after exposure are difficult to
explain given the educational content of IA-ADAPT, although one could speculate that teaching
prescribers how to prescribe and monitor antipsychotics if they are deemed necessary because
other interventions fail could actually stimulate some people to prescribe them more—the
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opposite of the intended effect. The reversal of these trends after the first year makes them
less concerning than if the pattern had held.
Estimating the predicted changes in benzodiazepine and antipsychotic use following the
intervention can provide some context to the tradeoffs of apparent intervention effects on
these outcomes, as clinical interpretation of small odds ratios for 1-month periods is
challenging. Beyond 1 year after nursing home exposure to IA-ADAPT, the OR estimating
change in benzodiazepine use in each month was 1.014. One can estimate longer-term effects
by extrapolating the odds ratio and translating the baseline probability to a future predicted
probability and assuming no change in other covariates. The estimated OR at the end of the
second year after exposure is 1.182, or 1.014 to the power of 12, ignoring the nonsignificant
effect in the first year. Assuming a baseline use rate of 8.4% among residents of exposed
nursing homes (as observed in January 2013) and assuming no change in benzodiazepine use in
the first year after exposure, we can estimate the predicted probability of use 2 years after
exposure as 9.8% if no other covariates change. Using a similar approach to calculate the
predicted probability of antipsychotic use, the model predicts a reduction from 17.1% to 13.6%
1 year after intervention exposure and no subsequent change. In the hypothetical situation in
which no other covariates change and using the statistically significant effects only, one can
estimate from the model that nursing home staff exposure to IA-ADAPT would be associated
with a 3.5% absolute risk reduction for antipsychotic use and a 1.4% absolute risk increase for
benzodiazepine use over 2 years.
The goal of our aim 2 study was to determine whether the distance learning
intervention was an effective dissemination strategy for reaching and influencing the behavior
of rural providers, in terms of improving medication use outcomes without adversely affecting
BPSD. If effective, the delivery of resources and offering videoconferencing or telephone-based
academic detailing and consultation would provide a relatively efficient option for reaching
rural providers with evidence-based information on care for complex conditions. We hoped the
distance learning intervention would reach more providers than IA-ADAPT as a result of the
active dissemination strategy, in which we delivered resources directly to all providers and
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enhanced their effects by making specialists available to provide an overview of the resources
and answer additional questions about dementia care. The distance learning intervention was
associated with small but significant reductions in certain measures of BPSD, including any
appropriate antipsychotic indication and the specific indication of delirium, but not
anticholinergic prescribing in all residents. However, the effect was relatively small, and we
observed several undesirable trends, including a reduction in the odds of appropriate
indications among antipsychotic users, reduced odds of only clozapine or quetiapine among
antipsychotic users with Parkinson’s disease or Lewy body dementia, and increased odds of
olanzapine use among those with hypertension, hyperlipidemia, or diabetes. We observed
some apparently beneficial effects on prescribing, but their detection was influenced by
modeling strategy.
Models incorporating interactions of time since intervention with dementia suggested
that the distance learning intervention was associated with reduced use of antipsychotics,
anticholinergics, and benzodiazepines among patients with dementia—all intended effects of
the intervention. Among patients without dementia, this modeling approach suggested that the
intervention increased antipsychotic use. Subgroup analyses evaluating antipsychotic and
anticholinergic use found different results. The intervention had no detectable effects in
patients with dementia and was associated with decreased anticholinergic use in patients
without dementia. This inconsistency likely arose as a result of different estimations of
covariate effects in models with all subjects vs in subgroup analyses. Although the findings of
interaction analyses suggest changes in prescribing for dementia patients that are consistent
with the intervention goals, the lack of consistency with subgroup analyses reduces our
confidence in the findings.
Time since the intervention was associated with decreased antipsychotic use in nursing
home residents in phase 2 counties, where resources were mailed and provider participation in
academic detailing and consultation activities was lower. This result might have been
influenced by delays in reaching providers in phase 1 counties (in which resources were
delivered in person), as they were considered exposed once the resource delivery began in that
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county, or by limited implementation because resources were delivered shortly before the
holiday season in November and December. In phase 2, resources arrived in the summer, when
nursing home schedules might have permitted more quality improvement activities. This is all
speculative. Participation in academic detailing and consultation activities had limited effects,
although we observed reductions in anticholinergic use in nursing home residents only if the
nursing home or prescriber participated in these activities.
Based on the small or null impact of the distance learning intervention on most
outcomes, the effort involved in delivering it, and the relatively limited uptake, we have
difficulty recommending this approach. The effect modification of anticholinergic use effect
estimates by nursing home or prescriber participation in academic detailing and consultation
activities did suggest that improvements in anticholinergic use associated with the intervention
were restricted to patients of participating providers. In contrast, the greater reductions in
antipsychotic use in phase 2 nursing home residents might suggest that simply mailing
resources has some value, as the proportion of nursing homes that participated in academic
detailing and consultation activities was smaller in phase 2 than in phase 1. We observed no
significant effects of prescriber exposure to the distance learning intervention in outpatients
with dementia, except that analyses examining interactions by study phase suggested that the
odds of anticholinergic prescribing increased slightly among patients of prescribers in phase 1
counties. Although nursing home resident outcomes might have been influenced by prescriber
exposure, the fact that analyses were based on county exposure raises questions about the
value of the prescriber outreach conducted as part of this intervention. Despite some positive
effects, our overall assessment is that delivering the distance learning intervention was less
efficient than anticipated, and the intervention effects were relatively small considering the
effort involved in the academic detailing and consultation activities. Overall, it is not clear that
this additional intervention produced substantially more benefits than could have been
achieved by simply mailing resources. Many factors might have influenced the intervention
effectiveness, and it is possible that a different approach to delivering such an intervention
could have had more impact. However, even making initial connections and scheduling contacts
with providers using this strategy was very challenging.
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Previous work has found academic detailing to be effective in altering a variety of
prescribing practices.34 Some targets of detailing were inappropriate use of medications (eg,
not using cerebral vasodilators in dementia because they are not effective). However,
educating nursing home providers and prescribers has in some cases led to reduction in the use
of antipsychotics and sedatives.37,38,57 In another study, a brief academic detailing visit to
frequent antipsychotic prescribers in Tennessee was not effective in reducing antipsychotic
prescribing for nursing home residents.36 This suggests that educational interventions may be
more effective when nursing home staff and prescribers receive the same educational
messaging and perhaps even have the opportunity to discuss strategies for implementation.
Our discussions with prescribers and nursing home staff took place separately, when they took
place at all, which might not have supported coordinated efforts to implement new approaches
to care. Despite that, the analyses did suggest some modest beneficial effects of the distance
learning intervention in nursing home residents.
Many previous studies showing that education could affect psychotropic drug use
included only already-recruited nursing homes. These nursing homes might have been
motivated to make changes, which is different from our attempts to target all relevant
prescribers and nursing homes in counties and our overall evaluation of effects. A recent trial of
the dissemination of evidence-based information on antipsychotic prescribing in nursing homes
found that antipsychotic use decreased in all participating homes but did not find an effect of
the intervention, which might illustrate the importance of motivation among nursing home
leadership.58 This possibility is relevant in interpreting the apparent effects of IA-ADAPT.
Nursing homes that encourage staff to participate in training opportunities might have more
motivation to improve practices, which could have led to the apparent effects of this
intervention.
Finally, rates of participation in the academic detailing and consultation visits were
relatively low. Despite offering payment to providers, participation rates in phase 2 were lower
than those in phase 1, when we did not offer payment but included in-person outreach by
Extension staff. Because the primary goal of the distance learning intervention study was to
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evaluate the effectiveness of a dissemination strategy, our main analyses were intention-totreat analyses. Most providers received a packet of informational resources and did not
participate in discussions, which could have diluted the effect. However, we only detected
effect modification by participation in discussions when evaluating effects on anticholinergic
use in nursing home residents. We had anticipated higher participation rates. In early work by
Avorn and colleagues, 98% of physicians who received “cold calls” accepted an academic
detailing visit.34 Our participation rates might have been lower because of the requirement of
informed consent and because of a perception of a technological barrier in our preference for
communicating with webcams. Our plan to allot 30 minutes for each session and follow-up over
6 months might also have seemed burdensome, even though providers were told these
sessions could be as short as they preferred and they could participate in as few as they wished.
Some providers noted that they are frequently asked to participate in research activities and
cannot participate in all of them. Scheduling challenges also might have been a contributing
factor. Being flexibly available at providers’ locations when they can talk briefly may be a more
effective strategy for reaching them and having an impact on care.

Generalizability
Our patient and provider population is likely to be similar to that of other rural
Midwestern areas, although Iowa may have fewer provider shortages than some neighboring
states. The percentage of professional need met in mental health care in Iowa was 48.1% at the
end of 2017, compared with 32.5% nationally and 12.7% to 50.8% in neighboring states. The
percentage of need met in primary care was 62.2% in Iowa, compared with 48.7% nationally
and 17.0% to 65.7% in neighboring states.59 However, antipsychotic use rates in Iowa nursing
homes have been essentially average for the nation.60 Our results might have differed if
different clinicians had provided the detailing and consultation or if we had had greater
participation. However, we have little reason to believe that the effects would be different if
the distance learning intervention were implemented in another setting. The fact that this
study took place at the same time as a variety of other interventions associated with the CMS
Partnership also might have affected the results. We controlled for CMS Partnership effects in
models but were unable to account for variability in provider participation in various other
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educational and quality improvement activities. These activities have been quite widespread in
Iowa (eg, educational opportunities provided by trade organizations, quality improvement
activities supported by Telligen), so this is an important limitation of our evaluation. Finally, the
first 10 counties in phase 1 were a convenience sample selected for feasibility of Extension staff
outreach. The lack of random selection could limit generalizability to other counties where staff
are not as available.

Implementation of Study Results
Despite some apparently beneficial effects of the distance learning intervention, we
would not recommend its implementation as attempted in this study. The effects were
generally small and the challenges to delivering academic detailing and consultation were
significant. Because phase 2 effects were generally as good as or better than phase 1 effects,
despite minimal participation in academic detailing and consultation activities, we might
consider recommending mailing the resources and information about IA-ADAPT used in this
study to providers, which requires limited resources and time relative to the other aspects of
the intervention. Outreach did have some ancillary benefits, such as identifying 43 key clinical
questions that led to the creation of new resources for our website; however, we believe that
other approaches to disseminating information would be more efficient or possibly more
effective.
Despite not recommending this intervention approach, we can comment on some of the
challenges to implementation. In phase 1, providers frequently expressed interest in
participation when Extension staff delivered the outreach and resource packages and discussed
the study with them, but ultimately only a small number participated. Many did not respond to
requests to schedule detailing and consultation activities, despite their initial interest. It is
interesting that local Extension staff visits appeared to increase participation compared with
the mailed invitation that offered financial compensation in phase 2. Generally, providers who
responded but did not participate said they were too busy. Some providers, even those who
participated, said that they cared for very few or even no patients with dementia and were not
aware of significant BPSD in those patients. Others were very experienced with dementia and
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nursing home care and had little need for guidance. Some were interested in aspects of care
that did not relate to study outcomes (eg, strategies for diagnosing dementia and talking about
that diagnosis with patients, or safety issues such as getting someone with dementia to stop
driving). Delivering information about these topics might have been useful to providers, but our
evaluation did not capture those outcomes.
Our goal was to make face-to-face connections through videoconferencing that would
help strengthen relationships with providers, but many of them preferred to speak by phone,
which might have limited personal connections. Some providers were interested in
videoconferencing, but their organizations’ information technology policies did not allow them
to connect through Skype. We provided them with USB drives with preloaded Skype accounts,
but this did not overcome the barrier.
Another challenge relates to the types of symptoms we were trying to help providers
address. The behavioral and psychological symptoms of dementia have complex causes.
Managing them is not a straightforward process, and enhancing management is not a simple
matter of improving adherence to guidelines. The problem-solving process is iterative, and
investigating causes may take time and require knowledge of the environment and other
factors that cannot be addressed by a brief phone conversation. Dr. Carnahan and Dr. Smith
tried to guide providers in addressing these symptoms using the IA-ADAPT resources, but they
were not always able to provide unambiguous guidance.

Subpopulation Considerations
Our subgroup analyses detected both desirable and undesirable signals of effects of the
distance learning intervention in nursing home residents. In light of the many analyses
conducted, some of these were weak statistical signals. It is difficult to explain the undesirable
association of the intervention with decreased odds of appropriate indications among
antipsychotic users, as intervention resources highlighted appropriate and inappropriate
indications. One could speculate that improved approaches to care could improve symptoms,
and we did observe a reduction in the prevalence of any BPSD we considered an appropriate
antipsychotic indication; however, symptom reduction would ideally be accompanied by
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antipsychotic discontinuation. We also observed an unexplained increase in the odds of
antipsychotic use at excessive doses associated with the intervention and undesirable changes
in antipsychotic choice among patients with certain comorbidities, which contrasted with
recommendations highlighted in our education and resources.
The apparent effects of nursing home exposure to the standard IA-ADAPT intervention
reinforces the influence of nursing homes on the prescribing of psychotropic drugs for their
residents. The association of nursing home exposure with decreased odds of antipsychotic use
was present in subgroups with dementia and those at high risk of falls and unsteady gait. The
increase in appropriate indications among antipsychotic users suggested improved choice of
antipsychotic treatment targets or better documentation. Olanzapine was also used less
commonly in antipsychotic users with diabetes, hyperlipidemia, or hypertension in the first year
after exposure, which might reflect more awareness of its metabolic side effects, but this effect
reversed after the first year. Unfortunately, these apparently beneficial effects of the
intervention were associated with an increase in some BPSD measures (albeit with inconsistent
trends in different periods) and with benzodiazepine use beyond 1 year following exposure.
These findings raise concerns that antipsychotic reduction led to worsening of behavioral
symptoms and replacement of antipsychotics with benzodiazepines. The increase in behavioral
symptoms could also reflect improved documentation as stressed by the program, and
benzodiazepine use could have been affected by Medicare Part D insurance coverage of these
medications. In addition, we noted reduced use of clozapine and quetiapine in patients with
Lewy body dementia or Parkinson’s disease, although the program stressed that these
antipsychotics were likely safer than others in such patients because of reduced risk of
extrapyramidal symptoms. However, we also noted that evidence supporting the effectiveness
of these agents is lacking in Lewy body and Parkinson’s disease dementia, and some risks
remain.61 Evidence aside, some anecdotes suggest that other antipsychotics may be the best
choice for some patients.62
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Study Limitations
These interventions took place in the context of a CMS intervention with goals of
improving dementia care and reducing antipsychotic prescribing. This situation led to a variety
of activities for which we could not control (eg, educational offerings, interventions by the
quality improvement organization, changes in nursing home surveyor behaviors), which might
have boosted the apparent effects of our intervention if exposed facilities also participated in
other activities. Or those activities might have dampened the effect of our interventions if they
exposed facilities and providers to best practices or similar information.
Data limitations affected some of our analyses. Our data on exposure to IA-ADAPT were
imperfect. We captured presentation attendance only if the person filled out a learner
characteristics form, and we could link nursing home staff exposure only by using a current
work address field in this form and the website registration. We could not link consultant
pharmacists to nursing homes, pharmacist learners to outpatients, or prescribers to nursing
home leadership that might have influenced patients for whom they were not the prescriber.
These limitations could bias analyses toward finding no intervention effects or even miss
influences that could change the direction of effects. We evaluated medications using
prescription claims in Medicare Part D, which do not capture nonprescription anticholinergic
use and medications not paid for by insurance, and we did not capture benzodiazepine use in
2012, when IA-ADAPT was first available. Finally, BPSD measures were available only for nursing
home residents and not for outpatients.
We conducted many analyses, and the findings depended on a variety of assumptions.
The large number of analyses could contribute to type 1 error, especially with no adjustment of
significance thresholds for multiple comparisons. We did not evaluate modification of effects by
participation in academic detailing or study phase in subgroup analyses of distance learning
intervention effects or analyses of BPSD effects, because of the already large number of
analyses and potential for increased type 1 error. Our analyses relied on various linear terms to
evaluate intervention effects and control for trends in effects of the CMS Partnership to
Improve Dementia Care. While linear effects were plausible based on observed trends,
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departures from linear effects of control variables could influence the observed effect
estimates for interventions, especially as the effects were small. Some analyses appeared
sensitive to the inclusion or exclusion of an overall linear time trend beyond those represented
by time since the start of the CMS Partnership and by patient-specific trends. Some models did
not converge with monthly observations, so we used data aggregated into 3-month periods.
Those analyses could overweight observations that included less than 3 months and would not
be as sensitive to changes, as the outcome was the maximum of all months. Effects of the
distance learning intervention in nursing home residents differed when they were evaluated in
models with interactions with dementia than when they were evaluated in subgroup analyses
by dementia status. Given these limitations, the results should be interpreted cautiously.
To improve the feasibility and efficiency of Extension staff outreach, the assignment of
counties to the phase 1 intervention group was not random, which could have resulted in bias.
Differences in baseline characteristics of patients and facilities were minimal.
We have described other limitations elsewhere in the report.

Future Research
Future studies might consider more targeted interventions focused on implementing
specific practices to alter psychotropic drug use rather than offering less specific assistance with
a broad topic area. Although our detailing and consultation activities had specific goals, we
answered questions on many topics. It might be useful to evaluate the impact of in-person
academic detailing visits in rural settings to determine whether uptake is greater and whether
these visits are more effective than detailing and consultation from a distance. The Extension
for Community Health care Outcomes (ECHO) model involving case-based learning and sharing
of strategies among participants has shown some promise for improving behavioral health care
in primary care.63 This model informed our current intervention, but we did not offer providers
a specific case-based educational program by teleconferencing or the opportunity to discuss
strategies and cases with providers outside the study team. Telligen is currently developing
“communities” of nursing homes focused on particular quality improvement topics, which
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encourages providers to share strategies and success stories. This approach is worthy of
evaluation.
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CONCLUSIONS
The evaluation of the standard IA-ADAPT intervention using statewide data from Iowa
confirmed our previous findings that it was associated with reduced antipsychotic use among
residents of nursing homes in which staff were exposed.24 However, new findings of timeperiod-specific increases in certain behavioral and psychological symptoms of dementia (BPSD)
for which antipsychotics are often used raised concerns, as did the increase in benzodiazepine
use after a year following exposure, even though this increase might have been influenced by
Medicare Part D coverage. The associations must be interpreted with caution, given the
observational nature of this study. Providers who were already motivated to reduce
antipsychotic use might have been more likely to participate in IA-ADAPT learning opportunities
because they were seeking information on the topic, which could have contributed to some
observed effects. In addition, the findings of increased use of antipsychotics and
anticholinergics among outpatients with dementia cared for by prescribers exposed to IAADAPT were unexpected and counter to our goals, although these trends reversed after the
first year.
Overall, this evaluation suggests that the distance learning intervention had limited
effectiveness for reducing antipsychotic or anticholinergic prescribing for nursing home
residents or outpatients with dementia. Models incorporating interactions between time since
the intervention and dementia suggested that the intervention might have reduced
antipsychotic, anticholinergic, and benzodiazepine prescribing in nursing home residents with
dementia, but subgroup analyses evaluating antipsychotic and anticholinergic use did not
confirm those effects. Decreases in some BPSD were also encouraging, but the association with
decreased odds of appropriate indications among antipsychotic users was undesirable. Tests of
effect modification suggested limited benefits of nursing home or prescriber participation in
academic detailing and consultation activities on anticholinergic use but provided no other
evidence that participation improved effects. The greater reduction in antipsychotic use in
phase 2 counties (in which most providers simply received a mailed packet of resources and an
invitation to participate) raises questions about the utility of our detailing and consultation
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activities, as few providers participated in those activities in phase 2. The Extension staff
outreach in phase 1 led to more participation in these activities than the mailing in phase 2, but
it did not appear to increase effectiveness in terms of changing practice. We find it difficult to
recommend this intervention as delivered: Recruiting and connecting with providers by
distance proved to be more challenging than we expected, and the benefits of academic
detailing and consultation are not clearly apparent.
Prescriber exposure to the distance learning intervention was not associated with
meaningful effects on prescribing antipsychotics in outpatients with dementia. Changing
prescriber behavior through educational efforts continues to be a challenge in our work to try
to improve care for people with dementia.
Few providers used the Spanish version of the online IA-ADAPT training program during
the study period, despite the fact that we advertised it to all nursing homes in Texas. We
cannot be certain whether the demand was lacking or whether we did not reach potentially
interested learners with our advertising approach.
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APPENDICES
Appendix A. Definitions of Variables Used in Analysis
Table A1. Diagnosis Codes and Minimum Data Set (MDS) 3.0 Variables Used to Define Medical
Conditions Applied as Exclusion Criteria
ICD-9-CM Codesa

MDS 3.0 Variables

Down syndrome

758.0

A1550A_DOWN_SYNDRM_CD

Autism

299.0x

A1550B_AUTSM_CD

317, 318.x, 319

A1550D_OTHR_ORGNC_MR_DD_C
D
A1550E_OTHR_MR_DD_CD

296.0x, 296.4x, 296.5x,
296.6x, 296.7x, 296.8x

I5900_MNC_DPRSN_CD

Developmental disability

Bipolar disorder
Comatose
Schizophrenia

B0100_CMTS_CD
295.1x-295.4x, 295.8x,
295.9x

I6000_SCHZOPRNIA_CD

Schizoaffective disorder

295.7x

I6000_SCHZOPRNIA_CD

Schizophreniform

295.4x

I6000_SCHZOPRNIA_CD

Tourette syndrome

307.23

I5350_TOURT_CD

Huntington’s disease

333.4

I5250_HNTGTN_CD

Abbreviations: ICD-9-CM, International Classification of Diseases–9th Revision, Clinical Modification.
a
x indicates that all valid subcodes were included.
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Table A2. Antipsychotics and Maximum Doses Considered Appropriate for Long-term Use per
Centers for Medicare & Medicaid Services Guidance for Surveyors
Antipsychotic

Maximum Appropriate
Dose (mg/day)

Aripiprazole

10

Asenapine

a

Chlorpromazine

75

Clozapine

50

Fluphenazine

4

Haloperidol

2

Iloperidone

a

Loxapine

10

Lurasidone

a

Molindone

10

Olanzapine

7.5

Paliperidone

a

Perphenazine

8

Pimozide

b

Prochlorperazinec

b

Quetiapine

150

Risperidone

2

Thioridazine

75

Thiothixene

7

Trifluoperazine

8

Ziprasidone

b

No dose specified in the Guidance to Surveyors relevant to the time period (Rev. 70, 01-07-11), because it was a
newer drug.
b
Guidance specifies “not customarily used for treatment of behavioral symptoms.” CMS does not specify a
maximum appropriate dose. This also includes long-acting injectable antipsychotics, for which only approximate
dose equivalents can be determined.
c
Prochlorperazine is typically used for nausea and vomiting rather than for psychiatric indications. It was excluded
from analyses of antipsychotic use.
a
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Table A3. Medications Classified as Anticholinergics: Targeted by the Intervention Pocket
Guide or Classified as a Strong Anticholinergic by the 2012 Beers Criteria
Class/Indication

Medications

Tricyclic or other
antidepressants

•
•
•
•
•
•
•
•
•
•

Amitriptylinea
Amoxapinea
Clomipraminea
Desipraminea
Doxepina
Imipraminea
Nortriptylinea
Paroxetinea,b
Protriptylinea,b
Trimipraminea,b

Antihistamines/allergy/co
ugh and cold

•
•
•
•
•
•
•
•
•
•
•
•
•
•

Azelastine
Brompheniraminea
Carbinoxaminea
Chlorpheniraminea
Clemastinea
Cyproheptadinea
Dexbrompheniramine
Dexchlorpheniramine
Diphenhydraminea
Hydroxyzinea
Loratadinea,b
Olopatadine
Promethazinea
Triprolidine

Motion
sickness/dizziness/nausea

•
•
•
•
•

Dimenhydrinatea
Meclizinea
Promethazinea
Scopolaminea
Trimethobenzamide

Movement disorders

• Benztropinea
• Trihexyphenidyla

Bladder antispasmodics

•
•
•
•

Darifenacina
Fesoterodinea,b
Flavoxatea
Oxybutynina
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Class/Indication

Medications
• Solifenacina
• Tolterodinea
• Trospiuma

Insomnia/sleep

• Diphenhydraminea
• Doxylamine

Gastrointestinal tract
conditions

•
•
•
•
•
•
•
•
•
•
•

Atropinea
Belladonna Alkaloidsa
Cimetidine
Clidinium
Dicyclominea
Glycopyrrolate
Homatropinea,b
Hyoscyaminea
Methscopolamine
Propanthelinea
Ranitidine

Anticholinergic
antipsychotics

•
•
•
•
•
•
•
•
•
•
•
•

Chlorpromazinea
Clozapinea
Fluphenazinea,b
Loxapinea
Olanzapinea
Perphenazinea,b
Pimozidea
Prochlorperazinea,b
Quetiapine
Thioridazinea
Thiothixenea,b
Trifluoperazine*b

Skeletal muscle relaxants

•
•
•
•

Carisoprodola,b
Cyclobenzaprinea,b
Orphenadrinea,b
Tizanidinea,b

Medication with strong anticholinergic properties per the 2012 American Geriatrics Society Beers Criteria update.
Beers Criteria strong anticholinergic not included on the pocket guide because of anticipated low frequency of
use, not being classified as a level 2 or level 3 anticholinergic by the Anticholinergic Drug Scale at the time the
pocket guide was developed, limited evidence to confirm anticholinergic mechanism of action (eg, lack of receptor
binding data), or other prioritization of drugs to fit in available space on card.

a

b
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Table A4. Definitions of Analysis Subgrouping Variables and Covariates

Subgroup

Definition

Dementia

An individual was considered to have dementia starting on the earliest of
the following dates and anytime thereafter:
1. The first occurrence of Alzheimer’s disease and related disorders
or senile dementia in Medicare data (past 3 years) per the
Medicare Beneficiary Summary File (MBSF) ALZH_DEMEN_EVER
variable, which specifies the first quarter of a claim with such a
diagnosis.
2. The first MDS assessment that indicates Alzheimer’s disease or
other dementia as one of the resident’s active conditions, as
indicated by a value of 1 for any of the following variables:
I4200_ALZHMR_CD or 14800_DMT_CD on MDS version 3.0.
3. The first date of a Medicare claim in the study period with an ICD9-CM diagnosis code of 290.2 or 331.82, or any of the diagnoses
specified in the MBSF indicator (331.0, 331.1, 331.11, 331.19,
331.2, 331.7, 290.0, 290.10, 290.11, 290.12, 290.13, 290.20,
290.21, 290.3, 290.40, 290.41, 290.42, 290.43, 294.0, 294.1,
294.10, 294.11, 294.8, 797).

Diabetes
mellitus,
hyperlipidemia,
or hypertension

An individual was considered to have 1 of these conditions starting on
the earliest of the following dates and anytime thereafter:
4. The first occurrence of diabetes per the DIABETES_EVER variable
in MBSF, which specifies the first quarter of a claim with a
diabetes diagnosis.
5. The first occurrence of hyperlipidemia per the HYPERL_EVER
variable in MBSF, which specifies the first quarter of a claim with
a hyperlipidemia diagnosis.
6. The first occurrence of hypertension per the HYPERT_EVER
variable in MBSF, which specifies the first quarter of a claim with
a hypertension diagnosis.
7. The first date of a Medicare claim in the study period with an ICD9-CM diagnosis code for diabetes per the MBSF definition:
249.00, 249.01, 249.10, 249.11, 249.20, 249.21, 249.30, 249.31,
249.40, 249.41, 249.50, 249.51, 249.60, 249.61, 249.70, 249.71,
249.80, 249.81, 249.90, 249.91, 250.00, 250.01, 250.02, 250.03,
250.10, 250.11, 250.12, 250.13, 250.20, 250.21, 250.22, 250.23,
250.30, 250.31, 250.32, 250.33, 250.40, 250.41, 250.42, 250.43,
250.50, 250.51, 250.52, 250.53, 250.60, 250.61, 250.62, 250.63,
250.70, 250.71, 250.72, 250.73, 250.80, 250.81, 250.82, 250.83,
250.90, 250.91, 250.92, 250.93, 357.2, 362.01, 362.02, or 366.41.
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8. The first date of a Medicare claim in the study period with an ICD-

9-CM diagnosis code for hyperlipidemia per the MBSF definition:
272.0, 272.1, 272.2, 272.3, or 272.4.
9. The first date of a Medicare claim in the study period with an ICD9-CM diagnosis code for hypertension per the MBSF definition:
362.11, 401.0, 401.1, 401.9, 402.00, 402.01, 402.10, 402.11,
402.90, 402.91, 403.00, 403.01, 403.10, 403.11, 403.90, 403.91,
404.00, 404.01, 404.02, 404.03, 404.10, 404.11, 404.12, 404.13,
404.90, 404.91, 404.92, 404.93, 405.01, 405.09, 405.11, 405.19,
405.91, 405.99, or 437.2.
10. The first MDS assessment that indicates one of these conditions
as active as indicated by a value of 1 for any of the following
variables: I1H_HYPERTENSION, I1A_DIABETES, or
I1KK_DIAB_RETIN on MDS version 2.0; I2900_DM_CD,
M1040B_DBTC_FT_ULCR_CD, I3300_HYPERLIPIDMIA_CD, or
I0700_HYPRTNSN_CD on MDS version 3.0.
Parkinson’s
disease or Lewy
body dementia

An individual was considered to have 1 of these conditions starting on
the earliest of the following dates and anytime thereafter:
1. The first date of a Medicare claim in the study period with an ICD9-CM diagnosis of 331.82 (dementia with Lewy bodies) or 332.0
(paralysis agitans).
2. The first MDS assessment that indicates Parkinson’s disease as
one of the resident’s active conditions as indicated by a value of 1
for I1Y_PARKINSON on MDS version 2.0 or I5300_PRKNSN_CD on
MDS version 3.0.
Note: Definition does not include secondary parkinsonism or druginduced parkinsonism due to reversibility of some of these conditions
and antipsychotics as a cause.

Potentially
appropriate
indications for
antipsychotics

The following were considered present if they were indicated on any
MDS assessment in the 6 months prior to or during the month of
interest, with the exception of delirium, which was evaluated based on
assessments within the past 3 months or the current month, or the last
assessment if it was completed more than 3 months ago:
• Verbal aggression as indicated by a value of 1, 2, or 3 on variable
E4BA_VRBL_ABUSIVE on MDS version 2.0 or variable
E0200B_VRBL_BHVRL_CD on MDS version 3.0.
• Physical aggression as indicated by a value of 1, 2, or 3 on variable
E0200A_PHYS_BHVRL_CD on MDS version 3.0.
• Delusions as indicated by a value of 1 on variable E0100B_DLSN_CD
on MDS version 3.0.
• Hallucinations as indicated by a value of 1 on variable
E0100A_HLLCNTN_CD on MDS version 3.0.
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• Delirium (on any assessment in the 3 months prior to the month of
interest or in the month of interest, or the last assessment) as
indicated by the following:
On MDS version 3.0, delirium was considered present if both of the
following criteria are met:
1. Inattention and any of the following: disorganized thinking or
altered consciousness or psychomotor retardation. This is
indicated by a value of 1 or 2 on variable C1300A_INATTNTN_CD,
and a value of 1 or 2 on any of the following variables:
C1300B_DISORGNZ_THNKG_CD, C1300C_ALTRD_CONSCS_CD, or
C1300D_PSYCHMTR_RTRDTN_CD.
2. Acute onset or fluctuating course. This is indicated by a value of 1
on variable C1600_CHG_MENTL_STUS_CD or a value of 2 on any
of the following variables: C1300A_INATTNTN_CD,
C1300B_DISORGNZ_THNKG_CD, C1300C_ALTRD_CONSCS_CD, or
C1300D_PSYCHMTR_RTRDTN_CD.
Recent history of
falls

Any MDS 3.0 assessment in the previous 6 months has a value of 1 for
any of the following variables: J1700B_FALL_31_180_DAY_CD (fall within
31-180 days prior to admission); J1700A_FALL_30_DAY_CD (fall within 30
days prior to admission); or J1800_FALL_LAST_ASMT_CD (fall since
admission or previous assessment, whichever is more recent).

Unsteady gait

Most recent MDS 3.0 assessment prior to the end of the month of
interest has a value of 1 for variable G0300C_BAL_WLKG_CD.
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Appendix B
Extension Connection: Advancing Dementia Care for Rural and Hispanic Populations
PCORI Program Award 1131
Contents:
•
•
•
•

•

Key questions received from providers in outreach activities, and summaries of
recommendations and evidence: pages 2 to 99
English Decision Aids from IA-ADAPT website: pages 100 to 113
Spanish Decision Aids from IA-ADAPT website: pages 114 to 127
English topic reviews from IA-ADAPT website
o Algorithm for Treating Behavioral and Psychological Symptoms of Dementia:
pages 128 to 155
o Delirium Assessment and Management: pages 156 to 166
o Antipsychotic Use in Dementia: pages 167 to 194
Spanish topic reviews from IA-ADAPT website
o Algorithm for Treating Behavioral and Psychological Symptoms of Dementia:
pages 195 to 207
o Delirium Assessment and Management: pages 208 to 219
o Antipsychotic Use in Dementia: pages 220 to 251
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Summary of PCORI Key Questions from In Person Consultations:
Diagnosis-Related Questions
1. What approaches should be used to screen for and diagnose dementia in primary care?
2. What is the role of amyloid imaging in predicting Alzheimer’s disease?
3. How can one differentiate whether behavioral and psychological symptoms are due to dementia or
comorbid depression?
4. What cognitive assessments are recommended for a patient who resides in a nursing home, against
which later cognitive assessments can be compared to identify a change in cognition?
5. How can one differentiate between asymptomatic bacteriuria and urinary tract infection in people
with dementia and behavioral symptoms?
Family, Direct Care Provider, and Support-Related Questions
6. What options should be considered for someone coping with loss of loved one, either in terms of
the sense of loss from the person’s dementia-related decline or due to death?
7. What approaches are recommended for taking car keys away from an individual who should no
longer drive due to dementia?
8. What approaches are recommended for accessing in-home services for people with dementia in
rural settings, and what services are expected to be available?
9. How do I help family members understand the difference between delirium and dementia, e.g., in a
patient who experienced delirium and now the family thinks the patient has dementia?
10. How can I work with a family who is in denial that their loved one has dementia?
11. What is recommended when a patient is no longer safe to live alone but refuses to move into a
supervised setting?
12. How can nursing facilities engage direct care staff and family members in decisions about care?
13. How can leaders help staff distinguish between dementia behaviors that are “normal” (don’t require
intervention) and those that should be addressed?
14. How can I get my staff to apply dementia training ideas in daily care?
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Managing Comorbid Conditions or Symptoms
15. What general recommendations can be made with regard to treatment of individuals with lifelong
serious mental illness who develop dementia?
16. What approaches are recommended to manage sleep disturbances in dementia?
17. What special considerations are necessary when managing delirium in a patient with Parkinson's
disease?
18. What is recommended for pain management in dementia, and what comorbidities might influence
the choice of management strategy?
19. What is recommended for management of anxiety in people with dementia?
20. What approaches are recommended for managing tardive dyskinesia?
21. What strategies are most useful for caring for persons with dementia who are hard of hearing?
22. What are the similarities/differences in caring for persons with long-standing intellectual disabilities
(e.g., Down syndrome) that have dementia-related behaviors?
Managing Specific Types of Behavioral or Caregiving Issues
23. What strategies can I use to prevent disruption of group activities by a resident with dementia who
consistently has behavioral problems and insists on coming to large group activities?
24. What approaches are most successful to reduce wandering into other residents' rooms (and causing
the other person distress)?
25. What approaches are most successful for bathing persons with dementia?
26. What strategies are recommended for preventing falls in people with dementia or delirium?
27. What are the best strategies for reducing pacing or wandering that is based on false beliefs? For
example, wanting to go home.
28. What are the best steps to take with a person that exhibits unpredictable, negative behaviors that
are sometimes threatening to staff?
29. What are the best ways to respond to requests that don’t make sense to staff?
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30. What are the best ways to address vocally disruptive behaviors? E.g., verbalizations or calling out
that are aggressive or upsetting to other residents?
31. What are the best ways to reduce the risk of residents with dementia persisting in behaviors that
used to be enjoyable but now aren’t safe due to physical limitations?
32. What are the most effective activities (enjoyable, leisure, recreational) for persons with dementia?
33. What are the best practices to reduce inappropriate voiding in persons with late stage dementia?
Medication-Related Questions
34. What is the recommended dosing of donepezil and what should be evaluated in terms of
effectiveness and side effects? When should it be started or stopped?
35. What is the evidence for use of memantine in combination with cholinesterase inhibitors?
36. What is the role of antidepressants in people with dementia?
37. What medications are recommended for management of behavioral symptoms of dementia other
than antipsychotics?
38. What antipsychotics are preferred for individuals with dementia, if an antipsychotic is to be used?
39. What is the evidence for use of Neudexta® in people with dementia?
40. Does risperidone cause prolactin elevation in dementia, and what clinical consequences does this
have?
41. Is there a role for topical antipsychotics in management of dementia symptoms?
42. What is the evidence for Axona® in dementia?
43. Which anticholinergic medications that may cause delirium or problem behaviors are most
commonly used?
44. What evidence supports gradual dose reductions or discontinuation of antipsychotics in people with
dementia, and what strategies should we use to work toward discontinuation of drugs that were
started for behavioral symptoms but may no longer be necessary?
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Diagnosis‐Related Questions
Question: What approaches should be used to screen for and diagnose dementia in primary care?
Michelle Weckmann, MS, MD
Last updated August 8, 2015
Answer:
After age 65, the lifetime risk of developing dementia is about 20%, but the onset can also occur at a
younger age. Alzheimer's disease is the most common form of dementia, accounting for about 70% of all
cases. Prior to developing dementia, most people exhibit mild cognitive impairment. Each year, up to
15% of patients with mild cognitive impairment develop Alzheimer's disease. Alzheimer's disease affects
over 5 million Americans (Simmons et al., 2011). Primary care providers often have the most frequent
contact with these patients and are ideally situated to screen for and diagnose dementia (Galvin &
Sadowsky, 2012). Dementia can be diagnosed if cognitive or behavioral symptoms interfere with the
patient's ability to function at work or socially, if there is a decline from previous functioning, and if
cognitive or behavioral impairments are detected through a combination of history and cognitive
assessment. These impairments must be present in at least 1 of the following domains: learning and
memory, language, executive function, complex attention, perceptual/motor, and social cognition
(Larson, 2015).
There are no current guidelines or formal recommendations as to who should be screened for dementia
or mild cognitive impairment, except that those who are suspected to have cognitive problems ought to
be screened (Simmons et al., 2011). Primary care providers need to be alert to cognitive problems in
older adults and take steps to identify cognitive disorders at the earliest possible stage. Importantly,
dementia sometimes occurs in people under age 65. Providers may be less apt to consider the possibility
of dementia in these patients, which can lead to a delay in diagnosis. Screening may help reduce these
troublesome delays.
If there is any concern about cognitive impairment, a screening tool should be employed in conjunction
with a full history. There are a number of cognitive tests that are easy to perform, even in a busy
primary care clinic. They are sensitive and specific and some can be performed in under 60 seconds.
These include:






MMSE: Mini‐Mental State Examination
Mini‐Cog
MoCA: Montreal Cognitive Assessment
Verbal fluency test
AD8 (informant‐rated tool)

If the screening test is abnormal, it is common to order appropriate laboratory and imaging testing as
indicated, and the patient should return for additional cognitive testing. It is often most feasible to
complete a thorough evaluation over the course of more than one visit. A thorough physical exam
should be conducted which includes a neurological examination with focus on neurological deficits that
may indicate prior strokes, signs of Parkinson's disease, gait abnormalities, and eye movements. A
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history should be obtained from the patient and a family member or caregiver if available to
characterize the course and any functional deficits that have been noted. Causes of reversible dementia
or delirium should be ruled out, including medications and health conditions. Patients should also be
screened for depression, a common cause of cognitive complaints. Physical exam along with the history
allows for tailoring of laboratory results. The American Academy of Neurology recommends screening
for B12 deficiency and hypothyroidism but there is no clear data to support or refute ordering other
"routine" laboratory studies. Still, it is common for people to order a complete blood count, electrolytes,
glucose, renal and liver function tests. Screening for neurosyphilis or performing neuroimaging are not
recommended unless there is a high clinical suspicion (Simmons et al., 2011).
Undiagnosed dementia presents at many different levels of severity. Unfortunately, many cases are not
diagnosed until the patient is already experiencing substantial cognitive and functional impairment,
making patient involvement in advance planning for care and other needs difficult. It is important to rule
out reversible causes of cognitive impairment prior to making a diagnosis, but specialist referral is
unnecessary in the majority of cases. A diagnosis of dementia, new or longstanding, should evoke
conversations about care planning that include: evaluation of resources and support systems, needs to
ensure the individual’s safety and well‐being, financial planning for the future, and future preferences
for care. An interdisciplinary team may be necessary to support this process.
In summary, the first clinical encounter for most patients with early dementia is with their primary care
provider. Primary care providers need to have a high index of suspicion of dementia in patients who are
older than 65 years and a low threshold for performing a brief office screening test. While early
recognition and diagnosis of dementia may not be able to change the end results, treatment can
improve outcomes.
References:
Galvin J, Sadowsky CH. Practical guidelines for the recognition and diagnosis of dementia. J Am Board
Fam Med. 2012;25(3):367‐82. http://www.ncbi.nlm.nih.gov/pubmed/22570400
Larson EB. Evaluation of cognitive impairment and dementia. UpToDate. Last updated Jan 03,
2015. Available at: http://www.uptodate.com/contents/evaluation‐of‐cognitive‐impairment‐
and‐dementia
Simmons BB, Hartmann B, Dejoseph D. Evaluation of suspected dementia. Am Fam Physician.
2011;84(8):895‐902. http://www.ncbi.nlm.nih.gov/pubmed/22010769

6

Question: What is the role of amyloid imaging in predicting Alzheimer’s disease?
Susan K. Schultz, MD
Last updated June 24, 2015
Answer:
It is known that amyloid deposits into extracellular insoluble plaques, which represent a biomarker for
Alzheimer’s disease, but previously these plaques were only visible in histopathologic specimens
examined at autopsy. Now it is possible to see amyloid during life using positron emission tomography
(PET) imaging. Studies have shown that PET imaging can detect the presence of amyloid prior to the
onset of memory changes, suggesting that it may be an early biomarker that could be used in prevention
studies. However, it is not yet known exactly how much amyloid imaging findings predict memory
change so it is only rarely used in clinical practice. Further, some amount of amyloid is evident in all
persons with advancing age, so that the thresholds for clinical interpretation are not fully characterized.
Amyloid imaging is not yet reimbursed by insurance and it is not routinely available outside of highly
specialized settings.
Regarding the appropriate use of this type of imaging, guidelines for appropriate use were published by
the Amyloid Imaging Task Force of the Alzheimer’s Association and Society for Nuclear Medicine and
Molecular Imaging (Johnson et al., 2013). The key message from this Task Force is that at this time,
amyloid PET is appropriately used only by a dementia expert in special circumstances and may only
represent one piece of information that must be interpreted in patients who already have documented
cognitive deficits. It is appropriately used for patients in whom there is substantial uncertainty as to the
underlying pathology of their cognitive decline, and for whom greater diagnostic certainty would change
their clinical management. To proceed with amyloid imaging, it is necessary to first examine the results
of neuropsychologic testing as well as the results of structural brain imaging (such as MR imaging or CT),
and relevant laboratory tests, which should include a complete blood count, chemistry profile, B12, and
thyroid studies. The treatment of comorbidities must also be addressed prior to considering amyloid
imaging. While it may become more widely available in the future, it is not likely to achieve
reimbursement until there is clear benefit achieved from its use through a change in clinical
management.
In terms of diagnostic value, two very recent meta‐analyses suggest that for people who do not yet have
dementia, it is possible for amyloid imaging to show positive amyloid deposition up to 20‐30 years prior
to the onset of clinical dementia symptoms. For persons who already have cognitive decline, it appears
that amyloid imaging may be the most useful for those who have very young onset OR for those who
have more typical onset (e.g., after the age of 70) but who are not positive for APOE –E4 genotype. For
persons who have both an APOE ‐E4 genotype and the presence of cognitive decline, the use of amyloid
imaging is likely not necessary since it will almost certainly be positive (Ossenkoppele et al., 2015;
Jansen et al., 2015).
References:
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Jansen WJ, Ossenkoppele R, Knol DL, et al. Prevalence of cerebral amyloid pathology in persons without
dementia: a meta‐analysis. JAMA. 2015;313(19):1924‐38.
http://www.ncbi.nlm.nih.gov/pubmed/25988462
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http://www.ncbi.nlm.nih.gov/pubmed/25988463
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Question: How can one differentiate whether behavioral and psychological symptoms are due to
dementia or comorbid depression?
Susan K. Schultz, MD
Last updated August 6, 2015
Answer:
Typically if a patient has shown persistent cognitive/memory decline as well as progressive impairments
in activities of daily living for a year or more, then any additional behavioral symptoms should be
considered a part of the dementia syndrome. However, the presence of depressive symptoms warrants
treatment irrespective of whether there is concurrent dementia. Scales such as the Cornell Scale for
Depression in Dementia as well as the Geriatric Depression Scale are designed to assist in detecting
depression even in the context of cognitive decline.
The most practical clinical strategy may be to carefully provide treatment for depression and monitor for
response. The patient with comorbid dementia will require careful monitoring for adverse effects of
psychotropic medication; therefore, it is ideal if possible to examine whether a response may be
achieved by psychosocial interventions, including emotional support, meaningful activities and physical
exercise. A trial of a medication is also appropriate if there is significant concern for depression; many
patients even with dementia do function better with carefully monitored antidepressant treatment with
SSRI antidepressants such as sertraline. Sertraline may be titrated to approximately 100‐150 mg safely in
many patients with dementia. It is essential to allow at least 8‐12 weeks before determining a lack of
response. In general with nonpharmacologic intervention, it is a good idea to assist with the patient’s
cognitive deficits by supporting daily function and reducing stress and expectations.
While there is often the expectation that with treatment of depression the cognitive impairment will
resolve, such cognitive improvements are typically very modest. Often there may be emotional distress
or conflicts between the patient and family when there is a lack of appreciation for the extent of the
underlying cognitive deficits resulting in ADL expectations that the patient is not able to meet.
There is no simple way to distinguish whether the underlying source of a behavioral problem is primarily
from dementia or depression other than careful cognitive assessment and functional assessment with
longitudinal monitoring. If deficits persist despite attempts at antidepressant treatment and
psychosocial support, then the conclusion is the dementia is the primary problem. Patient‐focused care
would suggest that any time depressive symptoms are present they should receive attention and an
attempt at resolving them irrespective of the underlying cause.
References:
Alexopoulos GS, Abrams RC, Young RC, Shamoian CA. Cornell Scale for Depression in Dementia. Biol
Psychiatry. 1988;23(3):271‐84. http://www.ncbi.nlm.nih.gov/pubmed/3337862
Yesavage JA. Geriatric Depression Scale. Psychopharmacol Bull. 1988;24(4):709‐11.
http://www.ncbi.nlm.nih.gov/pubmed/3249773
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Question: What cognitive assessments are recommended for a patient who resides in a nursing
home, against which later cognitive assessments can be compared to identify a change in cognition?
Ryan Carnahan, PharmD, MS, BCPP
Last updated June 22, 2015
Answer:
A variety of tools are available to assess cognition and other symptoms in dementia, or to screen for
dementia or delirium. Sheehan (2012) provided a review of assessment scales in dementia that is
publically available. We refer readers to this source to learn more about the variety of available tools.
For nursing home residents, we recommend that providers take advantage of the cognitive assessments
that are included as part of the Minimum Data Set, version 3.0 (MDS 3.0), which is conducted for all
nursing home residents at Medicare and Medicaid certified facilities. Section C includes tools to evaluate
cognitive patterns, and should be completed at admission and at least quarterly thereafter. They could
be completed separately from the MDS 3.0 assessment if there is concern that an acute change in
cognition is present. These tools are described below.
The Brief Interview for Mental Status (BIMS) is a 7‐item scale that evaluates immediate recall, delayed
recall, and temporal orientation. Scores range from 0 to 15, with higher scores indicating less cognitive
impairment. The BIMS is an interview that is not completed if the resident is rarely or never understood.
A Staff Assessment for Mental Status is used for residents who are unable to complete the BIMS
interview or are rarely or never understood. This is a general evaluation completed by a staff member. It
appears that it would typically be less sensitive to change than the BIMS, unless that change is from
relatively good cognition to poor cognition. The questions ask whether the resident appears to have a
problem with short term memory (yes/no), if they have difficulty recalling the long past (yes/no), and if
the resident is able to normally recall the current season, the location of their room, staff names and
faces, and that he or she is in a nursing home. Staff are also asked to rate cognitive skills for daily
decision making.
An evaluation of Signs and Symptoms of Delirium is completed after the mental status assessment. This
is a version of the Confusion Assessment Method adapted for nursing home residents (Inouye et al.,
1990). Staff evaluate delirium symptoms including inattention, disorganized thinking, altered level of
consciousness, psychomotor retardation, and whether any changes in mental status are acute changes
from the resident’s baseline. This can be used to identify possible delirium. The Delirium Pocket Guide
available on this site provides details on how this is used and interpreted.
Often the most important question to ask to determine whether a person might be delirious is whether
they are more confused lately than usual. If the answer is yes, it suggests that an acute change from
baseline might be present and indicates possible delirium. It is important to ask this question to
someone who knows the resident well. Consistent direct care provider staffing can be helpful to ensure
that an individual’s caregiver does know them well and can identify changes in behavior or mental status
that suggest a possible medical problem. This question, “Do you think [name of patient] has been more
confused lately?”, asked of someone who knew the patient well was evaluated as a delirium screening
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strategy in a small study of hospitalized oncology patients. It was found to perform quite well compared
to other screening instruments and psychiatrist diagnosis (Sands et al., 2010).
References:
Inouye SK, van Dyck CH, Alessi CA, Balkin S, Siegal AP, Horwitz RI. Clarifying confusion: the Confusion
Assessment Method: a new method for detection of delirium. Ann Intern Med. 1990;113(12):941‐8.
http://www.ncbi.nlm.nih.gov/pubmed/2240918
Sands MB, Dantoc BP, Hartshorn A, Ryan CJ, Lujic S. Single Question in Delirium (SQiD): testing its
efficacy against psychiatrist interview, the Confusion Assessment Method and the Memorial Delirium
Assessment Scale. Palliat Med. 2010;24(6):561‐5. http://www.ncbi.nlm.nih.gov/pubmed/20837733
Sheehan B. Assessment scales in dementia. Ther Adv Neurol Disord. 2012;5(6):349‐58.
http://www.ncbi.nlm.nih.gov/pmc/articles/PMC3487532/
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Question: How can one differentiate between asymptomatic bacteriuria and urinary tract infection in
people with dementia and behavioral symptoms?
Michelle Weckmann, MS, MD
Last updated August 8, 2015
Answer:
Asymptomatic bacteriuria is isolation of a specific quantify count of bacteria in an appropriately
collected urine specimen from an individual without signs or symptoms of urinary tract infection (UTI).
Asymptomatic bacteriuria can be found in as many as 50% of nursing home residents, and is common in
both men and women. The incidence is increased in patients who have indwelling urinary catheters.
Treatment of asymptomatic bacteriuria in this population does not prevent systemic infection, improve
urinary function, or enhance survival. Treatment of asymptomatic bacteriuria is a known reason for the
development of increasing antibiotic resistance, unwanted side effects (e.g., clostridium difficile
infection) and increased healthcare costs. Older patients without signs or symptoms of a urinary tract
infection (UTI) should not have a screening urinalysis performed (Nicolle et al., 2005; Fekete & Hooton,
2015).
It is often difficult to determine when patients with dementia are experiencing symptoms of a urinary
tract infection. It is well known that UTIs can lead to nonspecific behavioral symptoms (commonly from
the development of delirium or discomfort) in patients with dementia. Unfortunately, universally
accepted criteria for diagnosing a UTI and differentiating it from asymptomatic bacteriuria in this
population do not exist. There are a number of guidelines, all of which include the presence of fever and
symptoms specific to the urinary system (dysuria, urgency, frequency, suprapubic pain, etc.); however,
none have been validated. At the least, to diagnose a UTI you should have bacteria plus pyuria on
culture as well as fever. Acute dysuria can be adequate to suspect a UTI, even without fever, but is often
difficult to evaluate in a patient with advanced dementia. Fever and localized urinary symptoms should
generally be the initial trigger for UTI evaluation. Challenges are that fever response may be reduced or
absent in this population and symptoms can sometimes be non‐specific (Rowe & Juthani‐Mehta, 2013;
Mitchell, 2015). According to the Infectious Disease Society of America guidelines, a laboratory
evaluation for suspected UTI should at minimum include urinalysis with measurement of leukocyte
esterase and nitrate level using a dipstick and a microscopic evaluation of white blood cells. A urinary
dipstick negative for leukocyte esterase and nitrites has a negative predictive value of 100%, so no
further evaluation for UTI is necessary if the test is negative. A positive dipstick can be followed up with
a culture, which if positive can indicate a UTI if it is accompanied by symptoms (High et al., 2009; Rowe
& Juthani‐Mehta, 2013). If there are not urinary symptoms (e.g., dysuria) it is advisable to wait for
sensitivity results before initiating antibiotics in order to decrease the incidence of antibiotic resistance.
Nonspecific behavioral symptoms in an older patient with dementia may be due to normal fluctuations
of the dementia and responses to unmet needs (hunger, wet briefs, over‐stimulation, etc.) or possibly
delirium. It can be helpful to evaluate for other causes of delirium such as constipation, initiation of a
new medication, untreated pain, and dehydration, to name a few, before checking a urinalysis.
Prevention strategies can also be utilized. These include: adequate oral hydration, good perineal
hygiene, intravaginal estrogen replacement therapy, cranberry juice, avoiding unnecessary indwelling
catheters, and the use of antibiotic‐coated catheters when they are needed.
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Family, Direct Care Provider, and Support-Related Questions
Question: What options should be considered for someone coping with the loss of a loved one, either
in terms of the sense of loss from the person’s dementia-related decline or due to death?
Michelle Weckmann, MS, MD
Last updated August 8, 2015
Answer:
Grief is common in friends, family members, and caregivers of persons with dementia. In dementia, grief
is typically compounded by the fact that there often are a series of losses (e.g., loss of the ability to
drive, loss of memories, loss of ability to perform basic cares, loss of the ability to interact, talk, and
smile) before death occurs. This is often called anticipatory grief, which is described as the pain of losing
a loved one, felt in advance of the patient's death. In addition, caregivers of patients with dementia
often feel "ambiguous loss" which is the discordant feeling that comes from interacting with the patient
while she is physically alive but no longer seems present socially or psychologically, and may have
forgotten many shared experiences upon which the relationship was built. It is important to normalize
the grief and the feelings (denial, anger, guilt, sadness, acceptance) which it evokes. Give people the
permission to talk about and experience their feelings and allow them to grieve at their own pace, but
be on the lookout for grief that is so intense that it threatens their well-being. In general,
recommendations to decrease isolation and increase socialization are helpful. These include:




Encouraging them to talk with someone. This can be a friend, spiritual advisor, or therapist.
Encouraging them to engage in social activities, such as going out with friends.
Encouraging them to join a support group. This can be a group that meets in-person or online.
Online support groups may be a particularly good option for those in rural settings who may lack
access to in-person support groups in their communities.

It is common for caregivers to initially experience stress relief and sometimes a more generalized sense
of relief once the person with dementia dies. This can elicit feelings of guilt in some caregivers, but they
can be reassured that mixed emotions about the death are normal. They often stem from recognizing
that the person with dementia’s quality of life was less than optimal toward the end of life and any
suffering they may have been experiencing has ended, though simply being relieved of heavy caregiving
burdens can also play a role. For many, the symptoms of depression and grief decline rapidly after the
death and return to near normal levels within a year. However, approximately 10-20% continue to
experience high levels of stress and psychiatric problems (including complicated grief) after the death.
Complicated grief is a form of grief characterized by intense yearning and longing for the person who
has died, recurrent intrusive and distressing thoughts, difficulty concentrating, an inability to move
beyond the acute state of mourning, and an inability to form other interpersonal relationships and
engage in potentially rewarding activities. There are brief screening tools available to help determine if
someone is experiencing normal grief, complicated grief, or depression. If you do believe that
complicated grief is a problem it is important to refer the person for specialized care. Psychotherapy can
help, and antidepressant treatment is an option if the symptoms warrant it. Without appropriate
treatment, the symptoms can last for years.
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The following online resources may be helpful:


Ambiguous Loss and Grief in Dementia: a resource for individuals and families from the
Alzheimer's Society of Canada. http://www.alzheimer.ca/~/media/Files/national/Core-litbrochures/ambiguous_loss_family_e.pdf



The Post-Bereavement Phenomenology Inventory (PBPI): a tool to differentiate complicated
grief from depression. http://www.psychiatrictimes.com/after-bereavement-it%E2%80%9Cnormal-grief%E2%80%9D-or-major-depression



Brief Grief Questionnaire (Fast Fact #254): https://www.capc.org/fast-facts/254-complicatedgrief/
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Question: What approaches are recommended for taking car keys away from an individual who
should no longer drive due to dementia?
Susan K. Schultz, MD
Last updated August 6, 2015
Answer:
The issue of driving often creates a significant degree of distress between patients with cognitive decline
and their caregivers and family. This distress is most often incurred when caregivers attempt to achieve
a consensus with a patient that it is a good idea to stop driving. Unfortunately, dementia is most often
accompanied by a lack of insight which prevents the patients from agreeing with the decision to stop
driving. When a patient is not able to recognize his/her deficits in driving skills, they perceive that they
are being unnecessarily punished and the loss of independence afforded by driving is very emotionally
upsetting. To avoid family conflicts it is typically preferable to have the physician make the
recommendations directly to the patient in a compassionate way that respects the emotional distress
that the recommendation may incur.
If there are continued concerns about non-compliance with the recommendation not to drive, then the
clinician may notify the Department of Transportation (DOT) to recommend that an assessment should
be completed by them. Additionally, any concerned individual may notify the DOT in some locales. In
the State of Iowa, concerned individuals may notify the Iowa DOT as noted here: The Iowa Department
of Transportation at http://www.iowadot.gov/mvd/driverslicense/Driver%20Fitness_WEB.pdf.These
measures are useful so that family is not placed in a distressful position and, ideally, compliance with the
instructions may be achieved. Unfortunately, it is often necessary for the patient’s family or caregivers
to simply remove the keys or make the car inaccessible to avoid adverse outcomes. The car might also
be disabled by removing the battery. The non-functioning vehicle might be poorly understood by the
patient and lead to further distress in some cases, such that removing the car altogether is a better
option so it is not there for the patient to see and think about. As dementia advances, many patients
simply cannot understand why they cannot drive and it is typically not reasonable for them to be
expected to comply. In these cases there is often no ideal solution other than to remove the option and
provide reassurance and support to manage the distress. Creating a positive environment by
emphasizing the social benefits of sharing rides may be helpful.
The issue of driving is further complicated because some individuals in the early phases of dementia
may be able to drive safely, though inevitably it will become unsafe for them to drive as the disease
progresses. This means a time will come when driving will need to stop, but it is not necessarily right at
the time of diagnosis – this creates a situation in which driving needs to be monitored and warning signs
noted to determine when driving can no longer be considered safe. Resources have been developed for
family members to better understand the issues around driving decisions for patients with dementia.
“At the Crossroads: Caregiving, Dementia and the Driving Decision,” a resource from Boston University
and collaborators, includes warning signs that suggest it is time for a person with dementia to stop
driving. Among other things, it also includes resources to help family members or caregivers plan to help
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reduce the negative impact of the individual no longer being able to drive and ensure that their needs
are met.
The following resources are recommended for more information.

“At the Crossroads: Caregiving, Dementia and the Driving Decision”, available at:
http://www.bu.edu/alzresearch/files/pdf/AtTheCrossroads_Brochure_0009.pdf

Driving and dementia resource list from Boston University, available at:
http://www.bu.edu/alzresearch/education-resources/families/driving_and_dementia/

The Alzheimer’s Association Dementia and Driving Resource Center, available at:
http://www.alz.org/care/alzheimers-dementia-and-driving.asp

“The Physicians Guide to Assessing and Counseling Older Drivers,” from the American Medical
Association, available at: https://www.disability.gov/resource/physicians-guide-to-assessing-counselingolder-drivers/
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Question: What approaches are recommended for accessing in-home services for people with
dementia in rural settings, and what services are expected to be available?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Rural communities routinely have less population and fewer services, but there is still considerable
variation from place to place. At the present time, there are no “set” services that are universally
available in either urban or rural communities. Learning what kind of in-home services may be available
in the local community often starts with an online or telephone search, using a few main resources.
Often, finding one agency that is knowledgeable about dementia care will lead to finding others. We
highly suggest using a computer search engine, like Google, to locate resources that are available in your
community. Many community libraries offer this service.
Alzheimer’s Association. An important resource is the Alzheimer’s Association which is easily located at
http://www.alz.org/ and has a link called “In My Area” on the home page. This link provides information
about chapters nationwide. The website also provides information about in-home services for
caregivers. Or call the toll-free number (800-272-3900) for referral to your local chapter for information
and resources. Recommendations for finding in-home care made by the Alzheimer’s Association include
(a) talking to the primary care doctor about possible services, including home health providers that may
be available locally; (b) using Medicare’s online tool called Home Health Compare to find resources and
check quality ratings; (c) using their Community Resource Finder to locate home health services; (d)
calling your local chapter for information; (e) using the Eldercare Locater service (toll-free at 800-6771116 or online at the Eldercare Locator Online Tool) to search for services by zip code, city or state; and
(f) asking friends, family and neighbors for about their experiences. Read more:
http://www.alz.org/care/alzheimers-dementia-in-home-health.asp#ixzz3eO0ofIvv
Area Agency on Aging (AAA). Dementia-related in-home services may be available directly through the
local AAA or their assessment and referral network. AAAs are supported with federal funds that are
channeled through a state department on aging, and are consistently available throughout the nation
and in rural communities. An online search using “area agency on aging” should produce a variety of
resources from which to choose, including the link to the state department of aging and, in turn, links to
local resources. Be aware that advertisements may be the first resources listed, so read down and look
for links that end in “gov.” In Iowa, the link is https://www.iowaaging.gov/. A good starting point is to
read about Case Management under the Programs tab. Case managers routinely provide in-home
assessments and referrals to other agencies, and can be very helpful in arranging in-home care. Calling
the toll-free number (800-677-1116) is another option for finding assistance.
Additional aging services. Many rural communities are served by aging programs and supportive services
that are located in a nearby county that has a larger population, or a city with health services like a
hospital. Some additional ideas for finding services and support including looking for (a) aging service
agencies, (b) senior centers, (c) home health or visiting nurse programs, and (d) adult day health
programs that may help with information and referral to dementia-specific care. Another option is to
explore private programs, like Home Instead Senior Care (https://www.homeinstead.com/).
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Question: How do I help family members understand the difference between delirium and dementia,
e.g., in a patient who experienced delirium and now the family thinks the patient has dementia?
Michelle Weckmann, MS, MD
Last updated August 8, 2015
Answer:
Delirium and dementia are two causes of confusion in older adults. Delirium is an acute state that
requires immediate attention, while dementia is a more permanent and irreversible disease. It can be
difficult to tell the difference between dementia and delirium. Both can cause changes in attention,
concentration, memory, and mood. But there are important (if sometimes subtle) differences (Meagher
et al., 2010).
Delirium
Acute onset
Identifiable time of onset
Identifiable (and treatable) cause, e.g., infection,
mediation, pain, constipation, etc.
Typically reversible
Attention impaired
Varying levels of consciousness
Impact on memory varies
Typically cause immediate and intense distress
for the patient and caregivers
Medical emergency

Dementia
Slow, gradual onset
Onset time not clear, often note changes over
months
Chronic disorder without underlying cause
Progressive and not reversible
Attention intact until late stages
No effect on consciousness until late stages
Loss of memory, especially for recent events
Distress builds over time as the disease
progresses
Medical attention required but not urgent

Before diagnosing dementia, delirium must be ruled out because the treatment and outcomes are
different. When delirium is recognized and treated promptly, patients have improved long-term
outcomes. To add to the confusion, persons with delirium often show evidence of a permanent
decrease in cognition after the delirium has resolved, but this is variable. In some cases, it is as if the
delirium has unmasked an underlying (previously subthreshold) dementia. We also know that once a
person has experienced delirium the risk of subsequent episodes increases. Additionally, both
conditions can occur simultaneously. Cognitive impairment is one of the strongest risk factors for
developing delirium. When any individual, especially an elderly individual with a recent hospitalization,
pre-existing dementia, previous delirium, or multiple chronic health issues demonstrates any change in
cognition (including mild disorientation), they must be evaluated for delirium (Inouye et al., 2006; Fong
et al., 2015).
Family members who interact regularly with a patient can be important informants to aid in the
diagnosis of delirium or dementia. They may be able to help characterize the onset and time course of
any cognitive or functional deficits that are observed at a point in time. This can help establish whether
any deficits are acute or long-term. However, in some cases they may not understand dementia,
delirium, and their differences. The same may be true for health care providers. We have heard of cases
in which a delirious patient was misdiagnosed as having dementia. Family members were reluctant to
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trust the primary care providers when told that the cognitive impairment was transient and their loved
one was no longer impaired. This is in contrast to the usual under-diagnosis of both delirium and
dementia, but poses its own set of challenges. Family members may try to activate a durable power of
attorney or get guardianship, or take other steps that inappropriately take autonomy from a patient
who is functional and has independent decision-making capacity, based only on the cognitive deficits
that were observed during an episode of delirium.
The first course of action should be to establish that the patient does not have significant residual
cognitive impairment through brief objective cognitive testing. Additionally, the patient and family can
be interviewed about specific observations of cognitive and functional status both before and after the
delirium episode. If no significant impairment is identified, the family should be educated on the
differences between delirium and dementia, stressing that delirium is transient and very common
among those with severe acute illness, occurring in some one in five hospitalized older adults.
Assurances can be made that continued periodic monitoring can be done to identify any meaningful
changes in cognitive and functional status that might arise in the future. “Delirium: A Guide for Families”
is a resource that can assist with education of family members about delirium. This is available for
download from the Iowa Geriatric Education Center’s website, in both English and Spanish versions.
http://www.healthcare.uiowa.edu/IGEC/publications/collaborative
If the family remains concerned or unconvinced and the patient is agreeable, a more comprehensive
evaluation by a clinical neuropsychologist could be considered. However, if the primary care provider
believes the patient has independent decision-making capacity, this is the patient’s choice. There is no
obligation to do this testing for the reassurance of the family, though it may be necessary for legal
purposes if the family continues to seek activation of durable power of attorney or guardianship.
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Question: How can I work with a family who is in denial that their loved one has dementia?
Ryan Carnahan, PharmD, MS, BCPP
Last updated June 25, 2015
Answer:
A diagnosis of dementia can be a shock to patients and family members. In some cases family members
or loved ones notice the symptoms and have to convince the person with dementia to get an evaluation,
since insight can be compromised in dementia. However, in other cases the family is unwilling to accept
that their loved one has dementia. This is problematic because it prevents advanced planning, keeps the
individual from getting care and resources that might help them, and may compromise the safety of the
individual with dementia and possibly others.
A number of factors may contribute to a family’s denial of a dementia diagnosis, even when they are
informed of the diagnosis by a physician or other health care provider. Denial is often part of the
grieving process. Grief is natural when facing the prospect of an incurable terminal illness that can
involve a prolonged course of loss of independence and function, whether in oneself or a loved one.
Family may fear the caregiving that will be required and may also have fears about their own risk of
getting dementia. These fears may also contribute to denial. Adult children may also be uncomfortable
with the role change from “child” to caregiver. Spouses may not want to acknowledge their loved one’s
diagnosis for a number of reasons, including fear of the future, fear of loss, and out of respect for their
spouse. In cases where family members do not live nearby and see the person on a regular basis, they
may not have observed the changes going on in their loved one and the symptoms may be subtle
enough that they are not recognized in short visits or phone calls. Lack of education about dementia and
its consequences may also prevent family members from recognizing the condition.
There is no simple solution for convincing a family in denial that their loved one has dementia. In some
cases the patient and family may seek additional opinions from other healthcare providers in hopes that
they will be told the diagnosis was wrong. Seeking a second opinion such as that of a neurologist is not
unreasonable even if the diagnosis seems fairly clear to the health care provider making the diagnosis,
and may help the patient and family accept the diagnosis. In other cases the family may simply ignore
the problem, which is more concerning, particularly if the patient is in an unsafe living situation or is
engaging in unsafe behaviors given their cognitive status. It is all too common that the first formal
diagnosis of dementia is not made until there is a catastrophic event, such as the person with dementia
wandering outside in the cold and getting frostbite because of inadequate clothing, or causing a motor
vehicle crash. A related problem is that health care providers sometimes do not inform the patient of
their diagnosis even when they recognize it, perhaps because they feel helpless to intervene or do not
want to break the news to the patient. This leads to similar problems with poor planning and
compromised safety.
Though guidance on dealing with this issue is limited, a number of responses to a family’s denial of a
diagnosis may be helpful. Education is one. The Alzheimer’s Association produces many resources to
help people understand the diagnosis and its implications. Reviewing a list of common signs and
symptoms may help family members recognize these symptoms in their loved one. Sharing the results of
objective cognitive tests may also help. It may also be important to help the family understand that,
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while there is no cure, a diagnosis can help their loved one access resources and otherwise help in care
planning and making other plans for the future. Better cognitive capacity earlier in the illness may
contribute to the person with dementia playing a larger role in making decisions about the future, which
can help maintain their feelings of dignity and autonomy. The diagnosis is difficult to accept, but
acceptance of the diagnosis is in the best interest of their loved one.
If some family members are convinced of the dementia diagnosis while others are not, those family
members who are more aware of the symptoms that have led to the diagnosis can work with the health
care provider to explain the situation to others. This may help the other family members accept the
diagnosis.
If the person’s dementia has progressed to the point that safety is clearly compromised, and the family
is still in denial and unwilling to intervene, it may be necessary to contact Adult Protective Services or a
similar agency that serves the patient’s community to do an assessment. The extent to which they can
intervene varies depending on local laws, but in some cases their assessment may help facilitate a court
order that can help ensure that the person with dementia gets the level of care that is needed to help
keep them safe.
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Question: What is recommended when a patient is no longer safe to live alone but refuses to move
into a supervised setting?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
The tension between assuring safety and respecting an older adult’s autonomy and independence is
perhaps one of the most difficult issues faced by family and formal caregivers. An important starting
point is to ask several questions of yourself and others related to the issues of safety. How is the person
unsafe? In what respect(s)? Are they mentally able to negotiate their surroundings, but physically
impaired? Or are they so cognitively impaired that they are unable to distinguish important from
unimportant activities in a way that puts them at risk for injury? Who is most concerned about
maintaining the person’s safety, and WHY?
The point is to establish a clear picture of concerns related to safety so that (a) protective devices,
services, and home adaptations can be undertaken to reduce identified risks of injury or loss of health;
(b) worried family members who may wish to “protect” the older person at the risk of imposing
unwanted changes and restrictions to the individual’s lifestyle can be supported and reassured that
autonomy should, in most cases, be respected; and (c) legal steps can be taken if, indeed, the person is a
clear and present danger to him/herself. The last issue, using legal methods to force the person to move
against their will, should be reserved for only the most severely impaired individuals.
The most important step is gaining a clear understanding of what the real problem(s) are, who has the
problem(s), and what additional steps are needed to best assure positive outcomes for the older person.
There is considerable and growing concern that “protecting” older adults imposes a cost to their dignity
and self-esteem that is far more injurious to them than the risks providers may seek to reduce (see:
Teresa Harvath, PhD, RN, “Safety vs. Autonomy in Elders: What if Maslow was wrong?”, Pioneer
Network webinar). Taking time to examine all issues and opportunities is critically important. This
includes taking time to discuss issues and concerns with the older person, trying to understand the
issues from his/her perspective, and providing information about potential positive aspects of relocation
that might allow the person to decide on his/her own behalf.
If “forced” relocation is necessary, legal decision-making power (i.e., durable power of attorney for
health decisions, guardianship) OR mental health commitment procedures will likely be required.
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Question: How can nursing facilities engage direct care staff and family members in decisions about
care?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Involvement of family and staff caregivers in decisions related to daily care of older adults in long-term
care settings is often critical to assuring quality of life and care. There are several important ways to
assure that family and staff caregivers have input on the older person’s preferences for personal care,
activities and recreation, socialization, and health maintenance, including medication regimens,
nutrition, and exercise.
An important starting point is to identify which staff and family are most knowledgeable about the
resident and his/her preferences for care. Direct assessment with the older person her/himself is highly
recommended (and also is in keeping with direct assessment methods required by the Centers for
Medicaid and Medicare [CMS] for the Minimum Data Set 3.0).
Most care facilities offer care conferences on a scheduled basis. These conferences provide important
opportunities for family members and staff care providers (including certified nursing assistants who
provide the bulk of daily care, along with nursing, dietary, social service, and activity personnel) to talk
directly with the resident about care preferences and decisions.
On a day-to-day basis, facilities may create a culture of shared responsibility for resident care by
promoting discussion between daily care providers and supportive staff (e.g., nursing assistants,
housekeepers, dietary personnel, maintenance staff) and nurse leaders about their observations and
conversations with residents. This important exchange of information may directly impact care decisions
or lead to additional assessments of needs/preferences to facilitate care decisions. Similarly, discussions
with family members can enhance understanding of long-standing traits and preferences that may guide
daily care and health-related decisions. In short, open and frequent communication among individuals
who know the older person well, and who each have important “pieces” of information about wishes,
preferences, and needs, can contribute to making optimal decisions about daily care and health.
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Question: How can leaders help staff distinguish between dementia behaviors that are “normal”
(don’t require intervention) and those that should be addressed?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
The behavioral and psychological symptoms that accompany dementia vary widely in the type, intensity,
and duration, and also the impact of the behavior on the person and other’s around her/him. The
Antecedent-Behavior-Consequence (ABC) model of understanding and addressing behavioral symptoms
in dementia suggests that we start by describing the behavior.
The key to decision-making is to describe the problematic behavior and decide: Who really has the
problem?











What is the real concern?
What is the resident doing? Where is it happening?
How often does it happen?
How long does it last?
Does it seem to get worse over time?
Who is it really a problem for? the resident? the family? or the staff?
Is the behavior SAFE? Or is it dangerous?
Are your expectations realistic?
Are the RESIDENT'S or FAMILY'S expectations realistic?
Are staff providers (or the family, or their roommate, or whoever) wanting MORE from the
resident than is practical, given their limitations?

The main point is that many behaviors in dementia are more upsetting to family and staff caregivers
than they are to the person with dementia. Misbeliefs about time, place, person, or past events may not
be troubling to the person with dementia – but can cause distress and discomfort for family or staff.
Taking time to understand the behavior from the person with dementia’s perception is key.
It is not realistic to expect that a person will conform to all social niceties that others might see as
correct behavior, whether that person has dementia or not. A nursing facility is home for residents and
their longstanding characteristics and behaviors cannot be expected to change upon admission, e.g., a
person who has always used swear words can be expected to continue to do so. Individuals with
dementia may lose some of their inhibitions as well, and probably will not remember requests to behave
in a certain way. If others are not comfortable with a behavior but it really poses no risk to anyone and
does not compromise the rights of others, the strongest approach is to redirect/remove those who are
uncomfortable rather than trying to alter the behavior of the person with dementia.
In summary, if the behavior or misbelief is not troubling to the person with dementia, confronting or
correcting the person with our “reality” is not helpful. However, if the person with dementia appears
distressed, as evidenced by their behaviors, appearance or statements, or if the behavior poses a risk to
the safety of others, then intervention is indicated. The comfort and well-being of persons with
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dementia should always guide when interventions are directed toward THEM, and when interventions
should be directed to OTHERS in their environment.
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Question: How can I get my staff to apply dementia training ideas in daily care?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Translating ideas that are presented during training into understandable and “doable” practices often
requires a multi-modal approach that involves application activities, demonstration, support and/or
assistance to gain needed skills, and monitoring to assure strategies are being used consistently and
appropriately. Training a leader in the organization to conduct training (train-the-trainer) promotes ongoing support, assistance, and reinforcement that is not available by “one-time” training, either in
person or via computer. “Internal experts,” nurses who are trained to train staff AND support them to
apply the concepts in daily practice, are associated with superior outcomes (Grabowski et al 2010).
Similarly, activity-based learning, as opposed to lecture, is highly recommended. Learning by “doing”
may involve a variety of activities.
Case-based learning involves applying training ideas to a specific resident by a small group of learners
who have complimentary and shared responsibility of the person’s daily care. For example, nursing
assistants, nurses, activity staff and/or dietary personnel may form “teams” based on the nature of the
application exercise. The goal is for each person to help apply the care approaches recommended in
training to the daily care of the person in a “care planning” discussion that is part of the training. Having
a set of discussion questions to guide the case application helps the team stay on target. Access to an
“expert” (the trainer or other staff who are knowledgeable about the topic) that clarifies, questions, or
explains ideas is essential. The care ideas generated in discussion are then implemented by that group,
evaluated, revised as needed, and then “taught” to other providers so that everyone uses the same
approaches. This process takes several weeks of meetings and repeated discussion that requires
commitment by leaders and staff, but reinforces use in practice.
Buddy systems, in which an experienced or skillful provider is paired with a less skillful staff member,
may also be useful in helping staff gain skills. This pairing creates opportunities to observe, discuss, and
try out new approaches with the support and assistance.
Behavior teams that are composed of 5 to 8 staff representing different shifts and disciplines are
another way to translate training ideas into daily practice. Team members are selected based on their
being an “opinion leader” for their shift, a person who is respected and has an influence on how other
staff think about and perform their duties. Teams are “charged” with solving behavioral problems for
specific residents using techniques provided in training. The process follows the sample principles as
case-based learning (brain-storming, access to an “expert”, development of a plan that is implemented,
evaluated, revised, taught to others) but addresses identified needs in “real time.” This approach has
been associated with “ownership” of the care techniques used by providers that facilitates on-going use.
Leadership support is essential, no matter what method is used. Having time to observe problems, try
new interventions, discuss outcomes and opportunities, and consider options must be valued and
supported by the organization.
References:
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Managing Specific Types of Behavioral or Caregiving Issues
Question: What strategies can I use to prevent disruption of group activities by a resident with
dementia who consistently has behavioral problems and insists on coming to large group activities?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Using the Need-Driven Dementia Compromised Behavior (NDB) model is often useful in problem-solving
what behaviors might mean, and how to adjust care to reduce the risk of them occurring. In the NDB
model, relatively stable background factors like long-standing personality, habits, and experiences, and
the person’s cognitive status (that is, how progressed they are in their dementia) combine with
fluctuating environmental factors. Better understanding both sides of the interaction, background
factors, and environmental factors allows staff to make adjustments that may reduce the problem
behavior. Start by examining what the person’s lifelong characteristics have been, and what unmet
needs may exist related to usual habits and needs. For example, the person who intrudes on large
groups may be highly social, and desire a role in directing things, but is unable to perform and thus is
viewed as disruptive. Knowing the individual's cognitive level (what can she do based on her level of
impairment?), and conducting an activity assessment with the person and her family (what has she
enjoyed doing in the past?) can help with planning care so that she is engaged in activities that are
meaningful to her, and thus is less likely to try to join the large group activities.
Environmental factors may also be influential. For example, sensory impairment may interfere with her
seeing and hearing the activity and lead to “inappropriate” responses based on misperception. That is,
does the person have appropriate and functioning corrective devices (glasses, hearing aid)? Additional
adaptations can be based on the person’s interests and abilities. Developing a “tailored” (individualized)
activity program is an important starting point – one that can include activities that coincide with large
group activities and thus distract the person from attending. Individual, one-to-one, and small group are
generally more understandable, and hence enjoyable, to persons with dementia. A wide variety of
alternatives are possible, such as individualized music, exercise, and other ideas that are discussed in the
Algorithm for Treating Behavioral and Psychological Symptoms of Dementia and supportive materials.
The main goal is to distract the person from large group activities by substituting other enjoyable
activities.
Interventions for "crisis" moments include apologizing, using a soft/gentle tone of voice and approach,
followed by distraction to another activity. If the person voluntarily leaves an activity, following her and
offering another activity to distract and engage her may reduce the risk that she returns to the large
group and escalates into more negative behaviors. In turn, having enjoyable activities readily available
to use for distraction is important. In summary, there is no one right approach for reducing behavioral
symptoms. However, careful consideration of underlying causes and unmet needs, whether based on
stable background factors like personality or environmental issues, can lead to individualized
interventions to reduce problematic behaviors.
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Question: What approaches are most successful to reduce wandering into other residents' rooms
(and causing the other person distress)?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Individuals who wander in and out of other people’s room are often best understood as “searching” or
“seeking” something that they need or want. The goal is to consider what unmet need might be
triggering their searching behaviors, and then work to meet the need before (preferably) or soon after
the behavior begins.
There are several possible underlying causes of wandering into another person’s room. In many cases,
boredom caused by lack of other meaningful activities leads to “recreational wandering” – meaning that
the activity is simply a way to entertain the person. In other cases, wandering is a form of exercise – the
person is “out for a walk” that happens to include going into another person’s room. Other common
underlying causes include searching for food or something to drink, needing to use the toilet, loneliness
or seeking companionship, attempts to enact some lifelong habit, like getting the mail or doing some
other chore, or some misbelief that triggers searching (e.g., trying to find “the children”).
Interventions to reduce and avoid “intrusion” into other people’s rooms should be based on the unmet
need. That isn’t always easy to discover; problem-solving includes careful consideration of when the
behavior occurs (time of day), what specifically the person is doing or saying (e.g., searching for what?),
what precedes the behavior (e.g., didn’t get breakfast and is hungry; nothing going on and is bored; too
much noise/confusion and is trying to escape chaos); and lifelong habits that might explain the behavior
(e.g., always folded clothes in the afternoon and is looking for the basket; exercised by doing farm
chores in early morning/late afternoon).
A strong first step is to assume the activity is driven by boredom, and devise ways to help engage the
person in meaningful activities to reduce the risk that they enter other peoples’ room. Individualized
activities that are tailored to the person are often helpful, such as ideas from the Simple Pleasures
website
(http://www.health.ny.gov/diseases/conditions/dementia/edge/interventions/simple/index.htm).
Other interventions involve adding interesting things to touch, explore, or enjoy in the hallways, such as
textured hangings that can be explored by residents and sitting areas that are specially designed to
invite them to do something else (e.g., aroma therapy, textures, colorful books). Early morning walking
“clubs” have also been used successfully to meet exercise needs that, in turn, reduce the risks of
wandering later in the day. Signs may also be useful (e.g., stop sign, bathroom or food symbols) for
helping to direct way-finding. For example, placing a stop sign at the doorways of the rooms of other
residents who feel intruded upon may cause the wandering resident to move on. If the person is prone
to wandering through doors or into elevators where they are not supposed to go, a black mat in front of
that entrance can sometimes be helpful. People with dementia sometimes perceive the mat as a hole
that they do not want to step into and so will not cross it.
The final set of interventions involves gentle redirection of the person who is “intruding” and
reassurance and calming of the person whose room has been entered. Staying calm, reassuring, and
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approaching the problems like it is just a “mistake” that is easily resolved reduces the risk of escalation
into a bigger problem (e.g., person with dementia becomes more agitated when yelled at or corrected).
Many times, the person who has been “intruded upon” is more upset than the person with dementia.
Thus, a team approach is suggested so that the needs of both the person with dementia and the room
occupant are both met.
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Question: What approaches are most successful for bathing persons with dementia?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Resistance to bathing has been the topic of several excellent research programs over the years that have
been translated into books and training materials on the topic. The pioneering work called "Bathing
without a Battle" continues to be a highly effective approach that is readily available at the website:
http://bathingwithoutabattle.unc.edu/. This site provides both specific ideas about bathing approaches
and sells a training DVD to conduct staff education events.
In short, behavioral symptoms are most likely to emerge in a person with dementia during the provision
of personal cares like bathing. A combination of stressors, from feeling one’s privacy has been invaded
to being too cold, increases the likelihood that person with dementia will “resist,” if not flatly refuse, to
bathe. Understanding the experience from the person’s perspective and adjusting routines to best use
the person’s retained abilities is critical to success.
The “Three F’s of Bathing,” (1) Function: Why do we bathe? (2) Frequency: How often is necessary? and
(3) Form: What style best suits this person? provides an important framework (Hoeffer et al., 1997). All
should be considered in planning resident care. In too many cases, the mandate to “bathe twice a week”
is not considered in the framework of individualized needs that might suggest a “sponge bath” at the
sink is just as effective as “immersion” in the tub.
Individualized approaches demand that the caregiver focus on the person during bathing, not the task.
Knowing the person’s bathing history (e.g., what did they do when they were still at home?) and
personal preferences is critically important. Changing our approaches includes using distraction,
encouragement, explanations, choices, feedback, and reasons for the need to bathe. For example:
•
•
•
•
•
•
•
•
•
•

Proceeding in a calm, personal, gentle manner;
Being unhurried and monitoring how the person is responding;
Distracting the person with something interesting to her, such as conversation, reminiscence,
or singing;
Providing a reason for bathing, like going to breakfast or being ready for church;
Breaking the task into steps that are explained as they are done;
Encouraging the person to do as much as she can for herself;
Praising how well she is doing, how nice she looks, how good she smells;
Monitoring facial expressions and body language for signs of distress;
Asking about comfort (e.g., Are you warm enough?);
Apologizing if needed (e.g., I’m sorry; I’ll be more careful).

Changing routines, in terms of when, what type, by whom, and how often residents are bathed is also
important. For example,
•
•

Bathing in the room using a bed or towel bath may be less stressful;
Using non-rinse soap or shampoo;
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•
•
•
•
•
•
•
•
•
•
•

Bathing the person at the time of day that is consistent with their past history;
Addressing privacy/comfort issues at all times (e.g., time being cold, wet, nude);
Keeping the person covered before, during, and after bathing;
Playing music or using aroma therapy to promote a sense of comfort;
Washing hair last or on a different day (at the beauty/barbershop);
Offering a washcloth to cover eyes/face to reduce fear;
Maintaining room and water temperatures to promote comfort;
Assuring pain isn’t a contributing factor (e.g., give analgesic ahead of time);
Attending to nail or skin problems that may cause discomfort;
Patting dry vs. rubbing;
Making the bathing area a home- or spa-like environment instead of one with an institutional
feel.

In summary, staff caregivers can greatly reduce the risk of distress during bathing by thinking ahead of
time about the person, their preferences and longstanding history, and modifying the bathing
environment, routines, and personal care approaches that are used.
Reference:
Hoeffer B, Rader J, McKenzie D, Lavelle M, Stewart B. Reducing aggressive behavior during bathing
cognitively impaired nursing home residents. J Gerontol Nurs 1997;23:16-23.
http://www.ncbi.nlm.nih.gov/pubmed/9180505
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Question: What strategies are recommended for preventing falls in people with dementia or
delirium?
Jeff Reist, PharmD, BCPP; Marianne Smith, PhD, RN
Last updated August 23, 2015
Answer:
While there is some evidence evaluating fall risk and prevention strategies in in the older population in
general (Robertson and Gillespie, 2013), there is limited evidence looking at specific strategies to
prevent or reduce the risk of falls in people with dementia or delirium that is useful in planning care. Of
note, people with dementia or delirium often have additional risk factors which put them at an
increased risk for falls. One of the foremost concerns is that older people with cognitive impairment are
unlikely to “remember” what they have been told about asking for assistance, using their walker or
canes, or routinely “locking” their wheelchair wheels before standing to transfer. In turn, increased
vigilance and monitoring by staff is essential. As with other challenging behaviors, understanding the
why, when, where, and how of the problem is the first step. Because falls are often associated with
attempts to “go somewhere,” recommendations related to wandering, pacing, and elopement also
apply here.
Although little work has been directed specifically to persons with dementia, this group shares many of
the same risk factors for falls with the non-cognitively impaired geriatric population. Thus, fall reduction
strategies that are used in the general older adult population may be applied and/or adapted for use.
Preventing falls is an important public health issue that is being addressed with evidence-based
programs in Iowa and elsewhere (https://www.iowaaging.gov/healthy-lifestyles/falls-prevention).
General principles of care that are widely recommended for reducing falls include:
•

Using activities to engage/distract the person to avoid attempts to “explore their environment”
due to boredom that puts them at risk for falling;

•

Placing the person in a high traffic area that promotes their "entertainment" and monitoring by
staff;

•

Encouraging exercise as part of their activity program if appropriate, including regular
o

Strengthening exercises,

o

Balance exercises,

o

Use of rehab aids to help the person walk, and

o

Walking clubs to meet exercise needs;

•

Using a bean bag chair (as long as that is not considered a restraint);

•

Adjusting the physical environment to reduce risk of injury with falls; and
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•

Exploring sensor technologies to enhance monitoring (e.g., motion detection that alerts staff
without an alarm; avoiding alarms due to lack of evidence and risk of startling the person in a
way that causes more problems).

Fall Risk in Dementia
Older adults with dementia have fall rates that are 2-3 times that of older adults without cognitive
impairment (Eriksson et al., 2009). An observational study by Kosse et al (2015) examined fall rate and
the relationship between patient characteristics and fall rate in long-term care residents with dementia.
In this study, they found that 85% of the subjects fell one or more times, falls had serious consequences,
falls were most often unwitnessed, and occurred in the bedroom and living room most frequently. They
also found that mobility impairments, measures of disinhibited behavior, diabetes, and use of
analgesics, beta blockers and psychotropic drugs were most strongly associated with higher rates of
falls.
Review of Evidence: General Geriatric Population
In 2012, The Cochrane Collaboration published a review of the evidence from 159 randomized
controlled trials testing interventions targeted at reduction of fall risk in older people living in the
community (Gillespie et al., 2012). They also published a separate review of evidence from 60 trials
testing strategies for preventing falls in older people in care facilities and hospitals (Cameron et al.,
2012). The results are summarized here by intervention.
Exercise Programs
Exercise programs are varied and include strengthening, balance, Tai Chi, group and individual training.
In community-dwelling older adults, participants randomized to groups and home-based exercise
programs with a variety of components, including resistance training, had a reduced rate of falls
compared to control groups (resistance training rate ratio 0.71, 95% CI, 0.63-0.82 and balance training
rate ratio 0.68, 95% CI, 0.58-0.80).
In institutionalized older adults, exercise interventions were inconsistent in reducing falls (rate ratio
1.03, 95% CI 0.81-1.31). Additional ad hoc analysis of these data suggested that exercise might reduce
falls in people in intermediate level facilities while increasing falls in higher level of care facilities. It
could be that those with the most significant fall risk and mobility limitations could be at risk of falls
when engaging in certain types of exercise, or because of fatigue after exercise. This suggests care must
be taken when selecting patients for these interventions and in considering how strenuous the
interventions should be.
Multifactorial Interventions
Multifactorial interventions are individually targeted interventions usually requiring an interdisciplinary
team which include assessments, treatment combinations and referral processes.
In community-dwelling older adults, multifactorial interventions were associated with reduced fall rates
(rate ratio 0.76, 95% CI 0.67-0.86).
In institutionalized older adults, the use of multifactorial interventions suggested possible benefit but
was not conclusive (rate ratio 0.78, 95% CI 0.59-1.04).
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Vitamin D Supplementation
In community-dwelling older adults, supplementation with vitamin D overall was not associated with
lower fall rates (rate ratio 1.00, 95% CI 0.90-1.11); however, 2 trials demonstrated that vitamin D
supplementation for those people with lower serum vitamin D levels was associated with reduced rate
of falls (rate ratio 0.57, 95 % CI 0.37-0.89).
In institutionalized older adults, supplementation with vitamin D reduced the rate of falls (rate ratio
0.63, 95% CI 0.46-0.86).
The difference in finding for community-dwelling versus institutionalized older adults may be related to
the potential lower exposure to sunlight, hence lower serum vitamin D levels in institutionalized older
adults. Since many patients with dementia eventually reside in an institutional setting, this should be
considered when evaluating the data for vitamin D and reduction of fall rates in this population.
Reduction of Psychotropic Medications
In community-dwelling older adults, gradual reduction of psychotropic medications was associated with
lower rate of falls (rate ratio 0.34, 95% CI 0.16-.073).
In institutionalized older adults, there were inconsistent findings with respect to targeted medication
reduction.
Home Safety Assessment and Modification
In community-dwelling older adults, targeted home safety interventions were associated with a reduced
rate of falls (rate ratio 0.81, 95% CI 0.68-0.97).
This was not evaluated in institutionalized patients, but similar approaches could reasonably be applied
if they are not already part of the institutional environment. These include environmental modifications
such as eliminating trip hazards and loose rugs from floors, ensuring adequate lighting and using night
lights as needed, grab bars and nonslip mats in showers, grab bars by the toilet, and ensuring
contrasting colors between the toilet seat and the rest of the bathroom so that it is easily identified and
vision problems do not lead to falls while trying to sit down on the toilet. Other toilet modifications may
include double armrest grab bars, a soft covering on the toilet seat to prevent fracture for people who
drop quickly to the seat, and raised toilet seats if a low height causes challenges, e.g., for individuals
recovering from hip replacement or fracture. Grab bars should be of contrasting color so they are found
easily (Braun, 2010).
Balzer et al (2012) conducted a review of studies looking at fall prevention strategies in the elderly and
found similar results to the Cochrane review, with the addition of finding inconclusive evidence
supporting the use of hip protectors as a fall reduction strategy.
Multiple observational studies have shown an association between specific medications or medication
classes and falls. Hartikainen et al (2007) found that polypharmacy increases risk for falls. In the longterm care setting, the use of 5-9 medications increased fall risk 4-fold (OR 4.0; 95% CI 1.6-9) and the use
of 10 or more medications further increased fall risk (OR 5.5; 95% CI 1.9-15). In community-dwelling
older adults, the use of 4 or more medications increased fall risk (OR 1.3; 95% CI 1.0-1.7).
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Leipzig et al (1999) conducted a meta-analysis and found the following association with between
medication class and risk of one or more falls:
Any psychotropic use
Neuroleptic use
Any antidepressant use
TCA use
Sedative/hypnotic use
Any benzodiazepine use
Short-acting benzodiazepine
Long-acting benzodiazepine

OR 1.73 (1.52-1.97)
OR 1.50 (1.25-1.79)
OR 1.66 (1.41-1.95)
OR 1.51 (1.14-2.00)
OR 1.54 (1.40-1.70)
OR 1.48 (1.23-1.77)
OR 1.44 (1.09-1.90)
OR 1.32 (0.98-1.77)

Woolcott et al (2009) conducted a meta-analysis of nine medication classes and fall association including
antihypertensives, psychotropics, narcotics, and NSAIDS, and found that diuretics, sedative/hypnotics,
antipsychotics, antidepressants, benzodiazepines, and NSAIDS were associated in increased risk of one
or more falls.
Conclusion
In summary, while there is limited evidence for fall reduction strategies for people with dementia, many
of the strategies used to prevent falls in the general older population may be employed. When using this
approach, it is important to realize that the effectiveness of a given strategy may depend upon the
person’s level of care, which may be indicative of the stage of dementia.
In community-dwelling older adults, exercise training, multifactorial interventions, vitamin D
supplementation for those with low levels of vitamin D, targeted home safety interventions, as well as
reduction of poly-pharmacy have all been associated with reductions in the rate of falls.
In patients with dementia in the institutional setting, vitamin D supplementation, reduction of
polypharmacy and specifically reduction in the use of psychotropic medications, diuretics, and NSAIDS
may be associated with a reduction in the rate of falls.
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Question: What are the best strategies for reducing pacing or wandering that is based on false
beliefs? For example, wanting to go home.
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Interventions to reduce pacing and wandering in general also apply here. (See the answer to
“Approaches to reduce wandering into other residents’ rooms.”) An important starting point is to view
“wandering” as “searching” and trying to understand the unmet need that motivates the person to
pace, wander, or attempt to leave the facility (elope). Thoughtful observation of the behavior, including
time of day, antecedents or triggers that occurred before the behavior starts, and possible underlying
causes or contributing factors are all important in resolving problems. Listening carefully to what the
person is saying offers important clues about how they might best be reassured and distracted to
another activity – which is the basic underlying approach.
False beliefs, such as “wanting to go home” when the person has been permanently relocated to the
nursing facility or residential care center, may be expressed in words. They say “I want to go home,”
making clear the reason for their restlessness, pacing, or elopement attempts. Imposing our shared
reality on the person (e.g., “You can’t go home. You live here now.”) isn’t useful because the person
doesn’t believe you or understand how that could be true, persists in asking and/or arguing, and
becomes more distressed and insistent about going home.
Responding in a way to that addresses the person’s reality, often called therapeutic lying, is
recommended as an alternative to “reality orientation.” Offer a response that makes sense to the
person related to why they cannot go home just now. For example, there is to car to take them; it’s too
late in the day; we need to find the directions to get there. Then work toward understanding what they
are missing at home (e.g., "I’ve forgotten where you live… Tell me about your house… What will do
when you get there? Is there anything at home that we can do here instead?"). Reminiscing about the
“goal” of the false belief helps to identify what the unmet need is and then guide interventions to
address the issue. For example, the unmet need might not be “going home” per se, but instead the
sense of missing or longing for a person, place of comfort, sense of belonging, or doing an activity.
Distract the person to another, comfort-focused activity while you talk, such as helping you with a task,
looking at something interesting, or having refreshments like a cookie or drink. Once the unmet need is
better understood, additional interventions can be developed and used proactively.
Other misbeliefs, such as needing to go do chores, get the mail, or follow some other lifelong habit
during the course of the day is addressed in the same step-wise manner. Work to establish what
misbelief underlies the need to pace, wander, or attempt to elope. Avoid reality-based responses that
serve as “corrections” or “You are wrong” messages. Offer an explanation that makes sense to the
person in his/her reality. Attempt to further understand the core need or desire. Distract the person to
another activity while working to understand their perspective and needs. Work to develop
interventions that can be applied proactively to reduce the risk that distressing beliefs and behaviors
occur.
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Care providers may also consider a medical identification bracelet or wearable monitoring device for
individual who are at risk for becoming lost. The Alzheimer’s Association offers a location management
service called Comfort Zone® that provides automated alerts when a person has traveled beyond a
designated area. The Medic Alert® + Alzheimer’s Association Safe Return® identification program
includes an identification bracelet and 24 hour support for search and rescue should the individual with
dementia become lost. More information can be found here:
http://www.alz.org/seflorida/in_my_community_12501.asp
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Question: What are the best steps to take with a person that exhibits unpredictable, negative
behaviors that are sometimes threatening to staff?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Although staff report unpredictable behaviors that “come out of nowhere,” only a small minority of
persons have truly unpredictable aggressive behaviors. More commonly, factors that contribute to
behavioral symptoms have not yet been fully explored. Start by applying the basic problem-solving steps
to best understand the problem from the person’s perspective. Follow the steps in the Algorithm for
Treating Behavioral and Psychological Symptoms of Dementia. Start by describing the behavior in detail,
focusing on one problematic behavior at a time. Document where, when, what time of day, what
specific behaviors are observed, and for what duration? Be as descriptive as possible. Ask what triggers
or antecedents might exist. That is, what was happening before the problem behavior started? Look for
themes and patterns vs. assuming it “comes out of nowhere.” In most cases, there are underlying causes
and contributing factors that have not yet been identified.
Think carefully about possible unmet needs (physical, social, psychological, environmental, other
illness). Consider the role of
•
•
•

Misperception or misinterpretation of real-life events that might be related to sensory
impairments (e.g., not seeing or hearing what is going on correctly);
False beliefs (delusions) that contribute to the behavior by triggering anxiety or fear; and
Lifelong problems that might underlie behavioral disturbances, such as earlier physical or
psychological abuse, domestic violence, or post-traumatic stress disorders (PSTD) that are not
part of the medical record.

Involve family members and friends who know the person well. Ask them to spend time observing,
interacting, listening, and thinking about possible life experiences that might be causing or contributing
to the negative behavior. Family input on favorite activities/interests that might be used as a distraction
is also critically important. The most important principle in behavior management – keeping the person
engaged in meaningful activities – applies. In many situations, engagement in activities reduces the risk
that the person’s boredom, combined with random thoughts and misperception of real-life events, will
trigger behavioral disturbances. As always, prevention is better than trying to resolve problems once
they occur.
If the person exhibits distressed/distressing behaviors, start by apologizing for upsetting him (e.g., “I’m
sorry, Dave, I didn’t mean to upset [surprise, insult, offend] you!”). Then work to distract him to another,
more enjoyable activity (e.g., "Here, look at this…; Come with me, I need your help; I smell cookies, let’s
go find them!"). Think carefully about misperceptions (e.g., something on the television was interpreted
as real) which can be upsetting. Work to reduce or eliminate the fear-evoking stimuli (e.g., turn off the
TV program/stop the noxious stimuli; invite him to leave the area with you). And always think carefully
about what HE sees and thinks is happening (based on dementia, misinterpretation, past experiences,
sensory issues) to help figure out responses.
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Although the person’s behavior seems erratic, continue monitoring for common themes that might help
staff understand the world as the person experiences it. As before, history from family about both
potential undocumented life stresses that might trigger problematic behaviors and activity interests that
can be used as distractors should help.
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Question: What are the best ways to respond to requests that don’t make sense to staff?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
An important starting point is to consider what the person with dementia sees, hears, and thinks is going
on in the environment. Misperceptions or misunderstandings are often the result of uncorrected
sensory impairments. Putting on glasses, using hearing devices, and even assuring dentures are used
and fit greatly improve communication.
Caregivers should also work to listen for meaning. What is the topic theme that the person is
expressing? Are there key words or phrases that might mean something other than what they first
think?
Involving family is often critically important. Asking them to either listen directly (if the opportunity
exists) or interpret words and phrases that staff record and repeat to them can be helpful.
As always, working to think about the “context” of the request is critically important. Where and when
does the request occur? What environmental clues (e.g., person’s health/physical status, social setting
or place) are available to help understand the request?
In the moment of not understanding the person’s request, the best responses involve:
•
•
•
•
•
•

Smiling, nodding, and being pleasant as you seek clarification;
Saying, “Tell me that again; I’m not sure I understand”;
Repeating what seems to be a key word or phrase as a question;
Suggesting “not now” or “later” followed by an invitation to engage in an enjoyable activity;
Staying positive, calm, and reassuring toward the person as though you understand and are
supportive, even if you don’t understand the request;
Using non-verbal behaviors, including hugging the person if appropriate, to promote their sense
of being understood.

If the request is understood by caregivers and possible to grant, but seems “inappropriate,” unusual or
even a little bizarre to caregivers, stop to consider if there is any risk or harm in granting the request.
Sometimes, the simplest route may be to fulfill the request even if it seems purposeless to staff.
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Question: What are the best ways to address vocally disruptive behaviors? E.g., verbalizations or
calling out that are aggressive or upsetting to other residents?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Disruptive vocalization (DV) is among one of the most challenging behavioral problems in dementia
because of the distress caused to others in the environment, including other residents, family members,
and staff caregivers. However, following the same basic problem-solving steps in the Algorithm for
Treating Behavioral and Psychological Symptoms of Dementia is important to understanding possible
underlying causes and contributing factors that might be addressed, and interventions to increase
comfort to reduce or eliminate DV.
The principles described in the pioneering guideline on disruptive vocalizations by Sloane and colleagues
(1997) are still the best practices in management. This work has been translated into an easy-to-use
informational brochure that is available online at no cost (Smith & Filips, 2009). In general two types of
DV may be observed:
•

Verbally agitated behaviors are the most common type of DV and include yelling, screaming,
complaining, repetitious words or phrases, and constant requests for attention or help.
• Verbally aggressive behaviors are hostile, accusatory, and/or threatening, and often are a
response to the perception of threat in the environment, such as bathing, dressing, and
activities that cause unexpected pain (e.g., transfers). Because verbally aggressive behaviors are
often triggered by the sense of threat (e.g., lack of privacy, embarrassment, discomfort/pain)
that is triggered by specific care activities, attention to alternative approaches and methods to
complete the activity AND the caregivers' approaches are essential. See the answer to
“Approaches to bathing persons with dementia” for more information.
An important starting point is to always consider the person with DV as being distressed rather than
distressing to others. Work from the standpoint that all behavior has meaning, and that caregivers must
strive to understand the person’s “reality.” That is, what does the situation or experience mean to the
person with dementia? Start by conducting a thorough assessment:
•
•
•

•

Describe the behavior in detail: Who, what, where, when? How loud, how long? How do others
around him/her respond?
Listen carefully and try to understand the message: What is the content? What is the tone?
What non-verbal behaviors are observed?
Identify causal or contributing factors: What makes the situation worse or better? What
environmental or personal factors may trigger the behavior? Is the behavior related to
overstimulation? Understimulation? Pain/discomfort? Immobility or restriction of movement?
Fatigue? Depression? Delirium? Delusions?
Talk with family: Do the words or phrases mean something to them? Might the behavior be
related to past loss or abuse? Does prior psychiatric history have a role?
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•

Review possible interventions and care approaches that reduce the behavior: When or where is
the person quiet? What relieves the DV? What approaches can be used to distract and redirect
the person?

Developing interventions demands a highly individualized approach that tailors the care approaches,
routines, and interventions to the needs and characteristics of the person. Use assessment information
related to possible underlying causes and contributing factors to guide care plans. See suggestions in the
Info-Connect document or paper by Sloane and colleagues referenced below for specific
recommendations related to possible unmet needs. Examples include:
•
•
•
•
•

Personalized music that is selected based on long-standing preferences and applied using
headphones or in a quiet setting;
Simulated presence such as audio or DVD recordings of family talking to the person to engage
and redirect the person to a calmer state;
Rocking chairs or comfort items like fleece-wrapped hot water bottles;
White noise, such as fans or other loud, continuous noise;
One-to-one activities that are enjoyable to the person.

There are also case reports of successfully using a lollipop to reduce vocalizations (Fick, van der Borgh,
Jansen & Koopman, 2014) and a specific redirection technique (i.e., Call the person to attention by
saying her first name; Direct her to take a deep breath and then count to 10) that reduced vocalizations
that appeared to be related to anxiety (Yusupov & Galvin, 2014).
References:
Fick WF, van der Borgh JP, Jansen S, Koopmans RTCM. The effect of a lollipop on vocally disruptive
behavior in a patient with frontotemporal dementia: a case-study. Int Psychogeriatr. 2014;26(12):20236. http://www.ncbi.nlm.nih.gov/pubmed/24831931
Sloan P, Davidson S, Buckwalter K, et al. Management of the patient with disruptive vocalization.
Gerontologist. 1997;37(5):675-82. http://www.ncbi.nlm.nih.gov/pubmed/9343918
Smith M, Filips J. Info-Connect: Disruptive Vocalizations. 2009. Available at:
http://www.healthcare.uiowa.edu/IGEC/publications/content/infoconnect/assets/disruptive_vocalizati
ons.pdf
Yusupov A, Galvin J. Vocalization in dementia: a case report and review of the literature. Case Rep
Neurol. 2014;6(1):126-33. http://www.ncbi.nlm.nih.gov/pubmed/24926262

45

Question: What are the best ways to reduce the risk of residents with dementia persisting in
behaviors that used to be enjoyable but now aren’t safe due to physical limitations?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
A thorough assessment of the person’s retained abilities, both cognitive and physical, is an important
starting point. Establish what the person can do alone, or supervised on a one-to-one basis or in a small
group. Avoid globally rejecting the idea that the individual cannot perform the activity, but instead
examine “in what context,” or “with what kind of assistance” might the activity be possible.
The same type of assessment also should be conducted related to the enjoyed activity, focusing on one
activity at a time. What features of the activity are potentially unsafe for the person given his/her
current level of disabilities? What adaptations might be made to promote safety? What supervision,
assistance, or direction might the person need to be successful? What features of the activity might be
simulated in a different format? How much of the activity is needed to satisfy the person’s unmet
need/desire for the activity?
In many cases, substitute activities that address the unmet need or desire for the original activity are
useful. However, understanding what the activity means to the person with dementia is essential to
finding and applying substitutes. For example, the desire to ride a motorcycle could represent a variety
of wishes or needs, such as a sense of freedom, the pleasure of travel or seeing new places, the
enjoyment of the motorcycle itself, or things that might be related to motorcycle riding, like being with
people who enjoy the same activity or being outside and enjoying nature. The goal is to find an
acceptable, safe activity that provides a similar sense of enjoyment and pleasure. Continuing with the
motorcycle riding example, some activities might include:
•
•
•
•

Developing a picture book or video/YouTube of old motorcycles that stimulate pleasant
memories of bikes that were owned, ridden, or desired by the person;
Reminiscing with the person on a 1:1 or small group basis about riding-related activities, friends,
experiences;
Creating a small group “travel club” for individuals who have shared interests in reviewing and
discussing destinations they have visited and enjoyed;
Taking the person on a “wheelchair bicycling” ride to simulate “riding” and all that involves:
freedom, wind in their face, observing nature, fresh air.

The main steps are to thoroughly assess opportunities, develop alternatives, monitor outcomes, and
further adapt the activity as needed. Additional ideas for adapting activities are found in Part 3 of the
training program “Dementia Training to Promote Involvement in Meaningful Activities,” referenced
below and available from the Iowa Geriatric Education Center.
In the moment that the person is asking for the desired activity, use of “therapeutic lying” – which
responds to the person’s reality – is often more useful than “reality orientation.” Instead of telling the
person he/she “cannot” have/do the activity, offer a response that makes sense to the person. Work to
distract the person with another enjoyable activity that redirects their attention to something that is
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possible to do. (See the answer to “What are the best strategies for reducing pacing or wandering that is
based on false beliefs? For example, wanting to go home” for additional ideas.)
Reference:
Smith M, Buettner L, Buckwalter K, Johnson K, Seydel L. Dementia Training to Promote Involvement in
Meaningful Activities. [CD-based Training Module]. Iowa City, IA: The University of Iowa College of
Nursing and the Iowa Geriatric Education Center. 2009. [https://www.healthcare.uiowa.edu/igec/elearning/meaningful-activities/]
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Question: What are the most effective activities (enjoyable, leisure, recreational) for persons with
dementia?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
The most effective activities for persons with dementia are those that “fit” their current level of abilities
and interests. The N.E.S.T. [Needs, Environment, Stimulation level, Techniques] approach recommended
by dementia activity experts Buettner & Fitzsimmons (2009) recommends thorough assessment as the
starting point. Finding activities that are both enjoyable and feasible for the person with dementia relies
on understanding the person’s retained abilities, usual habits and long-standing activity interests. Note,
interests may include things the person has not yet done, or spent little time doing, but thought were
interesting. In many cases, the demands of living (work, child-rearing) keep people from pursuing
activity interests that may be possible in later life. Key resources for developing an individualized plan of
activities for persons with dementia are listed in the references below.
Basic questions for assessment are listed below.
•
•
•

•

•

•

•

Activity interests and preferences
o What are the person’s current and past interests?
o What do family members say/know about the person’s interests?
Cognitive level
o What is the person’s level of cognitive ability? (e.g., low, middle, high functioning?)
o What retained abilities does the person have?
Physical functional abilities
o Which health problems are a current concern for the person?
o Which health problems interfere with activity involvement for the person?
o How can limitations be accommodated for the person?
Psychiatric symptoms
o Is the person depressed, anxious, or psychotic?
o How many and what type of symptoms are present?
o How do symptoms affect activity involvement for the person?
Communication abilities
o What are the person’s verbal and nonverbal abilities?
o What are the person’s typical patterns of communication?
o Is sensory impairment complicating social interactions for the person?
Behavioral and psychological symptoms
o Does the person have unmet physical needs (e.g., hunger, thirst, fatigue, pain)
o Does the person have unmet psychological needs (e.g., lonely, bored)?
o Is misinterpretation or misperception a factor for the person?
o How can activities be selected and used to reduce BPSD and/or improve well-being for the
person?
Daily patterns and rhythms
o What are the person’s current habits and preferences for activity engagement (e.g., better
in morning, more irritable as day progresses, nighttime wakefulness, etc.)?
o What are the person’s usual (long-standing) habits and preferences?
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o

How can the person’s activities be timed to best meet needs and preferences?

A wide variety of activities may be enjoyed by persons with dementia. However, tailoring the activity to
fit the needs and interests of the person is essential. Evidence-based activity suggestions are described
in the Algorithm for Treating Behavioral and Psychological Symptoms of Dementia and supportive
materials. Examples of activities that target the reduction of behavioral symptoms include:
•
•
•
•
•
•
•
•
•
•

Music (individualized and music-making);
Aroma therapy;
Simple Pleasures;
Animal-assisted/pet activities;
Physical exercise/outdoor activities;
Nature sounds, “white noise”;
Presence therapy: tapes of family;
Validation therapy/therapeutic lying;
Cognitive stimulation activities;
Wheelchair biking.

Simple Pleasures activities are a group of multi-level sensorimotor interventions activities that are
particularly useful for persons with dementia. Simple Pleasures includes 23 recreational activity items
that are designed to meet diverse interests and needs. The goals of the activities are to (a) increase
opportunities for self-initiated activity; (b) enhance social interactions; and (c) reduce social isolation,
inactivity, and agitation. Examples include:
•
•
•
•
•
•
•
•
•
•
•

Table ball game;
Tether ball;
Picture dominoes;
Rings on hooks game;
Patchwork sewing cards;
Activity aprons;
Polar fleece hot water bottle cover;
Look-inside tackle box;
Look-inside purse;
Fleecy muff;
Wave machines.

Instructions for making and using the items are available online at the site listed in references below.
References:
Buettner L, Fitzsimmons S. N.E.S.T. Approach: Dementia Practice Guidelines for Disturbing Behaviors.
State College, PA: Venture Publishing. 2009.[Information is available online at
https://www.venturepublish.com/product.php?id=161]
Buettner, L. Simple Pleasures Intervention. Available at:
http://www.health.ny.gov/diseases/conditions/dementia/edge/interventions/simple/
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Smith M, Buettner L, Buckwalter K, Johnson K, Seydel L. Dementia Training to Promote Involvement in
Meaningful Activities. [CD-based Training Module]. Iowa City, IA: The University of Iowa College of
Nursing and the Iowa Geriatric Education Center. 2009. [http://www.healthcare.uiowa.edu/igec/]
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Question: What are the best practices to reduce inappropriate voiding in persons with late stage
dementia?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
The same problem-solving principles that apply to other types of challenging behavior also apply to
understanding and managing issues associated with incontinence among persons with dementia.
Voiding in inappropriate places (e.g., in the waste can, closet, sink, hallway, bed, or chair; on the floor,
wall) is often more troubling to others than it is to the person him/herself. From the person’s
perspective, incontinence is more often problematic because of the potential discomfort associated to
wetness and odors; social embarrassment, reprimands, and/or isolation; and skin breakdown that
increases risk of infections. The question of “Who has a problem? The person with dementia? Or others
in the environment?" is an important starting place.
Describing the behavior in detail is important to understanding what type of interventions might be
most useful. Start by asking: “What is meant by inappropriate voiding?” Describe the behavior in detail:
•
•
•
•
•

What specific behaviors are observed?
Where is the person voiding?
What does that spot or place possibly represent to the person? (e.g., some men mistake an
open closet as an old-style urinal)
When does the behavior occur? Is there a pattern related to the time of day (e.g., after meals)?
Do certain foods, fluids, or activities seem to trigger the problem?

Next, consider what personal or environmental factors might contribute. Common antecedents to
voiding problems include the:
•
•

•
•
•
•
•

Loss of ability to communicate personal needs;
Inability to find the toilet when needed, such as
o Distance to toilet is too far so the person voids “inappropriately”,
o Can’t detect where toilet is located, or
o Can’t see toilet (lack of color contrast, poor lighting).
Inability disrobe in time;
Loss of ability to understand the urge to void;
Loss of awareness of social “rules” regarding time, place, surroundings;
Consumption of fluids with diuretic effect (e.g., coffee, tea, colas, beer); and
Use of medications (e.g., diuretics) and/or medication side effects that increase the need to
void.

Adjusting the physical ENVIRONMENT can assist the person to void “appropriately.” For example:
•
•

Provide cues to find toilet (e.g., use signs with picture of toilet vs. words).
Make sure the toilet can be seen: Use color contrast (e.g., white toilet against bright colored
floor and wall); increase lighting; leave the door open so the toilet is visible) to help person find
and use it.
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•

Adapt the bathroom if “mirror sign” interferes (e.g. distracted by their own reflection in the
mirror).

Modifying daily ROUTINES can also promote successful toileting:
•
•
•
•
•
•
•
•

Develop a personalized toilet routine. Routine toileting (every 2 hours) is often successful in
reducing or eliminating inappropriate voiding.
Use clothing that is easy to remove, such Velcro closures and elastic waistbands.
Monitor, reduce intake after 6 pm to avoid night-time continence problems.
Eliminate caffeine.
Monitor medication types, interactions, and side effects in collaboration with the consulting
pharmacist and prescriber.
Promote food consumption that facilitates a daily defecation routine.
Monitor administration times of laxatives or bowel stimulants.
When an accident occurs, minimize “fuss,” and maximize dignity.
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Managing Comorbid Conditions or Symptoms
Question: What general recommendations can be made with regard to treatment of individuals with
lifelong serious mental illness who develop dementia?
Susan K. Schultz, MD
Last updated August 6, 2015
Answer:
Patients with serious mental illnesses such as schizophrenia may be extremely challenging to manage in
later life. The group tends to be very difficult to integrate into traditional settings such as nursing homes.
This group is very diverse in nature, particularly depending on whether there is a concurrent intellectual
disability, but in general a few basic principles apply. The first of these principles is to exercise great
caution in evaluating and adjusting medications. Often patients with serious mental illness have been
receiving antipsychotic or mood-stabilizing medications for decades and they may be vulnerable to
relapses with abrupt changes in doses. On the other hand, it is essential to assess for age-related
changes in drug metabolism and medical comorbidities that do require attention to possible reductions
or simplifications of medications with advancing age. Particularly with the advancement of dementia,
reductions in psychotropic medications should be considered.
One key strategy to reduce risk of poor outcomes is to carefully assess prior history and treatment with
a long-term care-provider or family member whenever possible. Typically these people who know the
patient well can identify subtle changes in daily function that can help identify a relapse of mental illness
and may also be essential in detecting the development of dementia even when more standard testing
is not able to do so. The systematic assessment of medical conditions is also essential, as this population
may not disclose physical symptoms as readily or as clearly.
Particularly when there is a concern about an underlying dementia, it is important to avoid abrupt
changes in living environment (such as a new roommate or moving to a new facility) whenever possible,
as these disruptions may be disorienting to a person with serious mental illness. One of the most
important issues in this population is the vulnerability to delirium due to the presence of psychotropic
medications as well as the underlying mental illness. In this population, behavioral dysregulation may be
misinterpreted as due to the mental illness at the risk of missing a delirium or new medical problem that
is not being detected due to poor communication from the patient. Again, a thorough interview with a
care provider that knows the patient well may be extremely helpful. In general, persons with serious
mental illness are at higher risk for emergency room visits and acute care problems due to difficulties in
quickly managing medical problems.
Reference:
Hendrie HC, Lindgren D, Hay DP, et al. Comorbidity profile and healthcare utilization in elderly patients
with serious mental illnesses. Am J Geriatr Psychiatry. 2013;21(12):1267-76.
http://www.ncbi.nlm.nih.gov/pubmed/24206938
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Question: What approaches are recommended to manage sleep disturbances in dementia?
Jeffrey Reist, BS, PharmD, BCPS; Michael Kelly, PharmD, MS
Last updated August 6, 2015
Answer:
Sleep problems have been reported in 25-50% of patients with dementia. They are often a cause of
caregiver stress and may be the reason for institutional care.
Major causes of sleep disturbances include physiological changes associated with aging, medical
conditions, untreated pain, poor sleep hygiene, and unwanted effects of medications. Circadian rhythm
and sleep are affected negatively by aging and may be particularly so in dementing illnesses. Changes in
neurological response to usual stimuli may be aggravated by a decreased exposure to outdoor light in
these individuals, particularly those in institutions. Melatonin and core body temperature regulation,
important to natural sleep, are also dysregulated in aging.
Treatment of underlying medical and psychiatric conditions should be addressed as depression and
untreated painful conditions may be a major contributing factor in insomnia. Consideration of potential
adverse effects of medications used to treat underlying conditions should be considered. Of note,
cholinesterase inhibitors may cause insomnia as a side effect.
If depression is present or suspected as a contributor to insomnia in people with dementia,
interventions should be considered. First-line strategies include behavioral interventions such as
increasing pleasurable activities and reducing negative stimuli. Antidepressants may have benefit in
individuals with sleep problems associated with depression, though evidence provides limited support
for antidepressant efficacy for depression in dementia. The larger and more recent randomized
controlled trials of antidepressants in people with dementia have found no benefit of antidepressants
on depressive symptoms, though they have noted increased side effects relative to placebo (Leong,
2014). In addition, some antidepressants can contribute to insomnia, including selective serotonin
reuptake inhibitors and bupropion. Despite this, many clinicians think it is reasonable to consider
antidepressants for patients with dementia whose depression has not responded to behavioral
interventions.
For pain, acetaminophen is recommended as a first-line treatment for analgesia. It is important to avoid
analgesic combinations which include caffeine due to its stimulating effect, and diphenhydramine due to
its anticholinergic effect. The use of over-the-counter sleep agents should be discouraged due to the
strong anticholinergic agents used in these products (diphenhydramine and doxylamine) which can
contribute to cognitive impairment and delirium.
Available data does not support specific treatment recommendations for sleep disorders in patients
with dementia; however, clinical practice suggests a non-pharmacological approach is the best initial
strategy. There is some evidence suggesting that training caregivers in the implementation of sleep
hygiene can result in improved sleep for patients with dementia. Measures such as establishing regular
sleep and waking times, limiting daytime napping, avoiding fluid intake in the evening, establishing
bedtime routines, and providing for daytime physical and mental activities are important components of
good sleep hygiene for patients with dementia.
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Light therapy and its effect on the biological clock may offer potential usefulness with little risk of
adverse effect. Older individuals in general and individuals with dementia in particular show less optical
transmission of light and have less exposure to natural light. These and other factors can lead to
disruption of circadian rhythm and contribute to daytime sleeping and nocturnal awakening. Bright light
delivered in the morning has been shown to improve a number of sleep parameters, including duration
of nighttime sleep and daytime wakefulness while reducing nighttime agitation. Low levels of light in the
evening have also been shown to have benefit. A potential drawback is that these effects may be most
pronounced after 6 months of treatment. You may find suggestions for the application of light therapy
in the article by Hanford et al. (2013).
A Cochrane Review of pharmacotherapies for sleep disturbance in Alzheimer’s disease (AD) found “a
distinct lack of evidence to help guide drug treatment of sleep disorders in AD.” In particular, they
examined melatonin and ramelteon (Rozerem®), a compound that works at the melatonin receptor in
the brain. Studies have shown that melatonin levels are lower in patients with dementia and ramelteon
has been shown to be somewhat effective in non-demented elderly with sleep disturbance.
Unfortunately, studies were unable to demonstrate a significant effect on sleep outcomes for either
drug. They do appear safe, perhaps because their mechanism is more targeted at promoting sleep onset
via the body’s natural mechanisms than causing sedation (Zammit et al., 2009). Because of their
interrelation to circadian rhythm, they have been administered with light therapy (McCleery et al.,
2014).
Trazodone was studied for insomnia in dementia in one small randomized controlled trial of two weeks'
duration, at a dose of 50 mg. Nocturnal sleep duration and sleep efficiency were improved, but
improvements in nocturnal awakenings and time spent awake after sleep onset did not reach statistical
significance. The patients did not experience serious adverse events (Camargos et al., 2014; McCleery et
al., 2014). However, falls are a concern with essentially any sedating medication for the duration of its
sedative effect. New users of trazodone experienced a slightly higher risk of falls compared to non-users
in an observational study of nursing home residents (rate ratio 1.2), even at low doses (Thapa et al.,
1998). It is difficult to fully account for the role of insomnia or depression in the observed fall risk in this
type of analysis, but it does suggest that caution is warranted. This trial was too small to fully evaluate
fall risk.
The disadvantages of the use of benzodiazepine hypnotics are well known and include falls, confusion,
loss of effectiveness, and dependence. Nevertheless, they have been shown to be effective for shortterm treatment of insomnia in people without dementia and might be used in this fashion for carefully
selected individuals. People with dementia are more susceptible to worsened memory and confusion
when exposed to these drugs, however, which is likely to lead to an increased risk of other adverse
outcomes, including falls (Salami et al., 2011). They may also cause behavioral disinhibition in some
patients. Do not use these agents in individuals with sleep-disordered breathing since they can worsen
sleep apnea, and never for extended periods of time. Newer non-benzodiazepine hypnotics may cause
less memory disturbance and over- sedation relative to some benzodiazepines, but they still cause these
side effects and increase risk of falls (Salami et al., 2011; Kolla et al., 2013; Zammit et al., 2009).
Treatment of sleep disorders in individuals with dementia is often necessary and may be important to
the quality of life of patients and their caregivers. There is no consistent evidence that the effectiveness
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of medications outweighs their adverse effects. Non-pharmacological strategies offer the best hope for
benefit at this time.
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Question: What special considerations are necessary when managing delirium in a patient with
Parkinson’s disease?
Ryan Carnahan, PharmD, MS, BCPP
Last updated June 19, 2015
Answer:
Evidence on delirium in Parkinson’s disease is limited. That which is available suggests that Parkinson’s
disease may be an independent risk factor for delirium, and a risk factor for poor outcome in delirium.
Management of delirium in Parkinson’s disease is largely driven by clinical experience and extrapolation
of evidence on management of psychosis, since there is little directly relevant evidence to define best
practices for delirium management in this population (Vardy et al., 2015).
A number of issues complicate the management of delirium in Parkinson’s disease. First, antiParkinson’s medications can cause delirium and psychosis, and their abrupt withdrawal may also
contribute to delirium. Second, antipsychotics are the mainstay of pharmacologic management of
delirium symptoms, but most antipsychotics worsen motor symptoms of Parkinson’s disease (Friedman
& Factor, 2000). Finally, immobility is a risk factor for delirium (Inouye et al., 1999), and discontinuing
anti-Parkinson’s medications will eventually worsen motor symptoms and contribute to immobility. No
evidence was found that provided insight on this issue. Our clinical team’s opinion is that in most cases
anti-Parkinson’s medications should be discontinued as needed to help promote resolution of delirium,
and mobility symptoms should be a secondary concern. Anti-Parkinson’s medications can be
reintroduced after the delirium resolves. Others have suggested that when psychosis occurs, antiParkinson’s medications can be reduced until the reduction cannot be tolerated due to worsening motor
symptoms (Friedman & Factor, 2000).
The cornerstone of delirium management is to do a thorough evaluation and eliminate the underlying
cause or causes, which may include medical conditions or toxins including drugs. Delirium is often
caused by multiple factors so identifying one potential cause does not mean others are not present.
These basic principles of management are not different for patients with Parkinson’s disease and
delirium. Delirium may be secondary to manifestations of Parkinson’s disease such as aspiration or
bowel impaction (Lauterbach, 2004), so these should be considered as potential causes.
Medications commonly contribute to delirium, including anti-Parkinson’s medications. Non-essential
medications that are likely to contribute to delirium should typically be discontinued in delirious
patients. These include anticholinergics, benzodiazepines, other sedatives, and often opioids, though
untreated pain can also cause delirium (Inouye et al., 2014). Anti-Parkinson’s medications are
particularly known for causing psychosis, but have also been implicated in delirium (Vardy et al., 2015).
Most increase dopamine neurotransmission, which can explain the relationship with psychosis. This is in
contrast to antipsychotics, which block dopamine neurotransmission. Some Parkinson’s disease
medications have anticholinergic mechanisms of action, including trihexyphenidyl (Artane®) and
benztropine (Cogentin®). Anticholinergic medications are known to cause delirium, and people with
dementia are at a particularly high risk of cognitive side effects from these drugs. Essentially all antiParkinson’s medications are thought to have the potential to contribute to delirium.
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Delirium has also been observed after abrupt discontinuation of anti-Parkinson’s medications, which can
complicate management decisions. In patients with Parkinson’s disease, it is important to consider
neuroleptic malignant syndrome in the differential diagnosis of altered mental status. This is a
potentially deadly condition characterized by rigidity, hyperthermia, altered mental status, and other
symptoms. It may be caused by abrupt discontinuation of anti-Parkinson’s medications or by use of
antipsychotics.
A general approach to management of anti-Parkinson’s medications in patients with psychosis has been
proposed. This approach can be reasonably extended to the management of medications in delirium.
1. Decrease the doses or discontinue medications used to manage motor symptoms of Parkinson’s
disease, as tolerated, in the following order based on the risk-benefit ratio: anticholinergics,
selegiline, dopamine agonists, amantadine, and finally, carbidopa-levodopa. The authors
suggested discontinuing medications rather than decreasing the dose of each since they
believed an increased number of medications posed a greater risk than a higher dose of a single
medication (Friedman & Factor, 2000).
2. If eliminating medications and other non-pharmacologic and medical management strategies
are not effective, consider an antipsychotic (Friedman & Factor, 2000). Antipsychotics are
usually only recommended if symptoms are severe and distressing, such as in agitated patients
in whom there is a risk of symptoms interfering with essential medical therapies or causing a risk
of self-harm, or those with distressing psychotic symptoms (Inouye et al., 2014). Quetiapine is
the most commonly used antipsychotic in people with Parkinson’s disease, for reasons
described below. However, extreme caution should be exercised when using any antipsychotics
as there is accumulating evidence that any of these drugs can cause severe hypersensitivity
reactions in people with Parkinson’s disease or Lewy body dementia (Ballard et al., 2011).
People with Parkinson’s disease are highly sensitive to extrapyramidal side effects from antipsychotics
(Friedman & Factor, 2000). These side effects include parkinsonism, akathisia, dystonia, and others.
People with Parkinson’s disease or Lewy body dementia can also experience neuroleptic malignant
syndrome or other hypersensitivity reactions when given antipsychotics, particularly antipsychotics with
higher risks of extrapyramidal side effects (Friedman & Factor, 2000; Ballard et al., 2011).
Quetiapine and clozapine are the antipsychotics least likely to cause extrapyramidal side effects and
worsen motor symptoms of Parkinson’s disease, so they are preferentially used in these patients. They
can worsen motor symptoms in some patients, but their risk is the lowest among available
antipsychotics (Friedman & Factor, 2000; Lauterbach, 2004). Clozapine has been consistently found to
be effective in randomized controlled trials in Parkinson’s disease psychosis, whereas the data from
randomized controlled trials of quetiapine has not been consistently supportive of its efficacy in this
condition. However, the use of clozapine is limited by frequent blood draws needed to monitor for
drops in white blood cells. A drop in white blood cells indicates a risk of agranulocytosis, a rare but
serious complication of clozapine treatment. Therefore, quetiapine is much more commonly used in
practice (Friedman & Factor, 2000; Goldman & Holden, 2014). It should be noted that the only trial of
quetiapine in people with dementia and Parkinson’s disease found no benefit on neuropsychiatric
symptoms (Ballard et al., 2011).
Quetiapine is typically used at low doses in Parkinson’s disease, e.g., starting at 12.5 mg at bedtime and
increasing by 12.5 mg every 4-7 days. The goal dose in studies of treatment of psychosis in Parkinson’s
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disease was 50-150 mg nightly. A faster titration could be considered in delirium if symptoms do not
respond to lower doses, but this is likely to increase the risk of side effects (Goldman & Holden, 2014).
Both quetiapine and clozapine have significant anticholinergic effects (Seroquel XR® Package Insert,
2011; Young et al., 1998). Anticholinergic medications can contribute to delirium, so caution is
warranted when these medications are used in patients with delirium (Inouye et al., 2014). However,
randomized controlled trials of quetiapine in delirium in the intensive care unit found that its use was
associated with more rapid resolution of delirium compared to placebo. These patients did not have
Parkinson’s disease, but the results are encouraging regarding the cognitive safety of quetiapine in
delirium (Friedman et al., 2014).
Other side effects are possible with quetiapine and clozapine. They can cause orthostatic hypotension
and sedation, potentially leading to falls. Clozapine can cause drooling and constipation. Drooling,
constipation, and orthostasis can already be problematic in Parkinson’s disease (Goldman & Holden,
2014). This is not a comprehensive list of side effects, but these are of unique relevance to patients with
Parkinson’s disease.
In summary, the basic principles of delirium management remain the same in Parkinson’s disease,
except that antipsychotics pose considerable additional risks in this population. It may be necessary to
lower the dose or discontinue anti-Parkinson’s medications in delirious patients because of the
psychiatric side effects of these medications. However, delirium can occur after abrupt discontinuation
of anti-Parkinson’s medications, in which case the medications could be restarted to try to resolve the
delirium. Most antipsychotics cause an unacceptably high risk of motor side effects in people with
Parkinson’s disease, so should be avoided. Quetiapine and clozapine are sometimes used at low doses in
Parkinson’s disease if an antipsychotic is deemed necessary to manage severe symptoms. Clozapine is
rarely used because of necessary laboratory monitoring to prevent agranulocytosis. Quetiapine appears
to have some efficacy for managing delirium in those without Parkinson’s disease, but its efficacy in
individuals with Parkinson’s disease and delirium is essentially unknown.
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Question: What is recommended for pain management in dementia, and what comorbidities might
influence the choice of management strategy?
Jeff Reist, BS, PharmD, BCPP
Last updated July 8, 2015
Answer:
Pain management in dementia presents several concerns which have been evaluated in a number of
studies. The perception of pain in patients with dementia has been described by Corbett et al. (2012)
and may vary depending upon the presence of acute or chronic pain. While alterations in perception
and response to pain may occur in patients with dementia, pain is still perceived and may be an
antecedent to (cause of) neuropsychiatric symptoms and behaviors associated with dementia.
Treatment of pain can be an effective strategy for the management of such behaviors as described in a
number of studies (Husebo et al., 2011; Flo et al., 2014; Kovach et al., 2006; Chibnall et al., 2005).
The assessment of pain in dementia should be based upon the stage of the disease. Corbett et al. (2012)
suggest that for patients with mild to moderate dementia who can verbalize pain symptoms, asking
simple yes or no questions about pain can be an effective assessment strategy. Additionally, simple pain
scales (faces, numeric rating scale, and verbal descriptor) can be used.
Corbett et al. (2012) and Cohen-Mansfield el al. (2008) have evaluated observer-rated pain assessment
instruments and provide guidance for their use in patients with advanced dementia. The PAINAD scale is
a simple 5-item scale which uses breathing, negative vocalization, facial expression, body language, and
consolability as observable indicators of pain. The scale is available online at
https://www.geriatricpain.org.
Corbett et al. (2012) describe the MOBID-2 scale which appears to be a robust assessment tool for
patients with advanced dementia. This instrument uses observer ratings on a 10-point scale for patient
verbalization, facial expression, and defense mechanisms with movement. It is available online at
https://www.nccdp.org/resources/Mobid-2PainScaleenglish.pdf.
Once pain is identified or suspected, initiation of non-pharmacological strategies such as heat or cold
therapy, physical or occupational therapy, massage, stretching, and range of motion are reasonable. If
non-pharmacological treatments do not relieve the pain, pharmacological agents may be added. There
is a growing body of evidence for the use of acetaminophen for treatment of pain in patients with
dementia. Several studies (Husebo et al., 2011; Kovach et al., 2006; Chibnall et al., 2005; CohenMansfield et al., 2008) report the addition of analgesics (acetaminophen as well as low dose opioids) to
the regimen of patients with dementia and suspected pain may result in decreased discomfort
symptoms and reduction in neuropsychiatric and behavioral symptoms.
While the evidence to date is from studies with small numbers of participants in both randomized and
observational studies, they provide us with a growing body of evidence that analgesics may be a useful
strategy to relieve discomfort and minimize behaviors in patients with dementia. The recommendations
generally start with acetaminophen 650-1000 mg 3-4 times a day on a scheduled basis for a 14-day trial.
The maximum total daily dose should be limited to 3000 mg or less (e.g., 650 mg 4 times per day or 1000
mg 3 times per day). During this trial period, pain should be assessed using an appropriate pain
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assessment instrument for the person’s stage of dementia. The same pain scale used to initially assess
pain in the patient should be used for subsequent monitoring. Behaviors should also be tracked using an
appropriate behavior monitoring tool. If improvement is not noted at the end of 14 days, a low dose
opioid (oxycodone 2.5 mg or hydrocodone 2.5 mg) could be considered in addition to acetaminophen.
Close monitoring for adverse effects from the opioid such as delirium, cognitive decline, constipation,
nausea and vomiting is essential. If treatment with analgesics is deemed unsuccessful, discontinuation is
indicated to avoid polypharmacy and unnecessary side effects.
Scheduling pain medications instead of using them as-needed may be an important intervention for
ensuring adequate pain control in people with dementia. People with dementia may have difficulty
communicating that they are in pain. Scheduling medications ensures that they will be received, while
as-needed medications may sit unused if the individual does not report pain.
Treatment of neuropathic pain in patients with moderate to severe dementia is reviewed by Scherder
and Plooij (2012). They suggest that antidepressants and anticonvulsants, which are generally used for
this type of pain, may be problematic in patients with cognitive impairment due to potential adverse
effects which include worsening of cognition, dizziness and falls. If an agent is to be tried, they suggest
gabapentin, pregabalin and lamotrigine as least likely to result in adverse effects in this population.
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Question: What is recommended for management of anxiety in people with dementia?
Ryan Carnahan, PharmD, MS, BCPP; Marianne Smith, PhD, RN
Last updated September 17, 2015
Answer:
Anxiety, which is widely defined as apprehensive expectation and excessive worry that is UNREALISTIC,
is one of many behavioral symptoms in dementia. Reports of anxiety symptoms in dementia range from
20% to 70%, depending on the sampling and assessment method used (Smith et al., 2008), though the
prevalence of symptoms meeting criteria for anxiety disorders is much lower. Evidence suggests anxiety
is more common in vascular, frontotemporal and Parkinson’s dementias compared to Alzheimer’s
disease. In nursing homes, anxiety has been found to be associated with unmet needs and poor quality
of life (Badrakalimuthu & Tarbuck, 2012). Anxiety is associated with other negative outcomes in
dementia including depression, behavioral disturbances, functional impairment, caregiver distress, and
nursing home placement (Seignourel et al., 2008; Borisovskaya et al., 2014). The Progressively Lowered
Stress Threshold (PLST) model set forth by Hall and Buckwalter suggests that anxiety is a warning
symptom related to stress that signals escalation to more intense and disruptive behaviors like agitation,
making anxiety an important focus of care (Hall et al., 1995; Smith et al., 2004).
Strong evidence on strategies to manage anxiety in dementia is unfortunately lacking. However, a
number of interventions have shown success and general principles of quality dementia care can be
applied in attempts to reduce anxiety and its negative consequences.
As with any behavioral or psychological symptom of dementia, evaluation should include attempts to
identify underlying causes of anxiety, particularly those that can be addressed or treated. An important
starting point is assessing perceptions of the person with dementia to determine what may be REALISTIC
worries that may be treated or addressed, including physical experiences, factors in the environment,
and potential misinterpretation of real-life events that are stressful to the person (Smith et al., 2004).
Pain and depression are commonly associated with anxiety (Means-Christiansen et al., 2008). A number
of other medical disorders can include anxiety as a symptom or may mimic anxiety, including thyroid
dysfunction, hypoglycemia, angina, congestive heart failure, chronic obstructive pulmonary disease, and
cancer. Anxiety may result from the use of various medications including steroids, antidepressants, and
anticholinergics. Alcohol use disorders may also precipitate anxiety (Badrakalimuthu & Tarbuck, 2012),
as can withdrawal or rebound symptoms after benzodiazepine use. Anxiety can also occur in delirium
(Inouye et al., 2014).
Unmet needs have been shown to be associated with anxiety in nursing home residents. The most
common in one study were lack of activities, psychological distress, lack of company (or loneliness), and
memory or communication problems (Hancock et al., 2006). These provide insights into some of the
interventions and caregiving approaches that might help reduce anxiety.
Meaningful and enjoyable activities may distract an individual from their anxiety and promote wellbeing in general. Group activities may help reduce loneliness. As an example, there is some evidence
that music therapy, often delivered in groups, can reduce anxiety (Chang et al., 2015). Other activity
therapies have been found to reduce agitation. Sensory interventions such as massage and Snoezelin
multisensory stimulation rooms have been shown to reduce agitation (Livingston et al., 2014). Since
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agitation may be a manifestation of anxiety in some cases, it seems reasonable to consider these
interventions for individuals with anxiety.
Caregiver behaviors can influence anxiety. Caregivers can provide reassurance to anxious patients that
they are safe and that the caregiver is there to help them. Caregivers should clearly explain what they
are doing before and during cares to help comfort the patient. Providing limited choices can help the
patient feel empowered but reduce anxiety stemming from too many choices, e.g., providing two
options for today’s clothing instead of a whole closet's worth of options. Additionally, caregivers can
validate the experiences of patients and show their support by working to understand their requests
and concerns. While validation is important, distraction with opportunities for enjoyable activities can
also be helpful. Communication skills of caregivers are an important element of quality care and helping
the patient feel comfortable. Caregivers should attempt to stay calm and supportive whenever feasible,
as their emotional state and the manifestations of it may be picked up on by patients and influence their
emotions.
The environment is another important factor. It needs to provide opportunities for stimulation such that
a patient can engage in various enjoyable activities and socialization, but overstimulation may provoke
anxiety. Lots of noise and alarms are likely to lead to anxiety. Misinterpretation of the environment may
lead to anxiety, so adequate lighting and reduction of potentially confusing decorations are examples of
environmental modifications that may help in some cases. Cues to promote wayfinding, e.g., to the
bathroom, can promote function and potentially reduce patients’ anxiety about the ability to get their
needs met.
In earlier stages of dementia various forms of psychotherapy that have been adapted for dementia may
reduce anxiety, but the evidence remains limited and not all is supportive. Receiving the initial diagnosis
is highly distressing for patients and support is needed during this phase for both coping and planning.
Support groups or group therapy may be helpful (National Collaborating Centre for Mental Health,
2007). In earlier stages of dementia, various cognitive aids such as keeping a diary and medication boxes
have been recommended to reduce anxiety about memory problems and their consequences
(Badrakalimuthu & Tarbuck, 2012).
Evidence on drug therapy for anxiety in dementia is lacking. If pain is contributing to anxiety then it can
be treated using pharmacologic approaches, generally starting with acetaminophen given its relative
safety among medications for pain. Many antidepressants, including selective serotonin reuptake
inhibitors (SSRIs), are effective for anxiety disorders in people without dementia. It is unclear whether or
how much these benefits extend to anxiety in dementia. It is also important to consider that only a
minority of those with anxiety in dementia actually meet diagnostic criteria for an anxiety disorder.
However, for more severe anxiety that does not respond adequately to non-drug interventions,
antidepressants are generally considered among the safer pharmacologic treatment options.
Anticholinergic antidepressants such as tricyclic antidepressants and paroxetine are best avoided due to
the risk of worsened cognitive impairment. Benzodiazepines should generally be avoided in patients
with dementia because of their adverse cognitive effects. Antipsychotics should be reserved for very
severe highly distressing symptoms that do not respond to other interventions. Anxiety is not typically
considered an appropriate target symptom for antipsychotics unless it is so severe that it leads to
agitation or aggression or stems from distressing psychotic symptoms.
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Question: What approaches are recommended for managing tardive dyskinesia?
Susan K. Schultz, MD
Last updated September 17, 2015
Answer:
Abnormal movements in geriatric patients, particularly tremors and orofacial dyskinesias, commonly
occur as part of the aging process as well as with number of other medical conditions such as subcortical
vascular disease, parkinsonism or familial tremor. Consequently, even the in the presence of
antipsychotic medication exposure, in a geriatric patient the source of abnormal movements may be
unclear or multifactorial which adds complexity to management.
Initial management of abnormal movements should begin with the assessment of their onset and
duration. It should also be assessed whether the patient is aware of the movements and/or bothered by
them. Frequently patients are unaware of them unless they are pointed out. If there is no awareness
and no impact on function (i.e., no impairment in eating, writing, chewing, speaking, etc.) then there
may be no specific intervention other than documentation of the movements with a plan to continue to
observe regularly for any impact on daily function or any evidence of distress. In many patients with
chronic mental illness, abnormal movements may occur with no impact on distress or daily function. In
this circumstance, intervention with medication adjustments may place the patient at greater risk than
simple observation and documentation.
If the abnormal movements cause impairment in daily living, then further intervention is likely to be
warranted. The presence of dopamine agonists such as levodopa or pramipexole may induce dyskinesias
as well as other stimulant medications and may be reduced or discontinued if clinically appropriate.
Assessment of the onset and duration will also help distinguish tardive dyskinesia versus a new
occurrence of movements related to extrapyramidal side effects (EPSE). Tardive dyskinesia is considered
a chronic persistent form of EPSE that requires a minimum of one month of antipsychotic exposure in
older patients, and increases in prevalence with greater duration of antipsychotic use (Sweet et al.,
1995; Woerner et al., 1998: Jeste et al., 1999; Waln & Jankovic, 2013). Older patients are at greater risk
than younger patients. Tardive dyskinesia persists after discontinuation of the offending medication,
though in some patients it resolves after long-term cessation of antipsychotics. Withdrawal dyskinesias
often occur, in which the dyskinesias worsen when the offending medication is discontinued. The
dyskinesia must persist for at least one month after discontinuation of the offending medication to be
considered tardive dyskinesia (Waln & Jankovic, 2013).
With new medication use, antipsychotic medications may induce tremor and other EPSE but the
emergence of new abnormal movements consistent with tardive dyskinesia is more likely to happen
when antipsychotics are tapered or withdrawn (i.e., withdrawal dyskinesias) in patients with long-term
antipsychotic exposure such as those with schizophrenia. For those with lifelong mental illness,
approximately five years of continuous treatment is typically considered the average duration that is
sufficient to induce persistent tardive dyskinesia. However, receptor adaptation over many decades of
continued antipsychotic use (including both typicals and atypicals) is likely to result in suppression of
dyskinesia that may emerge during medication tapers. In the elderly, the presence of abnormal
movements of tardive dyskinesia are observed to occur at the same rate whether conventional (e.g.,
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typical) or atypical antipsychotics are used, so there is no advantage to switching to a newer atypical if
the patient is stable on a conventional medication.
If movements are evident either during continued use of antipsychotics or during a taper in patients
with chronic mental illness, the most prudent management is to observe over several months to clarify
their persistence. Often in younger patients anticholinergics such as benztropine are used to reduce
movements, but in older patients this may be problematic due to cognitive and other anticholinergic
adverse effects and should be managed carefully with minimal doses such as 0.5 mg increments, with
prompt discontinuation if no advantageous effect is observed in movements within a week. Ideally
management involves gradual reduction to the minimal dose of antipsychotic medication as needed to
maintain optimal psychiatric function while suppressing any abnormal movements.
The idea that the presence of abnormal movements absolutely requires discontinuation of all
antipsychotics is incorrect if it would place the patient at risk for a relapse of mental illness. There is no
evidence that continuing antipsychotics in the presence of tardive dyskinesia necessarily leads to
progressive worsening in long-term follow-up. On the other hand, if the diagnostic indication for the
antipsychotic is not well documented or evident, then tapering to discontinuation would be appropriate.
In some cases, benzodiazepines may reduce abnormal movements but these have independent risks in
the geriatric population, including cognitive impairment and falls, so the context of use must be
individually evaluated. In very rare cases, the use of botulin toxin injections may be used for persistent
dystonias, but this is extremely infrequent and would typically occur in the context of a comorbid
neurologic condition.
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Question: What strategies are most useful for caring for persons with dementia who are hard of
hearing?
Marianne Smith, PhD, RN
Last updated June 28, 2015
Answer:
Hearing impairment is a challenge for most older people, and is even more complicated when the
person’s cognitive capacity interferes in their use of supportive devices like hearing aids. However, the
same general principles of addressing hearing loss apply – whether the person is cognitively impaired or
intact.
Communication methods. An important starting point is to follow recommendations for promoting
effective communication with older adults who experience hearing loss as part of “normal” aging.
General principles include the following:
•
•
•
•
•

Make sure you have the person’s attention. Stand in front of the person and make eye contact.
Some people read lips so being visible is important.
Speak clearly, using simple language that the person understands. Avoid jargon that may be
unfamiliar or confusing.
Lower your tone of voice. High pitches are harder to hear as we age, and women’s voices tend
to be higher pitched then men’s.
If you speak more loudly than usual, check for understanding. E.g., Can you hear me? Am I too
loud/loud enough?
Use nonverbal gestures to help get your point across. Monitor your facial expression and tone of
voice, working to be pleasant even if frustrated.

Amplification devices. A variety of amplification devices are available on the market today, and in fact
are illustrated in person-centered interviews provided online by the Centers for Medicaid and Medicare
(CMS) as part of Minimum Data Set (MDS) 3.0 training. These devices are often useful when talking with
or interviewing the person, but may be less helpful during impromptu daily care interactions.
Hearing aids. Use of personalized hearing devices/aids is helpful to many older people. Making sure that
the device is used appropriately (e.g., adjusted to a comfortable level, has fresh batteries) is slightly
more challenging when the person is cognitively impaired, but is still possible. Potential loss of the
device (e.g., the person removes it due to discomfort and it is lost or damaged) is a concern that is often
best addressed by careful monitoring by staff and discussion with family regarding issues and concerns.
A “negotiated risk” agreement in which family understand that losing a costly device is possible may
improve daily use by establishing risks and responsibilities through discussion.
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Question: What are the similarities/differences in caring for persons with long-standing intellectual
disabilities (e.g., Down syndrome) that have dementia-related behaviors?
Susan K. Schultz, MD
Last updated September 1, 2015
Answer:
Persons with intellectual disabilities are a very heterogeneous group and it can be very challenging to
detect changes in behavior that are related to a progressive underlying dementia. However, a National
Task Group on Intellectual Disabilities and Dementia Practices has recently drafted “Guidelines for
dementia-related health advocacy for adults with intellectual disability and dementia.” Perhaps the best
strategy for conceptualizing this condition is to consider the primary disability and then consider the
impact of superimposed memory decline. For example, a person with an intellectual disability who has
typically been comforted by familiar caregivers and activities may have sudden anxiety or distress when
they begin to lose familiarity with surroundings due to memory loss. Increased anxiety and distress may
sometimes be alleviated by providing familiar videos that may be repeated or reducing the number of
activities to familiar tasks that may be repeated, e.g., the same games, music, videos.
The typical approach to their assessment should involve the input of a longstanding caregiver that
ideally knows the patients very well and can identify when a negative change in function has occurred. A
change in behavior or mood may reflect an underlying source of pain or illness that the individual may
not be able to explain. Because older adults with intellectual disabilities are less able to complain of
simple issues such as constipation, epigastric pain, osteoarthritis, and other common conditions, a
medical evaluation should always be considered when a behavior change has occurred. Clearly
identifying the target symptoms that are unique to the particular patient can be very important in
creating a care map to document when successes and failures have occurred with specific interventions.
Another complicating factor is that caregivers who know the patient well over many years may have
expectations of the patient that the patient can no longer meet when memory decline becomes a
problem. For example, a person who may have been able to function well in a day program may
suddenly become anxious or agitated when memory changes make functioning more difficult.
The general rule in this group is to reduce excessive stimuli, consider reducing expectations for daily
function, and assess for underlying medical conditions. These rules are very similar to managing
dementia-related behaviors in persons who do not have intellectual disabilities. However, perhaps the
most significant difference is that persons with intellectual disabilities typically have unique conditions
such as seizure disorders, mobility impairments such as spasticity, and additional factors that make the
use of psychotropic medications much more complex and require individually-driven guidelines. Further,
the individual with intellectual disabilities typically has their own routine of care that has been
developed over a long period of supervision that must be integrated into the dementia care plan.
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Medication-Related Questions
Question: What is the recommended dosing of donepezil and what should be evaluated in terms of
effectiveness and side effects? When should it be started or stopped?
Jeff Reist, BS, PharmD, BCPS
Last updated July 1, 2015
Answer:
Dosing of donepezil:
Donepezil is dosed starting at 5 mg daily and increasing to 10 mg daily after about 4 weeks if tolerated.
The 10 mg dose has been associated with increased efficacy in some patients; therefore, a trial at 10 mg
daily should be attempted prior to determination that the medication is ineffective. Improvements in
dementia severity, caregiver burden, and impaired swallowing were demonstrated in one small study,
which specifically looked at these parameters in relationship to the increase of donepezil dose from 5
mg to 10 mg. The use of donepezil 10 mg daily had been shown to provide modest benefit; however, the
effect magnitude is small and is the equivalent to a 0.8 point difference in the Mini-Mental State Exam
score (Nakamura et al., 2014).
The donepezil 23 mg dose was approved in the United States in 2010 and was reported to provide
increased efficacy based upon one study which showed statistically significant cognitive benefits
compared with the 10 mg dose measured using the Severe Impairment Battery (SIB) (Farlow et al.,
2010). In this study, the higher dose provided no significant benefit over the 10 mg dose in other
assessments of cognitive and global function which included the Clinician’s Interview-Based Impression
of Change-plus caregiver input (CIBIC-plus), the Alzheimer’s Disease Cooperative Study-Activities of Daily
Living-severe version (ADCS-ALD-sev), or the Mini-Mental State Exam (MMSE). SIB score changes in
patients with baseline MMSE scores in the range of 17-20 were essentially the same at each dose, while
they statistically significantly favored the 23 mg dose in patients with baseline MMSE scores from 0-16.
However, the difference in SIB score changes was only around 3 points in this group, which is small
considering mean baseline SIB scores were 70.1 and 72.3 in these two groups. The difference in score
changes is less than 5% of the baseline scores, which is of questionable clinical significance.
In a study by Sabbah et al. (2013), sponsored by Eisai and Pfizer, the manufacturer of the brand name
Aricept®, the data from this trial were re-examined in a post-hoc analysis to evaluate predictors of
response. Donepezil 23 mg appeared to be most helpful over the 10 mg dose in patients with more
advanced disease (MMSE score range 0-9, compared to those with a baseline MMSE of 10-20). While
scores on the SIB stabilized with the 23 mg dose and declined with the 10 mg dose, it is again unclear if
the magnitude of difference in the SIB scores, while statistically significant, would be considered
clinically significant or worth the increased adverse event burden from the higher dose.
The donepezil 23 mg dose has been associated with increased incidence of adverse drug events relative
to the 10 mg dose, particularly in the area of gastrointestinal effects. Nausea, vomiting, diarrhea, and
dizziness were the most common adverse events rated as severe in the primary trial that led to
approval, and these were all more common in the 23 mg group. Weight loss, anorexia, bradycardia,
urinary incontinence, and central nervous system adverse events like insomnia and somnolence were
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also reported more often with the higher dose (Farlow et al., 2010). This high incidence of adverse
effects resulted in a larger proportion of patients using this dose in clinical trials withdrawing from
studies (Doody et al., 2012). In the main trial leading to approval, 18.6% of patients in the 23 mg dose
group discontinued due to adverse events compared to 7.9% of the 10 mg dose group.
In summary, if donepezil is used, attainment of the 10 mg dose is associated with enhanced efficacy
over the 5 mg dose. While the 23 mg dose has been shown to improve scores on cognitive assessments
in a subset of patients with advanced dementia, it is unclear how clinically significant this difference may
be. In addition, the donepezil 23 mg dose has been associated with increased side effects which may
limit its use, except in select patients for whom even modest improvements are desirable. If this higher
dose is used, close surveillance should be instituted to monitor for gastrointestinal side effects as weight
loss due to anorexia, nausea and vomiting may negate the modest benefit of this dose.
Monitoring for efficacy:
Various tools are available to assess efficacy of donepezil including the Mini-Mental State Examination
(MMSE), Clinical Dementia Rating Scale (CDR), Reisberg Functional Assessment Staging Scale (FAST), and
the Montreal Cognitive Assessment (MoCA). In clinical practice, the MMSE or MoCA are used most often
to monitor for efficacy.
A beneficial effect should be expected within three months of initiation of therapy, which could be
either improvement or stabilization (Qaseem et al., 2008).
Monitoring for side effects of donepezil:
Common side effects include: Gastrointestinal side effects (nausea, diarrhea, vomiting, abdominal pain,
anorexia, weight loss) (Courtney et al., 2004; Mohs et al., 2001; Burns et al., 1999; Winblad et al., 2001;
Doody et al., 2012).
Other side effects include: Dizziness, muscle cramps, bradycardia, urinary incontinence.
Cholinergic side effects tend to wane with time in many patients but not all (2-5 days).
Gastrointestinal side effects (nausea, diarrhea, vomiting, abdominal pain, anorexia, weight loss) and
dizziness appear to be more common with the donepezil 23 mg vs the 10 mg (Doody et al., 2012).
Dizziness may be related to bradycardia and syncope, and is concerning because it has the potential to
lead to falls and fractures. Some evidence also suggests the side effects of bradycardia and syncope can
lead to unnecessary pacemaker placement because providers do not recognize donepezil as the cause
(Gill et al., 2009).
When should donepezil be started?
Donepezil may be offered to patients with mild to moderate dementia, with the understanding that it
may be of limited benefit and the benefit may not be clinically apparent. Prior to initiation of the drug,
shared decision making involving all interested parties should be employed. A thorough discussion of
the modest benefit shown with the use of the donepezil in clinical studies as well as the potential for
adverse effects should occur prior to initiation of the medication. It may be desirable to consider the use
of the drug on a trial basis with specific outcomes identified at the onset to monitor for efficacy and
safety.
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There is no evidence that donepezil is effective for mild cognitive impairment (Qaseem et al., 2008).
When should donepezil be stopped?
It is unclear how long donepezil should be continued; however, evidence from placebo-controlled trials
has demonstrated benefits for 6 months to 2 years (Courtney et al., 2004; Mohs et al., 2001; Burns et al.,
1999; Winblad et al., 2001). The decision to stop should be individualized with input from all parties. If a
patient continues a fairly rapid decline, a decision to discontinue is reasonable as it would appear the
medication is not efficacious. If it is unclear if the medication is making a difference, discontinuation may
be considered; however, discontinuation of donepezil in placebo controlled trials has been associated
with a regression of cognitive impairment to the level of the placebo group (Doody et al., 2001).
There is no evidence to demonstrate the appropriate time to stop treatment if the patient becomes
unresponsive or shows decline in various domains of dementia. However, if slowing decline is no longer
a goal, treatment may be no longer appropriate (Qaseem et al., 2008).
References:
Burns A, Rossor M, Hecker J, et al. The effects of donepezil in Alzheimer’s disease—results from a
multinational trial. Dement Geriatr Cogn Disord. 1999;10(3):237–44.
http://www.ncbi.nlm.nih.gov/pubmed/10325453
Courtney C, Farrell D, Gray R, et al. Long-term donepezil treatment in 565 patients with Alzheimer’s
disease (AD2000): randomised double-blind trial. Lancet. 2004;363(9427):2105–15.
http://www.ncbi.nlm.nih.gov/pubmed/15220031
Doody RS, Geldmacher DS, Farlow MR, Sun Y, Moline M, Mackell H. Efficacy and safety of donepezil 23
mg versus donepezil 10 mg for moderate-to-severe Alzheimer’s disease: a subgroup analysis in patients
already taking or not taking concomitant memantine. Dement Geriatr Cogn Disord. 2012;33(2-3):164-73.
http://www.ncbi.nlm.nih.gov/pubmed/22572767
Doody RS, Geldmacher DS, Gordon B, Perdomo CA, Pratt RD. Open-label, multicenter, phase 3 extension
study of the safety and efficacy of donepezil in patients with Alzheimer disease. Arch Neurol.
2001;58(3):427–33. http://www.ncbi.nlm.nih.gov/pubmed/11255446
Farlow MR, Salloway S, Tariot PN, et al. Effectiveness and tolerability of high-dose (23 mg/d) versus
standard-dose (10 mg/d) donepezil in moderate to severe Alzheimer’s disease: a 24-week, randomized,
double-blind study. Clin Ther. 2010;32(7):1234–51. http://www.ncbi.nlm.nih.gov/pubmed/20678673
Gill S, Anderson GM, Fischer HD, et al. Syncope and its consequences in patients with dementia receiving
cholinesterase inhibitors: a population-based cohort study. Arch Intern Med. 2009;169(9):867-73.
http://www.ncbi.nlm.nih.gov/pubmed/19433698
Mohs RC, Doody RS, Morris JC, et al. A 1-year, placebo-controlled preservation of function survival study
of donepezil in AD patients. Neurology. 2001;57(3):481–8.
http://www.ncbi.nlm.nih.gov/pubmed/11502917
Nakamura K, Watnabe N, Ohkawa H, et al. Effects on caregiver burden of a donepezil hydrochloride
dosage increase to 10 mg/day in patients with Alzheimer’s disease. Patient Prefer Adherence.
2014;8:1223-8. http://www.ncbi.nlm.nih.gov/pubmed/25258516

72

Qaseem A, Snow V, Cross JT Jr, et al. Current pharmacologic treatment of dementia: a clinical practice
guideline from the American College of Physicians and the American Academy of Family Physicians. Ann
Intern Med. 2008;148(5):370-8. http://www.ncbi.nlm.nih.gov/pubmed/18316755
Sabbagh M, Cummings J, Christensen D, et al. Evaluating the cognitive effects of donepezil 23 mg/d in
moderate and severe Alzheimer’s disease: analysis of effects of baseline features on treatment
response. BMC Geriatr. 2013;13:56. http://www.ncbi.nlm.nih.gov/pubmed/23742728
Winblad B, Engedal K, Soininen H, et al. A 1-year, randomized, placebo-controlled study of donepezil in
patients with mild to moderate AD. Neurology. 2001;57(3):489–95.
http://www.ncbi.nlm.nih.gov/pubmed/11502918

73

Question: What is the evidence for use of memantine in combination with cholinesterase inhibitors?
Response: Ryan Carnahan, PharmD, MS, BCPP
Last updated August 6, 2015
Answer:
Efficacy:
Two randomized controlled trials provided information on the efficacy of memantine (Namenda®) in
combination with donepezil (Aricept®), a cholinesterase inhibitor. These were conducted in people with
moderate to severe Alzheimer’s disease. One 24-week study found statistically significant benefits of
adding memantine (compared to placebo) to donepezil. However, the benefits were extremely small, no
more than a few percentage points' difference on the scales that were used. The difference was of
questionable clinical significance (Tariot et al., 2004). The second study, which was 52 weeks in duration,
found no significant benefit of the combination of donepezil and memantine over donepezil alone
(Howard et al., 2012).
A meta-analysis of pooled data from the two studies showed benefits of combination treatment over
treatment with donepezil in a variety of domains, but these differences were again very small and of
questionable clinical significance. The two secondary endpoints were more encouraging regarding a
meaningful difference in efficacy. The proportion of patients with marked clinical worsening was 8.7%
with combination treatment vs. 20.4% with donepezil alone. The proportion in whom agitation was
reported as an adverse event was 6.3% with combination treatment vs. 11.6% with donepezil alone (Atri
et al., 2013).
Safety:
The majority of adverse events in these trials occurred at similar rates between the groups, with a few
exceptions. In the 24-week trial confusion was reported in 7.9% of patients in the donepezil plus
memantine group compared to 2.0% of patients in the donepezil plus placebo group. In those receiving
memantine, most cases were considered mild and resolved within 2 weeks. Confusion led to
discontinuation of treatment in a similar number of patients in each group (1.5% of the placebo group
and 2% of the memantine group). However, this does suggest that memantine should be considered as
a potential cause of treatment-emergent confusion (Tariot et al., 2004).
In the same trial, urinary incontinence was reported in 5.4% of patients receiving memantine compared
to 3.0% of those receiving placebo (Tariot et al., 2004).
The rates of adverse events related to gastrointestinal hypermotility appeared slightly higher in the
donepezil plus placebo group compared to the donepezil plus memantine group, including diarrhea
(8.5% vs. 4.5%), fecal incontinence (5.0% vs. 2.0%), and nausea (3.5% vs. 0.5%). In contrast, constipation
was slightly more common with memantine than placebo (3.0% vs. 1.5%) (Tariot et al., 2004). Though
the numbers are limited, these data provide some suggestion that memantine could to some extent
counteract the increased gastrointestinal motility known to be caused by donepezil.
Decisions about use of these medications should be made considering both the limited efficacy of
cholinesterase inhibitors and memantine, regardless of whether they are used alone or in combination,
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as well as the adverse effects. As previously noted, donepezil and other cholinesterase inhibitors
increase gastrointestinal motility and can lead to a variety of related adverse events, including diarrhea,
fecal incontinence, nausea, vomiting, anorexia, weight loss, and dyspepsia (Kaduszkiewicz et al., 2005).
These effects are a major reason that dose titration is required when initiating these drugs. Some
patients develop tolerance to these effects but in other cases the effects persist. Cholinesterase
inhibitors have also been associated with hip fracture, syncope, bradycardia, and unnecessary
pacemaker placement (Gill et al., 2009). Their effects on the parasympathetic nervous system extend to
the heart (Masuda, 2004), and they are apparently often overlooked as a cause of bradycardia and
syncope. Headache, insomnia, dizziness, agitation, and somnolence have been reported with
cholinesterase inhibitors (Kaduszkiewicz et al., 2005). They can also worsen or unmask urinary
incontinence because they can increase contraction of the detrusor muscle that empties the bladder
and reduce bladder capacity (Yossepowitch et al., 2001). This could also theoretically worsen discomfort
for those with urinary retention related to bladder outflow obstruction.
Conclusion:
In summary, it is questionable whether using donepezil and memantine in combination will produce
clinically significant benefits over donepezil alone. However, the data on efficacy are mixed and it is
possible that some patients may benefit from combination treatment. The potential adverse effects
should be considered in prescribing decisions and monitored for if these drugs are used.
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Question: What is the role of antidepressants in people with dementia?
Michael Kelly, PharmD, MS
Last updated August 13, 2015
Answer:
Depression is common in patients with dementia. Prevalence estimates range up to 20% for major
depression with as many as 50% experiencing depressive symptoms. Presence of depression in
dementia is associated with declining function and quality of life and can worsen cognitive impairment
and increase caregiver stress.
Identifying, diagnosing, and monitoring depression and depressive symptoms in individuals with
dementia can be difficult. The Hamilton Depression Rating Scale (HAM-D) and the Cornell Scale for
Depression in Dementia (CSDD) have been used most often to diagnose depression in clinical trials. In
practice the CSDD may be preferred because it includes the caregiver’s perspective and the HAM-D has
not been validated for use in severe dementia. The clinician may also depend more on vegetative
symptoms like sleep disorders and loss of appetite to aid diagnosis. Because of the strong link between
depression and dementia a thorough psychiatric history is important. A review of current medical
conditions and medications should be conducted. Depressive symptoms may be more common in
vascular and Lewy body dementias.
Non-pharmacologic approaches may be useful in the management of depressive symptoms in
individuals with dementia. Enlisting the help of the caregiver is critical as they serve as a source of
information and to help deliver interventions. If a provider can be found, psychotherapies such as
cognitive behavioral therapy, interpersonal therapy, and counseling may be helpful, particularly early in
the course of the dementia. Increasing physical activity and exercise, music therapy, decreasing social
isolation, and increasing pleasurable activities may also have positive effects on mood. Because of the
fluctuating course of depression and dementia, watchful waiting is often a reasonable approach to
management.
Antidepressant drug trials that have been conducted suffer from the diagnostic complexity mentioned
above as well as small sample size and short duration. Considering the magnitude of the problem, very
few have been done. Although early trials often demonstrated positive results, they employed variable
methods and different antidepressants, many of them not used clinically. Meta-analyses based on these
early findings did not support efficacy.
The most studied drug is sertraline (Zoloft). An early trial (2003), the Depression in Alzheimer’s Disease
(DIADS) study, compared the drug to placebo. After a one-week placebo run-in period participants were
started on 25 mg daily of sertraline and the dose was increased gradually to 150 mg or maximally
tolerated dose. Average dose was 96 mg. Twenty-four individuals received sertraline and twenty
received placebo for the duration of the 12-week trial. Positive response was found in fourteen of those
on sertraline and seven on placebo. The authors also noted improvement in behavior disorders and
activities of daily living but no change in cognition (Lyketsos et al., 2003).
Based on these positive findings, the same research group performed another placebo-controlled trial
with sertraline in a larger population (DIADS-2). It differed from the first trial because there was no
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placebo run-in and caregivers were provided training and support. The dosage of sertraline was similar
with a goal of 100 mg daily. No significant for medication effect was found and adverse effects were
associated with the use of sertraline. Placebo response was high and may have been the result of the
caregiver training (Rosenberg et al., 2010).
The largest antidepressant trial to date was conducted in England and compared sertraline to
mirtazapine and placebo. The HTA-SADD trial randomized subjects with probable or possible dementia
that had depression of at least four weeks duration to sertraline (n=108, 95 mg mean dose), mirtazapine
(n=107, 30 mg mean dose) and placebo (n=111). No significant difference in efficacy was found between
the three groups after thirteen weeks of treatment with similar results at 39 weeks. Adverse effects
were significantly more common and severe in the active treatment arms (Banerjee et al., 2011).
In short, antidepressants have failed to demonstrate activity in the treatment of depression in
individuals with dementia. The balance between their unproven efficacy and potential for adverse drug
effects must be weighed carefully when deciding to use antidepressants in these individuals. The
selective serotonin reuptake inhibitor (SSRI) antidepressants have shown benefit in cognitively intact
elders and their use remains a logical next step when watchful waiting or nonpharmacological
approaches fail and in patients with more severe symptoms. Though better tolerated than most other
antidepressant drugs, common side effects include headache and gastrointestinal disturbances such as
diarrhea or nausea. Less common adverse effects include hyponatremia, increased risk of falls, bleeding,
parkinsonism and akathisia. The drug mirtazapine, from a different class of antidepressants, may also be
considered, particularly in patients with sleep problems or diminished appetite because it may cause
sedation and weight gain.
Because of this precarious balance between efficacy and adverse effects, and the fluctuating nature of
depression and dementia, if a decision is made to use an antidepressant continual monitoring of
response and tolerability is critical.
A caveat to the unclear efficacy of antidepressants for depression in dementia is that some studies have
found benefits of SSRIs on agitated symptoms in dementia. Several studies have found greater
improvements in agitation with SSRIs compared to placebo. Several other studies, albeit most relatively
small, have failed to find significant differences in efficacy of antidepressants compared to
antipsychotics for treatment of agitation. Trends across rating scales suggest the SSRIs may impact
agitation more than psychosis. One placebo-controlled study targeting agitated and psychotic symptoms
with an antidepressant found significantly greater improvements with sertraline than placebo on the
Cohen-Mansfield Agitation Inventory (CMAI) but not the Neuropsychiatric Inventory (NPI) or other
measures. The NPI includes a broader range of symptoms including psychotic symptoms, while the CMAI
is focused on agitated behaviors. Notably, another study showed greater improvements across a variety
of emotional symptom domains with citalopram compared to placebo. The CitAD study targeted
patients with dementia and agitation and showed greater improvements with citalopram than placebo,
though the authors noted that concerns of QTc prolongation with citalopram would make the study’s
maximum dose of 30 mg/day too high by today’s clinical standards. In any case, these studies suggest
that SSRIs may have a role in the management of agitation in patients with dementia, despite their
apparent limited effect on depressive symptoms in this population. The exact mechanisms by which
agitation might be influenced, e.g., whether they reduce anxiety or irritability, are less clear (Seitz et al.,
2011; Porsteinsson et al., 2014).
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Question: What medications are recommended for management of behavioral symptoms of
dementia other than antipsychotics?
Ryan Carnahan, PharmD, MS, BCPP
Last updated August 13, 2015
Answer:
The evidence on the impact of medications other than antipsychotics on behavioral and related
symptoms of dementia is covered in detail in the “Antipsychotic Use in Dementia” evidence-based
review, available here.
https://www.healthcare.uiowa.edu/IGEC/IAAdapt/document/Antipsychotic_Use_in_Dementia.pdf
To summarize, there is some evidence that enhanced pain management and selective serotonin
reuptake inhibitor (SSRI) antidepressants may have a role in managing agitation in Alzheimer’s
dementia. Anticonvulsants and benzodiazepines should generally be avoided due to adverse effect risks.
Multiple randomized controlled trials have failed to show benefit of valproate, but they have shown
harms (Carnahan et al.).
Hallucinations in Lewy body or Parkinson’s disease dementia may respond to rivastigmine, a
cholinesterase inhibitor, though fall risk related to syncope and dizziness induced by cholinesterase
inhibitors is a concern. Memantine may produce some global benefits on Parkinson’s disease or Lewy
body dementia, but its impact on neuropsychiatric symptoms was inconsistent across studies. There is
preliminary data in frontotemporal dementia for stimulants and trazodone (Carnahan et al.).
Notably, the effect sizes for medications in trials targeting agitation in dementia are consistently small,
be it an antipsychotic or another medication. Behavioral and other non-drug interventions should be
used first in nearly every case, along with a thorough evaluation of possible causes of the symptoms.
These practices should continue even if a drug is used.
The rest of this summary briefly discusses the evidence in Alzheimer’s-type dementia, though some
trials allowed or were unable to rule out patients with mixed or vascular dementia. Additional details of
studies in Parkinson’s disease dementia, Lewy body dementia, and frontotemporal dementia can be
found in the evidence-based review. Additional references can also be found there.
Pain management: One cluster randomized controlled trial implemented a pain management protocol
in people with dementia. They were selected for agitation, not because they had recognized pain. Pain is
often unrecognized in dementia, particularly advanced dementia. Two-thirds of subjects received
acetaminophen only. Agitated symptoms improved to a greater extent in the intervention group during
the 8-week active treatment period, and returned toward baseline after 4 weeks without treatment.
This study suggests pain management, particularly acetaminophen, may have a role in managing
agitated symptoms. Acetaminophen is a particularly attractive option because of its relatively benign
safety profile when used without alcohol and within the acceptable dosage range. It is important to
make sure that patients do not receive too much acetaminophen given that it is commonly found in
combination products used for a variety of indications (Husebo et al., 2011).
SSRIs: Studies of sertraline and citalopram have suggested that these selective serotonin reuptake
inhibitor (SSRI) antidepressants may have a role in reducing agitation. The results of some studies
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suggest that SSRIs may have efficacy similar to antipsychotics for reducing agitated symptoms in
dementia, with fewer side effects (Seitz et al., 2011; Porsteinsson et al., 2014). It is important to note
that citalopram doses should be limited to a maximum of 20 mg/day in older adults because it can
prolong the QT interval and potentially contribute to arrhythmias.
Trazodone: Trazodone has been evaluated in a number of studies. One reasonably-sized placebocontrolled study found no benefit on agitated symptoms, but also found no difference in efficacy of
trazodone (mean dose 200 mg/d) or placebo compared to haloperidol. Another study comparing
trazodone (average 218 mg/day) to haloperidol (average 2.5 mg/day) also found no difference. Evidence
on the efficacy of trazodone for agitated dementia symptoms is somewhat inconclusive (Seitz et al.,
2011). Notably, some expert clinicians in this area believe low doses of trazodone given throughout the
day, such as 25 mg 3 times a day, may have some benefit on agitated symptoms with a relatively low
risk of side effects. This practice has not been studied in controlled trials.
Cholinesterase inhibitors: Cholinesterase inhibitors have produced modest benefits in neuropsychiatric
symptoms in randomized controlled trials of their impact on cognition. They have not shown benefit
when studied for agitation (Carnahan et al.).
Valproate: Four randomized controlled trials have found no benefit of valproate for agitated symptoms
of dementia. One two-year trial suggested that it may speed cognitive decline and damage the
hippocampus. Valproate is not recommended for agitation in patients with dementia (Carnahan et al.).
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Question: What antipsychotics are preferred for individuals with dementia, if an antipsychotic is to be
used?
Ryan Carnahan, PharmD, MS, BCPP
Last updated June 23, 2015
Answer:
A document titled “Antipsychotic Use in Dementia” can be found under “Evidence-Based Reviews” on
the right sidebar of the site. This covers the evidence on efficacy and side effects, and provides
suggestions on selecting antipsychotics for individual patients based on their health conditions. Please
see this evidenced-based review for a thorough discussion of evidence and recommendations.
Briefly, the strongest and most consistent evidence supports the efficacy of risperidone for psychosis
and agitation in dementia. There is a smaller quantity of evidence supporting the efficacy of aripiprazole.
Evidence supports that olanzapine is efficacious for agitation, but evidence is mixed on its efficacy for
psychosis in dementia. The frequency of psychosis being reported as an adverse event was numerically
higher with olanzapine compared to placebo in randomized controlled trials (Maglione et al., 2011).
Evidence also suggests that haloperidol is efficacious for aggression in dementia (Lonergan et al., 2002).
Four randomized controlled trials have all found that quetiapine is not effective for management of
neuropsychiatric symptoms of dementia. A signal for efficacy was only identified in one of the four trials,
in which quetiapine dosed at 200 mg/day was significantly more effective than placebo (Maglione et al.,
2011). It’s notable that this exceeds the Centers for Medicare and Medicaid Services maximum dose for
chronic treatment of patients with dementia in long-term care facilities, which is 150 mg/day (Centers
for Medicare and Medicaid Services, 2011). Therefore we generally do not recommend use of
quetiapine.
The exception of this recommendation against using quetiapine is in patients with Parkinson’s disease or
Lewy body dementia. Antipsychotics should be avoided when possible in these patients, but if
antipsychotics are used they should be limited to those with the lowest risk of causing extrapyramidal
movement side effects, since patients with these conditions are highly sensitive to these side effects.
Other severe hypersensitivity reactions have been reported when antipsychotics have been used in
patients with these conditions. Quetiapine has a lower risk of extrapyramidal side effects relative to
other antipsychotics, so it is thought to be safer in patients with these conditions (Friedman & Factor,
2000; Ballard et al., 2011). The one randomized controlled trial in Parkinson’s disease dementia did not
show efficacy for neuropsychiatric symptoms, and evidence in people with Parkinson’s disease is mixed
(Ballard et al., 2011). However, quetiapine is often used because most other antipsychotics pose
unacceptable risks of motor side effects in patients with Parkinson’s disease and Lewy body dementia.
Evidence is more supportive of clozapine use in patients with psychosis related to anti-Parkinson’s
medications, but no controlled trials of clozapine have been conducted in people with Parkinson’s
disease and dementia. Clozapine’s use is limited by the need for frequent blood draws to monitor for
agranulocytosis. It causes a variety of other side effects and is highly anticholinergic, raising concerns
about its use in people with dementia (Friedman & Factor, 2000; Goldman & Holden, 2014).
A patient’s risk for other adverse events may also influence choice of therapy. For example, among
these antipsychotics olanzapine poses the highest risk of worsening metabolic conditions such as

81

diabetes, hyperlipidemia, and obesity (Maglione et al., 2011), so it may be advisable to avoid the use of
olanzapine in patients with this condition. Please see the evidence-based review on Antipsychotic Use in
Dementia for more details.
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Question: What is the evidence for use of Nuedexta® in people with dementia?
Ryan Carnahan, PharmD, MS, BCPP
Last updated June 23, 2015
Answer:
Nuedexta® is a combination product containing dextromethorphan hydrobromide 20 mg and quinidine
sulfate 10 mg. It is approved for pseudobulbar affect, which can occur in patients with neurological
disorders. Pseudobulbar affect appears as emotional lability but the affective expressions are generally
out of proportion with the underlying emotional state. Pseudobulbar affect presents as involuntary,
sudden and frequent episodes of laughing or crying (Nuedexta® package insert). A related
investigational product has been studied in a Phase 2 trial for agitation in dementia. This study provides
some support for efficacy but also raises concerns about the burden of adverse events (Cummings et al.,
2015).
The primary study of this product leading to Food and Drug Administration approval for pseudobulbar
affect was conducted in patients with amyotrophic lateral sclerosis (60%) or multiple sclerosis (40%).
The mechanism of action is thought to be related to dextromethorphan being a NMDA receptor
antagonist and sigma-1 receptor agonist. Quinidine’s role is as a cytochrome P450 2D6 inhibitor, which
dramatically reduces the metabolism of dextromethorphan and prolongs its presence in the serum and
ultimately increases exposure to dextromethorphan by approximately 20-fold. It is notable that the risk
of drug interactions is significant, particularly with medications metabolized by cytochrome P450 2D6
(Nuedexta® package insert).
The current Nuedexta® product has not been studied in a randomized controlled trial in dementia.
However, an investigational product containing 30 mg dextromethorphan and 10 mg quinidine (known
as AVP-923) was studied in a Phase II randomized placebo-controlled trial to manage agitation in
Alzheimer’s disease, the results of which have been reported in a meeting abstract and poster
(Cummings et al., 2015). This was a 10-week study with two consecutive 5-week double-blind stages.
Those initially randomized to AVP-923 (93 subjects) were continued on it for up to 10 weeks, while those
initially randomized to placebo (127 subjects) were randomized to AVP-923 or placebo after 5 weeks.
The stage 2 randomization of the placebo group was stratified by whether the person had responded to
placebo. Overall, 152 subjects received AVP-923 during the study. The dose was titrated from 20 mg
dextromethorphan and 10 mg quinidine once daily to an eventual dose of 30 mg dextromethorphan and
10 mg quinidine twice daily.
The primary endpoint was the agitation/aggression domain scores on the Neuropsychiatric Inventory.
Improvement was seen in the AVP-923 group by week 1, and it was significantly more effective than
placebo in both stage 1 and stage 2 analyses. A number of secondary endpoints related to
neuropsychiatric symptoms of dementia also improved more in the AVP-923 group compared to
placebo.
Falls were the most commonly reported adverse event, occurring in 8.6% of patients during treatment
with AVP-923 compared to 3.9% of those who receiving placebo. Dizziness also occurred in 4.6% of
those receiving AVP-923 versus 2.4% of those receiving placebo. The study authors noted that a history
of falls was more common in those randomized to AVP-923 baseline compared to those randomized to
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placebo (20.4% vs. 12.8%). The duration of exposure to AVP-923 was also 27% longer than the duration
of exposure to placebo, meaning the opportunity to fall on AVP-923 was somewhat greater. However,
this side effect raises significant concerns about safety. Falls often lead to serious injury in older adults.
Furthermore, quinidine can cause syncope, QTc prolongation and fatal arrhythmias, albeit more
commonly at higher doses. Syncope is a potential explanation for the dizziness and falls experienced by
those receiving AVP-923. In the primary study of pseudobulbar affect, dizziness occurred twice as often
in the active treatment group compared to the placebo group (10% vs. 5%). Muscle weakness occurred
in 5% of those on active treatment and 2% of those on placebo. The higher rate of peripheral edema
with AVP-923 compared to placebo in the Alzheimer’s disease trial (3.1% vs. 0.7%) also suggests
clinically meaningful cardiovascular effects occurred in some patients. These observations suggest the
observed fall risk is not simply an artifact of prior fall history in those receiving AVP-923.
Other notable side effects of dextromethorphan/quinidine include diarrhea, which occurred about twice
as often as in the placebo group in both the primary study for pseudobulbar affect (12% vs. 6%) and the
study of AVP-923 in Alzheimer’s disease (5.9% vs. 3.1%). Other gastrointestinal side effects have also
been observed, including vomiting which occurred in 5% of those on active treatment and 1% of those
on placebo in the primary pseudobulbar affect study. Urinary tract infection was also more common in
both the pseudobulbar affect study (4% vs. 1%) and the study in Alzheimer’s disease (5.3% vs. 3.9%).
Hepatitis related to hypersensitivity can also occur with quinidine, usually in the first few weeks of
therapy. In the primary pseudobulbar affect trial, elevated liver function tests were observed in 3% of
those receiving active treatment and no patients receiving placebo (Nuedexta® package insert;
Cummings et al., 2015).
As mentioned previously, drug interactions are another important concern with
dextromethorphan/quinidine. Many medications are metabolized by cytochrome P450 2D6, and
quinidine is a potent inhibitor of this enzyme. Quinidine also inhibits P-glycoprotein and can
approximately double digoxin levels as a result. Detromethorphan/quinidine should be avoided in
patients receiving antidepressants due to the risk of serotonin syndrome (Nuedexta® package insert).
Many people with dementia receive selective serotonin reuptake inhibitors or other antidepressants,
which may limit use of dextromethorphan/quinidine. Anyone considering prescribing
dextromethorphan/quinidine should review the package insert carefully to better understand the risks
and drug interactions.
A final consideration is cost. Nuedexta® is extraordinarily expensive, with a wholesale cost of $16 per
day ($448 to $496 per month) in 2011 (Kinetic Investments, 2011). Retail costs are substantially higher,
ranging from $673 to $728 per month according to GoodRX.com as of the time of this writing
(http://www.goodrx.com/nuedexta).
In summary, Nuedexta® has not been studied in Alzheimer’s disease or other dementias, but a similar
investigational product, AVP-923, has been studied in one Phase II trial. This preliminary trial found
greater improvements in agitation and aggression with AVP-923 compared to placebo. However, a
number of concerning adverse effects were noted, including dizziness and falls. We cannot recommend
widespread use of this drug for agitation in dementia based on the available preliminary evidence on the
related investigational product. However, the alternative medications for agitation are not without their
own side effects. If prescribers are considering use of Nuedexta® in patients with dementia, we
recommend that the full prescribing information be reviewed to understand the adverse effect risks and
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drug interactions, and that close monitoring is conducted for cardiovascular adverse effects, dizziness,
and falls.
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Question: Does risperidone cause prolactin elevation in dementia, and what clinical consequences
does this have?
Ryan Carnahan, PharmD, MS, BCPP
Last updated June 23, 2015
Answer:
Antipsychotics can increase prolactin because of their antagonism of D2 receptors in the anterior
pituitary (Kapur et al., 2002). The prolactin elevations observed with risperidone are among the highest
and longest lasting observed with any of the antipsychotics (Knegtering et al., 2005). Hyperprolactinemia
may occur with no symptoms, but it may also cause a variety of adverse effects. Some of these present
symptomatically while others are insidious. The adverse effects generally relate to the reproductive
system, and may occur due to direct effects of prolactin or due to reduced gonadotropin and
hypogonadism that can result from hyperprolactinemia. Possible effects include a variety of sexual
dysfunctions, gynecomastia (breast enlargement in men), galactorrhea, breast engorgement, menstrual
abnormalities, acne, and hirsutism (abnormal hair growth—e.g., excessive facial hair on women). Longterm effects of these hormonal imbalances may include loss of bone density leading to osteoporosis and
fracture, weight gain, cardiovascular disease, and behavioral or mood alterations. There is also a
possible association of hyperprolactinemia with hormone-related cancers, including breast and
endometrial cancer in women and prostate cancer in men (Wong-Anuchit, 2015).
Several studies have monitored prolactin levels or prolactin-related adverse events in elderly patients
treated with risperidone. No prolactin-related adverse events were observed in these studies, but the
two that checked prolactin levels did show an elevation of prolactin levels in risperidone treated
patients. Mintzer et al. (2006) compared risperidone 1-1.5 mg/day vs. placebo in an 8-week double-blind
randomized trial in patients with Alzheimer’s disease. No prolactin-related adverse events were
reported among 235 patients receiving risperidone. Kinon et al. (2003) switched patients to olanzapine
in an 8-week open label study, and baseline prolactin measures provided insights into the effect of
risperidone. Of 13 females and 4 males switched from risperidone, 62.5% had above-normal prolactin
concentrations at baseline. Only 21.4% had elevated levels at endpoint. Deberdt et al. (2005) compared
risperidone (mean 1.0 mg/day) to olanzapine and placebo and showed greater increases in prolactin
with risperidone compared to placebo and olanzapine. Treatment-emergent abnormally high prolactin
levels were found in 78% of the 196 patients who received risperidone. However, no prolactinassociated adverse events were reported. A PubMed search identified no case reports of prolactinrelated side effects in patients with dementia.
In summary, evidence suggests that risperidone frequently causes hyperprolactinemia in patients with
dementia. It is unclear whether the increase in prolactin results in clinically significant adverse events in
this population. A number of possible adverse events related to hyperprolactinemia are insidious, so it is
unlikely that these would be reported in trials. If they occur it may be difficult to link them to risperidone
use. Clinically, risperidone’s effects on prolactin do not appear to cause noticeable adverse events over
the short-term for most patients with dementia. It would be reasonable to monitor for prolactin-related
adverse events in patients receiving risperidone, and to discontinue or switch to another drug if they
occur. Switching from risperidone to aripiprazole has been shown to normalize prolactin levels within a
week, for example (Byerly et al., 2009). This differential effect is consistent with other evidence from
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studies of patients with schizophrenia such as a randomized open-label study of risperidone versus
aripiprazole that evaluated sexual dysfunction. This study found that 11 of 18 subjects (61%) in the
risperidone group experienced sexual dysfunction, with 9 of the 18 reporting decreased libido. Only 1 of
18 treated patients with aripiprazole reported sexual dysfunction (de Boer et al., 2011).
The potential for adverse effects that may occur over the long-term underscores the importance of
using antipsychotics judiciously and only when necessary in patients with dementia, and discontinuing
them when feasible. Prescribing decisions should be made with attention to life expectancy and goals of
care, however, as the immediate impact on neuropsychiatric symptoms may be more important to a
patient or family than the possibility of long-term effects such as reductions in bone density. It is also
notable that reduction in libido, if it occurs, could be considered a beneficial effect in patients exhibiting
sexual aggression.
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Question: Is there a role for topical antipsychotics in management of dementia symptoms?
Ryan Carnahan, PharmD, MS, BCPP
Last updated October 14, 2015
Answer:
We recommend against the use of topical antipsychotic preparations that are sometimes compounded
by pharmacies. We are unaware of any evidence to guide proper dosing, and it is unclear whether they
are absorbed consistently or at all. A study of a topical gel containing haloperidol, lorazepam, and
diphenhydramine found that no haloperidol or lorazepam was detectable in the blood up to 4 hours
after application. Diphenhydramine absorption was minimal and only occurred in a subset of patients
(Smith et al., 2012). Another study evaluated absorption of chlorpromazine from a topical gel
formulation and found no evidence of systemic absorption (Weiland et al., 2013). A pilot study in
Peyronie’s disease included topical trifluoperazine as one of the treatment arms. Blood levels were not
reported, but 5 of 7 subjects in this treatment arm experienced serious adverse events including anxiety,
agitation, blurred vision, insomnia, and depression. This is difficult to interpret without blood levels or
other evidence supporting absorption, since these events could have been unrelated to the drug, but it
provides some suggestion that this drug may have been absorbed topically (Fitch et al., 2007). Finally, a
study of topical quetiapine gel, 25 mg/2 mL compounded in Lipoderm®, in 10 healthy adults found little
to no absorption. Blood samples to measure quetiapine levels were obtained prior to administration and
at 15, 30, 60, 90, 120, 180, 240, and 480 minutes after administration. Only 2 of 10 subjects had any
measurable quetiapine in their blood at any time point, and these levels were quite low compared to
those obtained from the oral and rectal formulations. In one of these subjects quetiapine was not
detected until 240 minutes after application, and in the other it was not detected until 480 minutes
after application. (Leung et al 2014). This study clearly shows that topical quetiapine should not be used
as it is unlikely to be absorbed, and absorption is very slow if it actually does occur. On the whole none
of these studies support the use of topical antipsychotic preparations.
Uncertainties about absorption raise concerns about effectiveness, patient safety, and prescriber
liability if an adverse event was to occur. If in fact some topically administered antipsychotics are
absorbed in some patients, then that absorption may vary highly depending on skin thickness and
integrity and other factors. Dosing would be difficult to guide given the lack of studies on
pharmacokinetics of topical antipsychotic formulations (other than the studies showing little or no
absorption). If antipsychotics are used topically despite the evidence against this practice, we
recommend checking antipsychotic blood levels to determine both whether the drug is being absorbed
at all and whether the levels are consistent over time.
While some patients may improve when given topical antipsychotic formulations, one has to ask
whether it is because they are being given attention and touch when the formulation is applied (i.e.
therapeutic touch), whether the symptoms would have improved with no intervention, or whether the
improvement is really because of the antipsychotic contained in the topical formulation. Based on the
available evidence, we suspect that any observed improvement in patient symptoms following topical
application of antipsychotics likely has nothing to do with the antipsychotic drug. Case studies of topical
antipsychotics that do not include evaluation of blood levels to provide evidence of systemic absorption
should be treated with skepticism.
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Question: What is the evidence for Axona® in dementia?
Susan K. Schultz, MD
Last updated September 1, 2015
Answer:
Axona® is one of many natural or nutraceutical products that are hoped to improve outcomes in persons
with memory decline. Some products are proposed to work through antioxidant or neuroprotective
mechanisms. Axona® is in the category of natural products that is thought to promote optimal neuronal
metabolism by altering energy pathways. Axona’s® mechanism of action is similar to the mechanism by
which coconut oil has been promoted for dementia by supplying medium chain triglycerides (MCTs).
When MCTs are added to the diet and undergo metabolism, they create ketone bodies, which are also
produced under conditions of fasting. Ketone bodies have long been thought to be beneficial to the
brain for a variety of conditions such as epilepsy.
This has led to a literature on ketogenic diets to reduce brain diseases. Products like Axona® or diets
with coconut oil facilitate the production of ketone bodies which are thought to provide a beneficial
alternate energy source for neurons. There have been reports of coconut oil, ketogenic diets and
products like Axona® improving cognitive performance in short-term trials, but it is not known if these
methods have a beneficial effect over long-term follow-up or whether they reduce the fundamental
degenerative pathology of dementia.
When considering the aggregate data on nutritional approaches to dementia prevention, the approach
likely to be of greatest benefit is long-term use of dietary strategies that are high in polyphenols,
antioxidants, omega 3 fatty acids, and perhaps medium chain triglycerides as well. Most of the literature
supports that these components are available through a Mediterranean diet. However, this approach
would be best suited to a preventive strategy and it is not known whether dementia can be substantially
altered in course through dietary means.
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Question: Which anticholinergic medications that may cause delirium or problem behaviors are most
commonly used?
Ryan Carnahan, PharmD, MS, BCPP
Last updated July 29, 2015
Answer:
To answer this question I evaluated 2012 Iowa Medicare Part D data. The patient sample included
anyone who had a dementia diagnosis in Medicare data before or during 2012, as well as anyone who
had been in a nursing home during the time period from 2009 and 2012, who received a prescription
drug fill paid for by Medicare Part D in 2012. Use of anticholinergics that are listed on the “Drugs that
May Cause Delirium or Problem Behaviors” pocket card, side 2, was evaluated.
Overall, 36.3% of subjects received at least one anticholinergic medication, or 24,077 of 66,286
beneficiaries. This is consistent with a past study of Medicaid beneficiaries in Iowa who were newly
prescribed a cholinesterase inhibitor, assumedly for dementia (Carnahan et al., 2004). The patterns of
anticholinergic use were quite similar to those observed in many studies over the last 10+ years. Bladder
antimuscarinics were the most common class of anticholinergic. Anticholinergic antipsychotics were also
common, and made up a larger proportion of anticholinergic medications than in studies of community
dwelling elders without dementia. The Table provides the number of users and proportion of individuals
in this sample who received each medication. Only medications dispensed to at least 100 individuals in
the sample are included in the Table.
Table: Anticholinergics listed on the pocket guide dispensed in 2012 to at least 100 individuals in Iowa,
with Medicare Part D coverage and a history of a dementia diagnosis or nursing home admission
Medication

Number of Users

Quetiapine
Oxybutynin
Ranitidine
Promethazine
Amitriptyline
Olanzapine
Tolterodine
Solifenacin
Meclizine
Hydroxyzine
Nortriptyline
Benztropine
Atropine-diphenoxylate
Darifenacin
Doxepin
Dicyclomine

4,946
4,606
4,594
2,013
1,858
1,704
1,605
1,602
1,548
1,502
960
865
807
603
466
402

Percent of the Sample
(out of 66,286 individuals with
at least one medication fill in
Part D data)
7.5%
6.9%
6.9%
3.0%
2.8%
2.6%
2.4%
2.4%
2.3%
2.3%
1.4%
1.3%
1.2%
0.9%
0.7%
0.6%
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Scopolamine
Trospium
Azelastine nasal spray
Imipramine
Clozapine
Chlorpromazine

340
290
276
214
188
138

0.5%
0.4%
0.4%
0.3%
0.3%
0.2%

Among the anticholinergic antipsychotics, quetiapine was the most common, being dispensed to 7.5% of
the sample. The fact that quetiapine has been studied for treatment of neuropsychiatric symptoms in
people with Alzheimer’s disease in four randomized controlled trials and nearly every analysis failed to
demonstrate any efficacy makes one wonder why this remains among the most commonly used
antipsychotics in people with dementia (Maglione et al., 2011). It is often used in people with
Parkinson’s disease and psychosis because of its low propensity to cause extrapyramidal symptoms, and
this sample did not exclude those with mental health conditions for which this drug might be
appropriate. Other analyses have shown that neither of these factors explained the extent of use,
however, most of which appears to be for dementia symptoms. Olanzapine was the next most common
anticholinergic antipsychotic, being dispensed to 2.6% of the sample. Clozapine and chlorpromazine
were dispensed to 0.3% of the sample each. No other anticholinergic antipsychotic was dispensed to
100 or more people.
Bladder antimuscarinics are often observed to be the most commonly used prescription anticholinergics
in older adults, regardless of whether they are selected for a dementia diagnosis. That is the case here.
Their frequent use in dementia is concerning given the enhanced susceptibility of these patients to their
cognitive adverse effects. A major question around their use in dementia is whether they are actually
effective, as functional incontinence is common in dementia, i.e., the patient does not realize in time
that they need to urinate or cannot manage the tasks involved in finding and using the restroom without
assistance. Scheduled toileting is a much better first-line option for managing incontinence in many
patients with dementia. Oxybutynin was the second most commonly used anticholinergic overall. In a
study of VA nursing home residents, this drug was associated with a very high risk of fractures. In fact,
one fracture occurred for every person who benefited as evaluated by Minimum Data Set incontinence
measures (Moga et al., 2013). Tolterodine and solifenacin were the next most commonly used bladder
antimuscarinics, being dispensed to 2.4% of the sample each. Darifenacin and trospium were dispensed
to 0.5% and 0.4%, respectively. Flavoxate was also dispensed to 61 individuals. This pattern assumedly
reflects the generic availability of oxybutynin and tolterodine. Comparative safety studies in this high
risk population of people with dementia or in nursing homes are not available, but the minimal receptor
specificity of oxybutynin and tolterodine are thought to put them in a high-risk category for causing
cognitive adverse effects. Trospium is expected to be the least likely among these drugs to penetrate the
blood-brain barrier because of its chemical structure. In a study in which trospium was given to older
adults with overactive bladder for 10 days, none was found in their cerebrospinal fluid and no effect on
memory was observed (Staskin et al., 2010). However, in my view this drug remains a concern because
the blood-brain barrier is thought to be dysfunctional under certain conditions, such as during
inflammatory responses to acute illness, and a leaky blood-brain barrier is possibly related to
Alzheimer’s disease (Erickson & Banks, 2013). If the blood-brain barrier is in fact dysfunctional in
Alzheimer’s disease, trospium could potentially cause cognitive dysfunction in these patients. Evidence
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is inadequate to address this question at this time. Despite these uncertainties, I would prefer trospium
over other drugs that are known to penetrate the blood-brain barrier if it was affordable for the patient.
The safest approach is to avoid these drugs in patients with dementia unless they are deemed both
necessary and helpful, such as for a patient with acute bladder spasms after indwelling catheter
withdrawal.
Ranitidine was the third most common anticholinergic. Its side effect and receptor binding profile does
not suggest that it is as potent an anticholinergic as many of the others in the list, but it has been found
to be anticholinergic in receptor binding studies (Chew et al., 2008). It has been associated with
delirium, as have the other histamine-2 receptor antagonists, so remains a concern (Carnahan et al.,
2004).
Tricyclic antidepressants were also among the more commonly used anticholinergics. Amitriptyline was
most commonly received, followed by nortriptyline, doxepin, and imipramine. These are often used for
insomnia or neuropathic pain, and are less commonly used for depression since other nonanticholinergic options are available. The 2012 Beers Criteria from the American Geriatrics Society
recommend against use of tertiary tricyclic antidepressants including amitriptyline, doxepin and
imipramine because of their strong anticholinergic properties; nortriptyline is less anticholinergic but
still definitely has anticholinergic effects and is among the anticholinergics to be avoided in dementia
and delirium based on these criteria (American Geriatrics Society 2012 Beers Criteria Update Expert
Panel). Duloxetine is a non-anticholinergic option for neuropathic pain that shares a similar mechanism
of action to tricyclic antidepressants in that it affects serotonin and norepinephrine. Most medications
for insomnia are not recommended in dementia because of their propensity to cause confusion. This
sample does include patients without dementia, but most of the tricyclic antidepressants received by
these patients would be considered potentially inappropriate for older adults regardless of cognitive
impairment. Low-dose doxepin (e.g., 6 mg/d) is somewhat of an exception for older adults without
cognitive impairment, as the safety profile was considered acceptable by the Beers Criteria panelists in
this population.
Antihistamines were also commonly used anticholinergics, including promethazine and hydroxyzine.
Non-anticholinergic antihistamines such as cetirizine or fexofenadine are expected to be safer options if
effective. Other notable anticholinergics received by this patient sample include meclizine,
gastrointestinal antispasmodics, and scopolamine.
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Question: What evidence supports gradual dose reductions or discontinuation of antipsychotics in
people with dementia, and what strategies should we use to work toward discontinuation of drugs
that were started for behavioral symptoms but may no longer be necessary?
Ryan Carnahan, PharmD, MS, BCPP
Last updated September 2, 2015
Answer:
Antipsychotics can be discontinued in many patients with dementia without a substantial worsening of
behavioral and psychological symptoms. These symptoms change over time and as dementia
progresses, so the need for an antipsychotic at one time does not mean it will be needed forever. This is
well-supported by evidence from randomized controlled trials. However, these trials also show that
symptoms may worsen in a smaller subset of patients after antipsychotic discontinuation. A metaanalysis of antipsychotic discontinuation studies illustrated this in showing no statistically significant
difference in behavioral and psychological symptom severity between those who discontinued
antipsychotics or switched to placebo, but also a higher proportion of subjects whose symptom severity
worsened in those that switched to placebo. Also of note, there were trends toward higher rates of early
study discontinuation in addition to lower rates of mortality among those switched to placebo (Pan et
al., 2014).
The design of these studies and characteristics of the study populations are informative in interpreting
the results. Many of the studies recruited nursing home residents who had been receiving antipsychotics
for a long time. They may or may not have had symptoms at the time of discontinuation. In these
studies the proportion of patients switched from antipsychotic to placebo with no worsening of
symptoms ranged from 66% to over 90% (Pan et al., 2014). This clearly shows that many nursing home
residents who receive antipsychotics long-term do not need them for ongoing symptom control. The
Cochrane systematic review on this topic showed similar results and also reported on two studies that
provided subgroup analyses in those with less severe versus more severe symptoms at baseline
(Neuropsychiatric Inventory scores of 14 or less versus greater than 14). One study showed that the
placebo group was significantly less agitated after 3 months relative to the antipsychotic group among
those with milder symptoms at baseline. However, these studies also showed that those with more
severe symptoms at baseline were more likely to relapse when switched to placebo. This generally
suggests that those with some response to antipsychotics but continued higher levels of symptoms are
more likely to benefit in terms of symptom control from continued antipsychotic use than those with
whose symptoms are mild or absent when considering discontinuation (Declercq et al., 2013).
In contrast to the studies in nursing homes that enrolled long-term antipsychotic users, other studies
have evaluated discontinuation after relatively short durations of use, and only among those whose
symptoms improved in an initial treatment phase. Devanand et al. (2011) conducted a pilot study of
haloperidol discontinuation in 20 outpatients who were considered responders after 20 weeks of
treatment. The first factor to consider is that only 50% of the patients were considered responders in
the first phase. This suggests the antipsychotic might be discontinued after initial treatment in some half
of patients because of non-response. In the subsequent 24 weeks, 40% of those who continued
haloperidol relapsed compared to 80% who received placebo, and time to relapse was shorter with
placebo. This study provides initial support that treatment beyond 20 weeks may continue to control
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symptoms in many patients who respond to initial therapy, though a substantial minority of those
switched to placebo also did not relapse.
In a larger follow-up study, Devanand et al. (2012) evaluated risperidone discontinuation among
outpatients, assisted living residents, and nursing home residents, a more diverse population of patients
with dementia. Of 180 patients who initially received risperidone for up to 16 weeks, 112 (62%) were
considered responders. This again suggests a substantial proportion of patients in whom the
antipsychotic should likely be discontinued early in treatment because of lack of response. The next
phase enrolled 110 responders and randomized them to either continue risperidone for up to 32 weeks,
continue it for 16 weeks then switch to placebo for 16 weeks, or switch to placebo while either
immediately discontinuing risperidone or tapering over 2 weeks depending on the dose. The relapse
rate in each of the 16-week discontinuation periods was higher with placebo than with continued
risperidone (60% vs. 33% in the first 16 weeks; 48% vs. 15% in the second 16 weeks). This can again be
interpreted in multiple ways. Continued risperidone treatment clearly helped control symptoms in a
number of patients who responded to initial treatment, but a substantial minority of those switched to
placebo did not relapse. Of all patients initially started on the drug, it seems over half would not
necessarily benefit from long-term treatment, either due to lack of response or lack of relapse after
discontinuation.
Taken as a whole this evidence suggests several strategies for considering antipsychotic discontinuation.
First, if the patient’s target symptoms do not respond to an antipsychotic there is no reason to continue
it, and many patients have a limited response. Second, if a patient’s symptoms respond but the patient
continues to have significant symptoms, this is a marker of a higher risk of relapse if the drug was to be
discontinued. These patients may be poor candidates for antipsychotic discontinuation. Third, if a
patient has been stable with limited symptoms for some time, this suggests antipsychotic dose
reduction or discontinuation is more likely be successful without causing relapse. These patients may be
good candidates for gradual dose reduction and discontinuation.
Several other factors can be considered in decisions about gradual dose reduction or discontinuation. If
the initial symptoms were both severe and persistent, an antipsychotic may be needed longer-term. If
the drug was started after a small number of behavioral episodes, or perhaps during an acute delirium
episode, it can likely be discontinued sooner. The behavioral episodes may have been situational, and
there is no reason to continue antipsychotics used for delirium after it resolves, though some clinicians
taper to make sure the antipsychotic is not masking symptoms of continued delirium. Adverse effects
can also be reasons to reduce antipsychotic doses or discontinue antipsychotics altogether.
Non-drug behavioral interventions are also important to consider. These should have been tried prior to
initiating a medication for behavioral and psychological symptoms, although emergencies may justify
short-term antipsychotic use when only strategies to de-escalate the acute situation have been tried. If
it is determined that attempts to use non-drug behavioral interventions were inadequate prior to
starting a drug, or new information about the underlying causes of behaviors comes to light, the
potential to use non-drug behavioral interventions that address the underlying cause instead of using
antipsychotics or other psychotropic medications to manage the symptoms should be considered.
Regardless of medication use, non-drug behavioral interventions should always be part of a behavioral
and psychological symptom management plan. They are also important in managing any symptoms that
might arise during gradual dose reductions or after antipsychotic discontinuation.
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Evidence is limited on the ideal strategy for discontinuing an antipsychotic. Many of the trials evaluating
discontinuation discontinued the antipsychotic abruptly. Others tapered antipsychotics over 1-3 weeks,
sometimes only if the initial dose was high. Adverse effects may lead to more rapid dose reduction or
discontinuation of an antipsychotic. If these are not present, clinical experience and antipsychotic
pharmacokinetics suggests that a slower taper might be better for those receiving higher doses at
baseline. Low doses in the starting range can often be discontinued abruptly, while tapering is a good
idea for higher doses. This may help reduce behavioral crises that could result from abrupt antipsychotic
discontinuation.
Despite the lack of clear data to guide gradual dose reductions, a general rule of thumb might be to
reduce the antipsychotic dose by 25% every 4 weeks. This provides time for most antipsychotics to get
to a new steady-state blood level and for any changes in symptom severity to be monitored at this level
for at least a week prior to the next dose reduction. Most antipsychotics used in patients with dementia
reach steady state within 2 weeks of a dose change, and some more quickly than that. Aripriprazole is an
exception, with active metabolites that take nearly 6 weeks to fully reach steady state in the elderly.
However, another way to look at this is that if the drug was completely discontinued blood levels would
be half of their original steady-state level within a week. This longer half-life may actually make it
feasible to completely discontinue this drug in many patients, or cut the dose by more than 25%, and let
it self-taper by way of its long half-life, possibly reinitiating the drug at a lower dose should severe
symptoms recur.
Most antipsychotics are not associated with clinically meaningful withdrawal symptoms. Some
symptoms of cholinergic excess could theoretically occur when discontinuing anticholinergic
antipsychotics like quetiapine and olanzapine, such as diarrhea, nausea/vomiting, and insomnia, but the
doses used in dementia are typically low so cholinergic rebound should be uncommon. More often,
patients may experience activation when an antipsychotic dose is reduced, which relates to reduction of
the sedative effect of the antipsychotic. Problematic activation such as insomnia should be self-limiting
in most cases, barring relapse of target symptoms, but it can generally be expected that patients might
increase their activity level after antipsychotic discontinuation. This has been termed “Awakenings” by
one antipsychotic reduction project (Ecumen, 2015). The lack of sedation may in some cases lead to a
more engaged individual with improved quality of life, even if some caregiving demands increase.
Nursing facilities interested in reducing antipsychotic use might start with gradual dose reductions in
patients who have been on antipsychotics the longest and whose target symptoms have been minimal
or absent for some time. As-needed medications that are used irregularly are also candidates for
discontinuation. Patients in whom symptoms were not persistent, but in whom antipsychotics were
started due to a short-term episode, are good candidates for discontinuation attempts. Antipsychotics
started on night or weekend shifts that may have had inadequate staffing are also candidates for
discontinuation. In some cases behavioral logs may suggest that problems arose from interactions with
certain staff members, in which case changing primary caregivers may have been a better strategy than
using medication. Again, if non-drug behavioral intervention attempts were inadequate prior to
antipsychotic initiation, or the causes of the symptoms were not well-explored, these would be reasons
to consider strategies other than psychotropic medications for managing these symptoms.
In terms of implementing these changes within a nursing facility, various institution-level strategies can
be employed. Convening a multidisciplinary team to review psychotropic medications and identify
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optimal strategies for managing difficult symptoms is an excellent first step. This team can meet
periodically to review care strategies and use of psychotropic medications, formulating
recommendations for changes to the care of individual residents. This team can implement a Quality
Assurance and Performance Improvement process around psychotropic medication use, and develop a
specific Performance Improvement Projects appropriate to the facility’s needs. An optimal team
structure would likely include representatives from the leadership, nursing staff, direct care staff,
activities therapy, and social work, as well as the consultant pharmacist and medical director. Others
such as dietary and custodial staff may also be able to provide helpful input, particularly when problemsolving around specific residents with whom they interact. Including the direct care staff and nurses
caring for specific residents who are being discussed is also helpful in problem solving and implementing
new interventions or care approaches. Besides gathering a wide range of perspectives to problem-solve
around individual cases, a team approach can have the advantage of providing a united voice when
making recommendations. It can help ensure that everyone involved in a person’s care is aware of their
care plan so that interventions are consistently applied. This team approach also makes
recommendations stronger and more relevant. For example, pharmacists are often the driver of gradual
dose reduction requests because they are responsible for monitoring regulatory compliance around
medication use. However, some express difficulty in getting buy-in from prescribers for gradual dose
reduction attempts because prescribers see these requests as driven by regulations rather than clinical
needs. If a team representing the facility was to provide a recommendation for gradual dose reduction
with a strong clinical rationale, this may be better accepted by prescribers.
In addition to specific activities directed at reducing unnecessary psychotropic drug use, nursing facilities
should consider the role of institutional norms in influencing prescribing. Nursing facility culture
influences requests for medications and approaches to care. Strong leaders can influence change.
Person-centered care is an approach or philosophy of care that respects residents’ preferences, makes
available enjoyable activities to enhance quality of life, and reduces unnecessary institutional demands
such as strict schedules, among other things. The implementation of person-centered care as the facility
norm may help reduce negative emotions and conflicts with staff and, as a result, the perceived need for
psychotropic medications. To paraphrase one leader at a facility that has successfully implemented
person-centered care strategies and minimized use of antipsychotics, once they stopped trying to make
people do things they don’t want to do there wasn’t much need for antipsychotics anymore.
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Caring for People with

Evalua on of Problem Behaviors

Demen a and Problem Behaviors:

in People with Demen a

A Step‐by‐Step Evidence‐Based Approach
Common Causes of Problem Behaviors

Go to igec.uiowa.edu for more informa on and references

This approach begins with evalua on and treatment of common
causes of behaviors, then uses non‐drug approaches to
management. An psycho cs are reserved for severe cases due to
poten al side eﬀects, which include death. Document all behaviors,
symptoms, interven ons, and outcomes. Sec ons are color‐coded
to help guide you to accompanying resources, which are italicized in
bold. Blue=Evalua on. Yellow=Non‐drug. Pink=An psycho cs.
1. Evalua on
 Clearly characterize and document behavior or symptom,
including frequency, severity, triggers, and consequences.
 Consider environmental factors and triggers. Are they modifiable?
 Perform medical evalua on (delirium, medical condi ons, pain,
depression, drugs). See Common Causes of Problem Behaviors (on
other side), Delirium Assessment and Management, and Drugs
that May Cause Delirium or Problem Behaviors.
—Address these causes if they are iden fied.
 Discuss with family any history that may explain or manage the
behavior, e.g. pa ent habits, preferences, ac vi es they enjoy.
2. Manage with non‐drug approaches
 Engage in meaningful ac vi es, redirect, clear communica on,
etc. See Non‐Drug Management.
3. Does the behavior pose risks to the resident or others, or is the
resident severely distressed?
 If yes, non‐drug approaches fail, and medical work‐up does not
reveal another cause, consider drug therapy targeted at
behaviors. See An psycho c Prescribing Guide.
4. Monitor drug therapy for eﬀec veness and side eﬀects. Con nue
non‐drug management.
5. Consider an psycho c dose reduc on or discon nua on if the
drug is not eﬀec ve, side eﬀects occur, or the behaviors have
been manageable. See An psycho c Prescribing Guide.
Re‐assess need for drug therapy periodically, at least twice a year.
6. Use preven on and maintenance approaches to reduce further
exacerba ons
 Clear communica on, meaningful ac vi es, etc.
 Simplify and create a calm environment
 Manage medical condi ons, depression, pain, etc.
 See Non‐Drug Management

Physical:
 Pain
 Hunger

 Cons pa on, urinary reten on
 Fa gue, insomnia, poor sleep

Psychological:
 Anxiety, fear, depression
 Impaired speech, frustra on

 Boredom
 Autonomy/privacy

Environmental:
 Caregiver approaches
 Ins tu onal rou nes,
expecta ons and demands

 Misinterpreta on of events/se ng
 Over/under‐s mula on
 Changes from normal rou ne

Delirium, secondary to medical issues such as:
 Medica on side eﬀects
 Metabolic/electrolyte disturbances
 Infec ons
 Dehydra on

Consider the Following Assessments
Check Vitals:
 Temperature, pulse, blood pressure, respira on, oxygen satura on
Physical Assessment:
 Signs of cons pa on or urinary reten on
 Changes in breath sounds
 Peripheral edema
 Fluid status: orthosta c blood pressure, mucous membranes
Common Sources of Pain:
 Bed sores, other skin lesions, eye pain from corneal abrasion
 Joint pain, other musculoskeletal pain, foot pain (poorly fi ng shoes)
 Oral pain related to dentures/mouth ulcera on
Sensory:
 Hearing: check hearing aids, ear wax
 Vision: check glasses
Delirium Assessment:
 See Delirium Assessment and Management
Urinalysis, or other urinary symptoms
Blood glucose, CBC with diﬀeren al, electrolytes if appropriate
Drug side eﬀects:
 See Drugs that May Cause Delirium or Problem Behaviors
Recent changes: environmental, rou ne, family, drugs, medical
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Delirium Assessment and Management

Delirium Screening Tool

Defini on of Delirium
Acute onset of impaired a en on, cogni on (memory, orienta on,
language), consciousness, percep on, behaviors, and/or emo ons that may
fluctuate, have a medical cause, and are not due to demen a. O en called
“acute confusion.” Terminal delirium: irreversible and can occur in the days
before dying; an psycho cs used more liberally for comfort in these cases.

Suspect delirium if answer is yes on items 1 + 2 + (3 or 4) below.
First perform a Brief Interview of Mental Status, Staﬀ Assessment, or brief
cogni ve test described on other side.

1. Is the person more confused today than usual? If yes, the person might
have delirium and a brief cogni ve assessment should be done.
2. Brief Cogni ve Assessment: People with the level of demen a indicated
can usually perform these a en on‐based tasks, while those with
delirium cannot. Severe demen a is diﬃcult to test. Change in cogni ve
status is usually determined by observa on. Compare vs. recent baseline.
 Mild Demen a: list days of week and months of year backwards.
 Moderate Demen a: count backwards from 20 to 1.
3. Delirium Screening: See the screening tool, derived from the Confusion
Assessment Method (CAM), CAM‐ICU, and MDS, on the other side.
4. If the screening suggests delirium, assess and treat possible causes:
 Vitals (pulse, blood pressure, temperature, respiratory rate, pulse‐
oximetry, pain).
 Physical examina on to diagnose infec ons or other acute medical
condi ons such as cons pa on, pneumonia, pressure ulcers, MI (heart
a ack), CVA/TIA (stroke).
 Basic laboratory evalua on (urinalysis, crea nine, sodium, potassium,
calcium, glucose, CBC with diﬀeren al).
 Review medica ons with par cular a en on to an cholinergics,
benzodiazepines, or new medica ons (see Drugs that May Cause
Delirium or Problem Behaviors). Discon nue if benefit does not
outweigh poten al harm.
 Review restraints (foley catheter, IV lines, other tethers) and
discon nue if benefit doesn’t outweigh poten al harm.
 Assess pain—Is pain management adequate and appropriate?
5. Use non‐drug management:
 Sleep: Allow con nuous sleep at night. Keep noise down. Recognize
that an altered sleep‐wake cycle is o en a symptom of delirium.
 Orienta on: Orient to date and place. Clock and calendar in room.
Light on from 7 a.m. to 7 p.m. (sunrise to sunset). Always introduce
yourself.
 Environment: Keep hearing aids and glasses accessible. Oﬀer beverage
of choice frequently for hydra on. Encourage low‐key family visits.
6. Use an psycho c short‐term for agita on or distressing psycho c
symptoms, e.g. hallucina ons. See An psycho c Prescribing Guide.
 E.g. haloperidol 0.5 mg PO/IM q1 hour PRN agita on or distressing
hallucina ons. Can double dose if ineﬀec ve. Schedule once or twice
daily dose based on the total amount needed to achieve treatment goal
in 24 hours. When delirium resolves, discon nue the an psycho c.

1) Acute onset [ ] yes

[ ] no
[ ] uncertain*
Is there evidence of an acute change in mental status from the person’s
baseline?
*If uncertain, gather more informa on.

2) Ina en on

[ ] yes
[ ] no
[ ] uncertain*
Does the person have diﬃculty focusing a en on (i.e., easily distracted
or can’t follow what is being said)?
*If uncertain, perform an A en on Screening Examina on (ASE):

Direc ons: Say to the pa ent, “I am going to read you a series of 10
le ers. Whenever you hear the le er ‘A,’ indicate by squeezing my
hand.” Read le ers from the following le er list in a normal tone.

SAVEAHAART
Scoring: Errors are counted when pa ent fails to squeeze on the le er
“A” and when the pa ent squeezes on any le er other than “A.”
Ina en on is present if 3 or more errors are observed.

3) Disorganized thinking [ ] yes

[ ] no [ ] uncertain*
Is the person’s thinking disorganized or incoherent, as evidenced by
rambling or irrelevant conversa on, unclear or illogical flow of ideas,
unpredictable switching from subject to subject?
*If uncertain, conduct the following ques on/command assessments:
Ques ons:
1. Will a stone float on water?
2. Are there fish in the sea?
3. Does one pound weigh more than two pounds?
4. Can you use a hammer to pound a nail?
Score: Pa ent earns 1 point for each correct answer out of 4.
Command:
Say to pa ent: “Hold up this many fingers” (Examiner holds two
fingers in front of pa ent then puts them back down) “Now do the
same thing with the other hand” (Not repea ng the number of
fingers).
Score: Pa ent earns 1 point if does en re command.
Disorganized thinking is present if combined scores are less than 4.

4) Altered Level of Consciousness [ ] yes

[ ] no
Is the pa ent anything other than alert, calm and coopera ve
(at current me)? This may include vigilant (easily startled), lethargic
(frequently dozed oﬀ when asked ques ons), or stuperous (very
diﬃcult to arouse and keep aroused), or comatose (could not be
aroused).
Psychomotor retarda on: (sluggishness, staring into space, staying in
one posi on, moving slowly) may also count as a “yes” for this domain.
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Non‐Drug Management
of Problem Behaviors and Psychosis in Demen a

S

1: A

T

C

F

FOCUS on one behavior at a me
 Note how o en, how bad, how long, & document specific details
 Ask: What is really going on? What is causing the problem
behavior? What is making it worse?
IDENTIFY what leads to or triggers problems
 Physical: pain, infec on, hunger/thirst, other needs?
 Psychological: loneliness, boredom, nothing to do?
 Environment: too much/too li le going on; lost?
 Psychiatric: depression, anxiety, psychosis?
REDUCE, ELIMINATE things that lead to or trigger the problems
 Treat medical/physical problems
 Oﬀer pain medica ons for comfort or to help coopera on
 Address emo onal needs: reassure, encourage, engage
 Oﬀer enjoyable ac vi es to do alone, 1:1, small group
 Remove or disguise misleading objects
 Redirect away from people or areas that lead to problems
 Try another approach; try again later
 Find out what works for others; get someone to help
DOCUMENT outcomes
 If the behavior is reduced or manageable, go to Step 3
 If the behavior persists, go to Step 2

S

2: S

A

I

CONSIDER retained abili es, preferences, resources
 Cogni ve level
 Physical func onal level
 Long‐standing personality, life history, interests
 Preferred personal rou nes, daily schedules
 Personal/family/facility resources
DEVELOP a Person‐Centered plan
 Adjust caregiver approaches
 Adapt/change the environment
 Select/use best evidence‐based interven ons tailored to the
person’s unique needs/interests/abili es

S

2: S

A

I

,

ADJUST your approach to the person
 Personal approach: cue, prompt, remind, distract; focus on
person’s wishes, interests, concerns; use/avoid touch as
indicated. Do not try to reason, teach new rou nes, or ask to
“try harder.”
 Daily rou nes: simplify tasks and put them in a regular order;
oﬀer limited choices; use long‐standing pa erns & preferences
to guide rou nes & ac vi es
 Communica on style: simple words and phrases; speak in short
sentences; speak clearly; wait for answers; make eye contact;
monitor tone of voice and body language
 Uncondi onal posi ve regard: do not confront, challenge or
explain misbeliefs (hallucina ons, delusions, illusions); accept
belief as real to the person; reassure, comfort, and distract
ADAPT or CHANGE the environment
 Eliminate things that lead to confusion: clu er, TV, radio, noise,
people talking; reflec ons in mirrors/dark windows;
misunderstood pictures or decor
 Reduce things that cause stress: caﬀeine; extra people; holiday
decora ons; public TV
 Adjust s mula on: if overs mulated—reduce noise, ac vity, and
confusion; if under‐s mulated (bored)—increase ac vity and
involvement
 Help with func oning: signs, cues, pictures help way‐finding;
increase ligh ng to reduce misinterpreta on
 Involve in meaningful ac vi es: personalized program of 1:1 and
small group or large group as needed
 Change the se ng: secure outdoor areas; decora ve objects;
objects to touch and hold; homelike features; smaller, divided
recrea onal and dining areas; natural and bright light; spa‐like
bathing facili es; signs to help way‐finding
SELECT and USE evidence‐based interven ons
 Work with the team to fit the interven on to the person
 Check care plan for addi onal informa on
 Contact supervisor with problems/issues

S

3: M

O

A

C

 Track behavior problems using ra ng scale(s)
 Assure adequate “dose” (intensity, dura on, frequency) of
interven ons
 Adapt/add interven ons as needed to get the best possible
outcomes
 Make sure all people working with the person understand and
cooperate with the treatment plan and are trained as needed

102

Drugs that May Cause Delirium or Problem Behaviors

Drugs that May Cause Delirium or Problem Behaviors

This reference card lists common and especially problematic drugs that may
cause delirium or contribute to problem behaviors in people with dementia.
This does not always mean the drugs should not be used, and not all such
drugs are listed. If a patient develops delirium or has new problem
behaviors, a careful review of all medications is recommended.
Be especially mindful of new medications.

Anticholinergics—all drugs on this side of the card. May impair cognition
and cause psychosis. Drugs available over-the-counter marked with *

Anticonvulsants
All can cause delirium, e.g.
Carbamazepine – Tegretol
Gabapentin – Neurontin
Levetiracetam – Keppra
Valproic acid – Depakote

Psychiatric

All opiates can cause delirium if dose
is too high or increased too quickly.
Codeine – Empirin, many others
Fentanyl – Duragesic
Hydrocodone – Lortab
Hydromorphone – Palladone,
Dilaudid
Meperidine – Demerol
Morphine – MS Contin, MS IR
Oxycodone – OxyContin
Tramadol – Ultram

All psychiatric medications should be
reviewed as possible causes, as
effects are unpredictable.
Notable offenders include:
Benzodiazepines e.g.
-Alprazolam – Xanax
-Clonazepam – Klonopin
-Lorazepam – Ativan
Stimulants e.g.
-Methylphenidate – Ritalin
Hypnotics (Sleep Medications ) e.g.
-Eszopiclone – Lunesta
-Zaleplon – Sonata
-Zolpidem – Ambien
Tricyclic Antidepressants e.g.
-Amitriptyline – Elavil
-Doxepin – Silenor, Sinequan
-Nortriptyline – Pamelor

Parkinson’s/Restless Legs

Antibiotics/Antivirals

Most Parkinson’s disease
medications can cause psychosis.
Amantadine – Symadine, Symmetrel
Bromocriptine – Parlodel
Levodopa – Sinemet , Stalevo
Pramipexole – Mirapex
Rasagiline – Azilect
Ropinrole – Requip
Rotigotine – Neupro
Selegiline – Eldepril, Emsam, Zelapar

Difficult to distinguish drug effects
from effects of infection. Others may
contribute as well.
Antiviral
-Acyclovir – Zovirax
-Valacyclovir – Valtrex
Fluoroquinolones e.g.
-Levofloxacin – Levaquin
-Ciprofloxacin – Cipro
Metronidazole – Flagyl
Vancomycin – Vancocin

Pain

Steroids
Corticosteroids e.g.
-Prednisone – Deltasone, etc.
Testosterone – Androgel, etc.

Cardiac Medications
Antiarrhythmics
Digoxin – Digitek, Lanoxin

Tricyclic Antidepressants
Amitriptyline – Elavil
Clomipramine – Anafranil
Desipramine – Norpramin
Doxepin – Sinequan
Imipramine – Tofranil
Nortriptyline – Aventyl, Pamelor

Antihistamines / Allergy /
Cough & Cold Medicines
*Azelastine – Astepro
*Brompheniramine – Bromax,
Bromfed, Lodrane
Carbinoxamine – Rondec
*Chlorpheniramine – Chlor-Trimeton
*Clemastine – Tavist
Cyproheptadine – Periactin
*Dexbrompheniramine –Drixoral
Dexchlorpheniramine – Polaramine
*Diphenhydramine – Benadryl
Hydroxyzine – Atarax, Vistaril
Olopatadine – Pataday, Patanol
Promethazine – Phenergan
Triprolidine – Triacin-C

Motion Sickness / Dizziness /
Nausea
*Dimenhydrinate – Dramamine
*Meclizine – Antivert,
Dramamine less drowsy
Promethazine – Phenergan
*Scopolamine – Scopace, Transderm
-Scop, Maldemar
Trimethobenzamide – Tigan

Movement Disorders
Benztropine – Cogentin
Trihexyphenidyl – Artane

Bladder Antispasmodics
Darifenacin – Enablex
Flavoxate – Urispas
Oxybutynin – Ditropan
Solifenacin – VESIcare
Tolterodine – Detrol
Trospium – Sanctura

Insomnia / Sleep
*Diphenhydramine – Sominex,
Tylenol-PM, others
*Doxylamine – Unisom, Medi-Sleep

Stomach and GI Tract
Ulcer and Reflux:
*Cimetidine – Tagamet
Glycopyrrolate – Robinul
*Ranitidine – Zantac
GI Antispasmodics:
Atropine – Sal-Tropine, Atreza
Belladonna Alkaloids – Donnatal,
Bellamine S, Bel-Tabs, B&O
supprettes
Clidinium – Librax
Dicyclomine – Bentyl
Hyoscyamine – Levsin, Anaspaz,
Cytospaz
Methscopolamine – Pamine, Pamine
Forte
Propantheline – Pro-Banthine

Anticholinergic Antipsychotics
Chlorpromazine – Thorazine
Clozapine – Clozaril
Loxapine – Loxitane
Olanzapine – Zyprexa
Pimozide – Orap
Quetiapine – Seroquel
Thioridazine – Mellaril
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Antipsychotic Efficacy
General Guidelines:
1. Rule out reversible causes prior to using a drug.
2. Try non-drug management strategies first.
3. Clearly document treatment targets (symptoms) before and
after a treatment strategy is tried.

Dementia psychosis

+

+/-

+/-

++

Dementia agitation

+

++

+/-

++

+ + = moderate or high evidence of efficacy
+
= low or very low evidence of efficacy
+/ - = mixed results

*Haloperidol has shown
efficacy for aggression
in randomized trials

Adverse Effects Comparison Table
Drug
Brand Name
(daily dose range)

Movement Side Effects1

Central Nervous System

Sedation

Confusion, delirium,
cognitive worsening

Worsening psychotic
symptoms

Cardiovascular/Metabolic

Orthostatic hypotension

Edema

Weight gain/glucose ↑

0






Aripiprazole
Abilify
(2-10 mg)

0


0



Haloperidol
Haldol
(0.25-2 mg)








Olanzapine
Zyprexa
(2.5-7.5 mg)

0






Quetiapine
Seroquel
(12.5-150 mg)

0






Risperidone
Risperdal
(0.25-2 mg)

 Nervousness
Wandering
 Fidgeting
Insomnia
 Mild anxiety
Poor self-care
 Impaired memory
Restlessness
Uncooperativeness without aggressive behavior
Inattention or indifference to surroundings
Sadness or crying alone that is not related to depression or
another psychiatric disorder

++

Triglyceride ↑









+

?


0


Inappropriate antipsychotic treatment targets:

+

?
0






Aggressive behavior (especially physical)
Hallucinations (if distressing)
Delusions (note: memory problems are often mistaken for
delusions, e.g. thinks people are stealing lost items)
Possibly other severely distressing agitation (see #4 above).

++











Dementia overall


0
?
0


Appropriate antipsychotic treatment targets:

Risperidone

?
?
0
0


7. If the drug doesn’t help, stop it (use appropriate tapering).

Quetiapine

Urinary incontinence, UTI

6. Consider the impact of side effects on comorbidities when
choosing a drug, and start with a low dose.

Olanzapine

= more boxes indicates greater risk. Colors are darker with increasing risk.
? = evidence poor in dementia, but evidence in other conditions indicates some risk
0 = no clear evidence that the drug causes this side effect in a clinically important way, or very rarely
Movement side effects = Parkinsonism, akathisia (restlessness), dystonia, tardive dyskinesia

See Guidance for Special Populations, if
frontotemporal dementia, Parkinson’s disease, Lewy body
dementia, renal impairment, or hepatic impairment.

Aripiprazole

1

4. Justify use of an antipsychotic. The treatment target
symptom must present a danger to the person or others
according to CMS guidelines for antipsychotic use in nursing
homes and must also fail to respond to non-drug
interventions. If symptoms are due to schizophrenia or
related disorders, severe mood disorders or psychosis then
antipsychotic use may be appropriate. In non-nursing home
settings where these CMS regulations do not apply, many
clinicians would consider antipsychotic use for persistent
distressing symptoms related to hallucinations, delusions, or
agitation, even if they do not clearly pose a danger to the
patient or others. A key determinant is whether the
antipsychotic appears to improve the patient’s quality of life.

Evidence supports modest symptom improvements with aripiprazole,
haloperidol*, olanzapine, quetiapine, and risperidone, but not with use of
other antipsychotics in dementia. All antipsychotics appear to increase risk
of death. The table below summarizes the strength of evidence supporting
the efficacy of each atypical antipsychotic for different symptom domains.
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Dosing, Special Populations

Monitoring for Response and Adverse Effects

Dosing

Monitoring for Response

Timing: Usually once daily at night or prior to sundowning. Beware
of sedation-related adverse events if given earlier than bedtime.
Starting Dose
(mg/day)
Aripiprazole

2-5

Max Dose for
Maintenance*
(mg/day)
10

Haloperidol

0.25

2

Olanzapine

2.5-5

7.5

ODT, L , IM

Quetiapine

12.5-25

150

XR

Risperidone

0.25-0.5

2

Special
Dosage
Forms**
ODT, L , IM
L , IM

ODT, L

*per CMS regulations for long-term care facilities. Doses for acute
treatment sometimes exceed maintenance doses.
**ODT = orally dissolving tablet, L = liquid, IM = short-acting
intramuscular, XR = extended release.
Dosage forms:
 Regular tablets can be crushed and mixed with food if needed.
 IM antipsychotics used only in emergencies when oral is refused.
 Topical forms, e.g. compounded creams, not recommended. No
evidence to guide proper dosing. Absorption is unknown and
unpredictable.

Guidance for Special Populations
Frontotemporal dementia: Some evidence for trazodone. Mixed
for SSRIs. See Iowa Geriatric Education Center website for details.

-Clearly document treatment target symptoms. If the drug does
not help, discontinue the drug. These symptoms may also change
over time, with or without drug treatment.
-Do not expect an immediate response. Sedation may explain
much of any immediate effect that is seen. Response may take 2-4
weeks.
-Do not increase doses too quickly if the patient doesn’t respond
right away. At a stable dose, drug blood levels may rise for several
days to a week or more before reaching a steady state level.

Monitoring for Adverse Effects
Other possible adverse effects include: falls, constipation, urinary tract
infection, urinary incontinence or retention, stroke, arrhythmias, and
neuroleptic malignant syndrome.
Side Effect

Monitoring

Movement Side Effects

Observation for tremor, gait changes, difficulty
swallowing, signs of parkinsonism, restlessness
(akathisia), unusual movements (tardive dyskinesia).
Abnormal Involuntary Movement Scale (AIMS) at
baseline, every 6 months, or if movement side effects
are suspected.

Central Nervous System
Sedation

Observation, sedation scale if needed.

Confusion, delirium,
or other cognitive
worsening

Observation for mental status or behavior changes.

Psychotic symptoms

Observation for worsening symptoms.

Delirium screening tool, e.g. CAM (Confusion
Assessment Method) if delirium is suspected.

Cardiovascular / Metabolic

Parkinson’s disease (PD) and Lewy body dementia (LBD):
-Movement disorder treatments (dopamine agonists, carbidopalevodopa, anticholinergics) can cause psychosis or delirium. Prior to
antipsychotic use, consider reducing the dose of these drugs to see
if the psychosis or behaviors resolve or become manageable.

Orthostatic
hypotension

Observation for signs of dizziness or falls.

Edema

Observation for swelling of extremities.

-People with PD and LBD are very sensitive to adverse effects,
particularly movement side effects and neuroleptic malignant
syndrome. If antipsychotics are used, expert guidelines
recommend quetiapine or clozapine due to lower movement side
effect risk.

Weight gain

Monthly weight. Consider weekly for 1 month if
overweight. Watch for increased appetite.

Hyperglycemia /
Diabetes

Blood glucose at baseline, 3 & 6 months, then q6
months. Also PRN symptoms or mental status change.
Monitor symptoms: increased thirst, urination, hunger,
weakness.
Fasting blood lipid panel at baseline, 3 & 6 months,
then q6 months. Especially if patient has
cardiovascular risk factors: e.g. obesity, diabetes,
hyperlipidemia.

Renal Impairment: Reduce risperidone dose. Titrate slowly.
Hepatic Impairment: Possibly reduce dose of olanzapine,

Triglyceride ↑

Orthostatic blood pressure (if feasible). Monthly, or if
signs of dizziness occur. More frequent on initiation or
after dose increase.
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General Guidelines:

Dementia Antipsychotic Guide
Monitoring for Response and Side Effects

1. Look for reversible causes of challenging behaviors or other
target symptoms prior to asking for a drug to treat them.
Examples include medical problems, drugs, modifiable stressors.
2. Try non-drug strategies first. Keep using these strategies even if
antipsychotics are used.
3. Clearly document treatment targets (symptoms) before and after a
strategy or drug is tried. Include frequency, severity, time of day,
and environmental or other triggers of symptoms.
4. Use of an antipsychotic should be well-justified. The treatment
target symptom must present a danger to the person or others
according to CMS guidelines for antipsychotic use in nursing homes
and must also fail to respond to non-drug interventions. If
symptoms are due to schizophrenia or related disorders, severe
mood disorders or psychosis then antipsychotic use may be
appropriate. In non-nursing home settings where these CMS
regulations do not apply, many clinicians would consider
antipsychotic use for persistent distressing symptoms related to
hallucinations, delusions, or agitation, even if they do not clearly
pose a danger to the patient or others. A key determinant is
whether the antipsychotic appears to improve the patient’s quality
of life.
Monitor for effectiveness and side effects. (see other side)

Monitoring for Response
-Clearly document treatment target symptoms and whether they
improve. The drug should be stopped if it does not help. Symptoms
may change over time, with or without drug treatment.
-Do not expect an immediate response. Sedation from the drug
may explain much of any effect seen in the first few days.
-Do not ask for higher doses too quickly. It may take several days
to a week or more to see the full effect, depending on the drug (talk
to prescriber for details). Higher doses cause more side effects.

Monitoring for Side Effects
Side Effect

Report to RN or prescriber if these problems occur

Movement Side Effects

Tremors, tight muscles, changes in walking or falls,
abnormal movements like face or eye twitching,
drooling.

Central Nervous System
Sedation

Sleepiness, slow to respond, hard to wake up.

Confusion, delirium,
or other cognitive
worsening

Worsening mental status compared to normal. Seems
more confused; sedated or agitated; worsened
communication abilities; problems paying attention;
slower movements or speech. These may be a sign of a
serious medical illness or a drug side effect.

Worsening psychotic
symptoms (delusions
or hallucinations)

Hallucinations: seeing, hearing, smelling, tasting or
feeling things that aren’t there. Delusions: false fixed
beliefs that a person holds in spite of evidence they
aren’t true. Antipsychotics usually lessen these
symptoms, but sometimes make them worse.

6. If the drug doesn’t help, it should be stopped.

Appropriate Antipsychotic Treatment Targets:






Aggressive behavior (especially physical)
Hallucinations: seeing, hearing, smelling, tasting or feeling things
that seem real to the person but not others. For example, hearing
voices or seeing people who aren’t there.
Delusions: false personal beliefs that a person has in spite of
evidence they aren’t true. For example, thinks husband or wife is
having an affair without reason, or family members are imposters.
Note: memory problems are sometimes mistaken for delusions, e.g.
thinks people are stealing items that were misplaced and forgotten.
Possibly other severely distressing agitation (see #4 above).

Inappropriate Antipsychotic Treatment Targets:








 Nervousness
Wandering
 Fidgeting
Sleep problems
 Mild anxiety
Poor self-care
 Impaired memory
Restlessness
Uncooperativeness without aggressive behavior
Not caring about what is going on around them
Sadness or crying alone unrelated to psychiatric disorders

Cardiovascular /
Metabolic
Rapid drop in blood
pressure on standing

Signs of dizziness or falls. Check an orthostatic blood
pressure by checking the blood pressure when lying
down then again shortly after standing. Drugs
sometimes cause an unwanted drop in blood pressure.

Swelling

Swelling is most common in the legs and ankles, but can
occur in other places.

Weight gain

Big increases in appetite. Hungry even after eating.
Unwanted increases in weight.

High blood sugar

Confusion, increased thirst, frequent urination, unusual
tiredness, blurred vision. Blood sugar can be checked
to see if this might be the cause of these symptoms.

Urinary Symptoms

Changes in frequency—increased, or decreased with
urinary retention. Worsened incontinence. Pain on
urination. May be infection or drug–related problem.

Constipation

Fewer bowel movements. Hard stools. Poor appetite.
Gut pain or distention.
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Algorithm for Treating Behavioral and Psychological Symptoms of Dementia (aka Problem Behaviors)
a

STEP 1: IDENTIFY, ASSESS, AND TREAT CONTRIBUTING FACTORS
 Determine and document frequency, duration, intensity, and characteristics of each problem behavior
b
 Identify, assess, treat or eliminate ANTECEDENTS and TRIGGERS

Unmet physical needs?
 Pain
 Infection/illness
 Dehydration/nutrition
 Sleep disturbance
 Medication side effects
 Sensory deficits
 Constipation
 Incontinence/retention

Unmet psychological needs?
 Loneliness
 Boredom
 Apprehension, worry, fear
 Emotional discomfort
 Lack of enjoyable activities
 Lack of socialization
 Loss of intimacy

Environmental causes?
 Level/type of stimulation:
noise, confusion, lighting
 Caregiver approaches
 Institutional routines,
expectations
 Lack of cues, prompts to
function & way-find

Psychiatric causes?
 Depression
 Anxiety
 Delirium
 Psychosis
 Other mental
illness

Monitor outcomes to assure full treatment response
 If problem behavior persists after antecedents are adequately
treated, use NON-DRUG INTERVENTIONS

STEP 2: SELECT AND APPLY NON-DRUG INTERVENTIONS
 Select interventions based on the TYPE of problem and ASSESSMENT of retained abilities, preferences, and resources
 Cognitive level
 Physical function level
 Long-standing personality, life history, interests/abilities
 Preferred personal routines and daily schedule
 Personal/family/facility resources
 Train staff to use selected interventions appropriately/following best practice and evidence-based guidelines
 Tailor intervention to individualized needs, combining approaches and interventions to promote comfort & function
 Monitor outcomes using rating scales to quantify behaviors

Adjust caregiver approaches
 Personal approach: cue,
prompt, remind, distract
(treats, activities); focus on
person’s wishes, interests,
concerns; use/avoid touch as
indicated; avoid trying to
reason, teach new routines,
or ask to “try harder”
 Daily routines: simplify,
sequence tasks; offer limited
choices; use long-standing
history & preferences to
guide
 Communication style:
simple words and phrases;
speak clearly; wait for
answers; make eye contact;
monitor tone of voice/other
nonverbal messages
 Unconditional positive
regard: do not confront,
challenge or “explain”
misbeliefs (hallucinations,
delusions, illusions); accept
belief as “real” to the
person; reassure, comfort,
and distract
 Involvement/Engagement:
tailor activities to increase
involvement/reduce
boredom; individualize
social and leisure activities







Change the environment
 Eliminate misleading stimuli:
clutter, TV, radio, noise, people
talking; reflections in
mirrors/dark windows;
misunderstood pictures/decor
 Reduce environmental stress:
caffeine; extra people; holiday
decorations; public TV
 Adjust stimulation: reduce noise,
activity, confusion if overstimulated; increase
activity/involvement if understimulated (bored)
 Enhance function: signs, cues,
pictures to promote way-finding;
increase lighting to reduce
misinterpretation
 Involve in meaningful activities:
personalized program of 1:1 and
small group vs. large group
 Adapt the physical setting:
secure outdoor areas; decorative
tactile objects; home-like
features; smaller, segmented
recreational and dining areas;
natural and bright light; spa-like
bathing facilities; signage to
promote way-finding

c

Use evidence-based interventions
 Agitated/Irritable: Calm, soothe, distract
 Individualized music
 Aromatherapy (e.g., lavender oil)
d
 Simple Pleasures
 Pet therapy
 Physical exercise/outdoor activities
 Resistant to care: Identify source of threat;
change routines and approaches
 Wandering/Restless/Bored: Engage, distract
 “Rest stations” in pacing path
 Adapt environment to reduce exit-seeking
 Physical exercise/outdoor activities
d
 Simple Pleasures
 Disruptive vocalization: Distract, engage
 Individualized music; Nature sounds
 Presence therapy: tapes of family
 Apathetic/Withdrawn: Stimulate, engage
 Individualized music
d
 Simple Pleasures
 Repetitive questions/mannerisms: Reassure,
address underlying issue, distract
 Validation therapy/therapeutic lying
d
 Simple Pleasures
 Depression/Anxiety: Reassure, engage
 Physical exercise
 Pleasant activities
 Cognitive stimulation therapy
 Wheelchair biking

STEP 3: MONITOR OUTCOMES AND ADJUST COURSE AS NEEDED
Quantify behavioral symptoms using rating scale(s)
Assure adequate “dose” (intensity, duration, frequency) of interventions
Provide/reinforce staff training and development activities to assure full understanding and cooperation in daily care
Adapt/add interventions as needed to promote optimal outcomes
Consider antipsychotics for persistent and severe cases that meet criteria for use. See Antipsychotic Prescribing Guide.

Footnotes:
a. Diverse symptoms must be assessed and treated individually to assure optimal outcomes.
b. Causal and contributing factors must be fully assessed and treated before psychotropic medications are used. Ongoing monitoring of these factors is
essential to high quality care. Antecedents or triggers are things that happen before a problem behavior. These may be causal or contributing factors.
c. Use of evidence-based interventions requires full understanding of the protocols and appropriate application to assure optimal outcomes.
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d. For more information about Simple Pleasures, see: http://www.health.ny.gov/diseases/conditions/dementia/edge/interventions/simple/index.htm

Managing a Crisis
Caring for a person with dementia and problem behaviors can be challenging and stressful. The
purpose of this document is to help caregivers learn to manage difficult situations, especially
when the person with dementia is upset, angry, or scared.
1.

First, tune in to your own ATTITUDES and FEELINGS about what is going on.
-- Getting angry won't help and will probably make things worse.
Remember: Being caught off guard puts you at risk for "fueling the fire" (e.g. the first
time it happens you "fight back" vs. assess and problem-solve through the crisis).
Likewise, if you are angry or resentful about past experiences with the person, you
probably won't be effective.
-- Try to remain calm, cool, and collected.
-- Use positive self-talk to get yourself under control. For example, remind yourself:
"This person is uncomfortable and needs my help."
"I can handle this. I don't need to get upset too."
"They're not really angry with me. They're just upset and I'm in the way."
-- Avoid words or actions that might threaten the person even more.
-- If you can't get your own feelings under control, leave the area immediately, alerting
someone else to help if needed.

2.

Keep track of what you are doing with your body and what that might mean to the person.
-- Don't surprise them; move slowly and steadily.
-- Keep your hands out where they can see them, palms up and open, which is nonthreatening.
-- Respect their "personal space;" the more threatened they are, the more distance you
should give them.
-- Don't stand squarely in front of them (which is very confronting and threatening); turn
slightly to one side.
-- Be careful to not stare, glare, or otherwise challenge the person with eye contact.
-- Don't turn your back on the person.
-- Always leave yourself an escape route.
-- Avoid standing over the person (if they are sitting or reclining), which can be very
threatening.
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3.

Think about WHAT you say and HOW you say it.
-- Speak in short, simple phrases.
-- Use a normal tone of voice and talk at a normal rate.
-- Communicate concern and caring.
-- Avoid sarcasm, insulting remarks, and even humor (which can easily be misinterpreted).

4.

Use DIRECTIONS or EXPLANATIONS that are APPROPRIATE for the person and the
situation. For example:
-- "I'm sorry if I upset you. That wasn't what I meant to do."
-- "Your behavior worries (frightens, upsets) me."
-- "How can I help you be more comfortable?"
-- "Mr. Smith, let's go to your room (a quiet place, etc.)."
-- "It's all right now. You are safe with me. I won't let anything bad happen to you."

5.

Listen carefully to what they are saying and try to respond to the message they are trying to
communicate.
-- Check for meaning, "You're saying that ..."
-- Avoid giving advice.
-- Respond to the content of their message (the actual meaning), not the way it's being said.
* Try to understand what they are upset about.
* Respond to that unmet need or feeling.
-- Don't assume that they have heard or understood you.
* Our focus becomes very narrow when we're anxious.

6.

Try to calm or soothe them, remembering that the first priority is to protect yourself and
others.
-- Leave the room or area if they continue to threaten you.
-- Get assistance, even if you aren't sure if you really need it.
-- Use physical control only as the last resort! Try everything else first!

In case of an emergency, call 911. For other difficult situations or general information and
support, the free Alzheimer’s Association Helpline is available 24 hours a day, 7 days a week.
Their staff and volunteers are available to provide guidance and support: 1-800-272-3900
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Antipsychotic (An-tie-sy-COT-ick) Medicines for People with Dementia
When you have a loved one with dementia,
it can be hard to make choices about their
care. This hand-out can help you decide
about using certain medicines for them.

What is dementia* (de-MEN-shuh)?
Dementia is an illness that makes it harder
and harder for a person to remember things
and live normally. There are many kinds of
dementia. Alzheimer’s (ALTZ-hi-merz) is
one kind. People with dementia may also:
• See or hear things that are not there.
These are called hallucinations*
(huh-loo-sin-AY-shuns).
• Believe something that isn’t true, even
when told otherwise. This is called a
delusion* (duh-LOO-zhun).
• Get angry for no clear reason, or for a
small problem.
These things can be very upsetting for
people with dementia and their caregivers.
It is important to comfort and support
people with dementia. But sometimes
medicines might be used.
What are antipsychotic
(an-tie-sy-COT-ick) medicines*?
These medicines can help when people see
or hear things, or believe things that are not
true. But they can also have side effects
(things that come from taking a medicine
but are not part of the treatment). These
medicines may cause a small increase in the
risk of death. So it’s important to only use
them when needed. And only if they help.
Other ways to handle problems with
dementia should be tried first.

What can these medicines help?
Antipsychotic medicines can help:
• Aggressive behavior, like hitting,
kicking, or biting.
• Hallucinations, like hearing voices
when there are none, or seeing people in
the room who aren’t there.
• Delusions, like being suspicious
(suh-SPI-shus) or thinking people are
trying to hurt them. This is called being
paranoid (PAIR-uh-noyd).
• Other things that can cause danger to the
person or other people, or make it very
hard to take care of the person.

What will these medicines NOT help?
Antipsychotic medicines do not help these
problems:
• Not being social—when a person
doesn’t want to be friendly to others
• Not taking care of their self
• Memory problems
• Not paying attention or caring about
what is going on around them
• Yelling or repeating questions over
and over
• Being restless—when it’s hard for a
person to sit still
There may be other medicines or ways to
help. So talk to the health care team.

What are the possible benefits of
antipsychotic medicines?
They may help aggressive behavior,
hallucinations, or delusions. This can make
a person with dementia feel better. It might
also make it safer for the person or others.

*Words to Know
Antipsychotic medicine – helps when people see or hear things, or believe things that are not true.
Delusion – believing something that is not true, even when told otherwise.
Dementia – an illness that makes it harder and harder for a person to remember things and live normally.
Hallucination – seeing or hearing things that are not there.
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What are the possible side effects of
antipsychotic medicines?
They can cause a small increase in some
side effects in people with dementia. Here
is information about this:
• Death: Research shows that if 100
people with dementia take an
antipsychotic medicine, 1 of them may
die sooner because of the medicine. The
chance of dying is small. If someone
dies, it is hard to tell if the antipsychotic
medicine had anything to do with it.
There is no way to tell who might die
while taking this medicine.
• Stroke: Research shows that if 100
people take an antipsychotic medicine, 1
could have a stroke because of the
medicine. Some kinds of antipsychotic
medicines might have a lower risk for
stroke. But we don’t know for sure.
• Movement Side Effects: In some
people, these medicines can affect the
part of the brain that controls how
muscles move. The chance of this is
different for each kind of antipsychotic
medicine. It doesn’t happen as much
with low doses. Most of the time, these
go away if the medicine is stopped, or
the dose is lowered. Sometimes a
different kind of medicine can be used.
Here are some movement side effects to
watch for. Tell the doctor right away if
you see:
 The person’s muscles getting tight,
like in Parkinson’s Disease. This is
Parkinsonism (PARK-in-sun-izm).
It can make their steps short so they
shuffle when they walk. Their hands
or arms may shake. This is called a
tremor.

 Restlessness or needing to walk
around a lot. Sometimes their face
can twitch. Rarely, a person can get
very stiff and ill, with a very high
fever. If this happens, call a doctor
or take the person to the emergency
room right away!
• Things that make overall health
worse, like gaining weight, high blood
sugar, and high cholesterol. Some
antipsychotic medicines cause these
more than others. It might be okay to
try a different kind.
• Very low blood pressure when a
person stands up quickly. It can make
them dizzy or fall.
• Swelling, usually around the ankles.
• Changes in Thinking:
 Being sleepy or groggy because of a
drug. This is called sedation
(suh-DAY-shun).
 Confusion – This can be part of
dementia. But antipsychotic and
other medicines can sometimes make
this worse.
• Other Side Effects:
 Constipation (con-sti-PAY-shun)
(trouble pooping)
 Problems urinating (YUR-in-ate-ing)
(trouble peeing)
 Falling down
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How do we know if antipsychotic
medicines are helping?

• Get a clear picture of the problems.
 Before the medicine starts, write
down exactly what problems are
happening, and how often.
 Do this every week after the
medicine starts.
 If the problems are not as bad or
don’t happen as often, the medicine
might be helping. But these
problems can get better or worse,
whether or not medicine is given.
 After being on the medicine awhile,
a person may have less of the
problems. Or the problem may not
get better. Talk to the person
prescribing the medicine about a
lower dose or stopping the medicine.

• Watch for Side Effects.
 You and the health care team should
watch and check for things like:
 Odd movements
 Tight muscles
 Shaking
 Trouble eating
 Choking
 Dizziness
 Falling
 Sleepiness
 Confusion
 Swelling in the legs
 Trouble pooping or peeing
 High or very low blood pressure
 High blood sugar
 High cholesterol
 If these happen, talk to the doctor or
health care team. If it looks like the
medicine is causing a problem,
things can be tried to help, like:
 Lowering the dose.
 Changing to a different kind.
 Stopping it.

• Talk to the person’s doctor and the
rest of the health care team.

How do I decide if an antipsychotic
medicine is right for my loved one?
• First, check for other things that
might be causing problems. Talk to
the doctor or health care team to help
figure this out. They might have other
ways to help problem behaviors. Here
are some things that can cause
aggressive behavior, hallucinations, or
delusions.
 Medicines, especially new ones
 Health problems
 Constipation
 Dehydration (not enough water in
the body)
 Pain
 Mouth sores from dentures or other
things
 Trouble seeing or hearing
 Depression
 Stress or fear
 Being bored
• Making the Choice: Sometimes, no
matter what you do, a person with
dementia may be aggressive or have bad
hallucinations or delusions. Medicine
might help if the person is acting
dangerous or is very upset, and nothing
else is working. It may help the person
feel better, even if there are risks. Think
about things like:
 What would the person have wanted
before they got dementia?
 What would they want if they knew
they were biting, hitting, or kicking
people?
 If the person is having scary
hallucinations or seeing people who
aren’t there, would they want it to
stop if a medicine might help?

University of Iowa College of Public Health - 01/29/13. Please see https://igec.uiowa.edu/ for more information.
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Many people would want to stop these
things if possible, even if there are risks.

Notes:
Name of Antipsychotic Medicine:

Deciding to use an antipsychotic medicine
is hard. There are risks. Not everyone is
helped. But many people can take them
and not get side effects.
We can’t cure dementia. When it is getting
worse, you can think about whether using
an antipsychotic medicine makes a person’s
comfort and quality of life better, even if
there are risks.

What are the names of antipsychotic
medicines?
There are 5 kinds that research shows might
help people with dementia who act in ways
that make it hard to take care of them. Here
is a list, and an example brand name:
Name
Aripiprazole
(air-uh-PIP-ruh-zol)

Example

Haloperidol
(hal-oh-PEAR-uh-dol)

Haldol®

Risperidone
(ri-SPARE-uh-dohn)

Risperdal®

Olanzapine
(oh-LAN-zuh-peen)

Zyprexa®

Quetiapine
(kwe-TIE-uh-peen)

Seroquel®

Abilify®

__________________________________
Strength of Medicine:

____________

How often it is given:
__________________________________

Watch for these things. If you see them,
write when it happened, and how often.
Tell the health care team.
•
•
•
•
•
•
•
•
•
•
•

Odd movements _________________
Tight muscles ___________________
Shaking ________________________
Trouble eating ___________________
Choking ________________________
Dizziness _______________________
Falling _________________________
Sleepiness ______________________
Confusion ______________________
Swelling in the legs ______________
Trouble pooping or peeing _________
_______________________________
Other things: ______________________
_________________________________
_________________________________
_________________________________

Questions You Want to Ask
__________________________________________________________________________
__________________________________________________________________________
__________________________________________________________________________
__________________________________________________________________________
__________________________________________________________________________
__________________________________________________________________________
University of Iowa College of Public Health - 01/29/13. Please see https://igec.uiowa.edu/ for more information.
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Cuidando de Gente con
Demencia y Problemas Conductuales:

Evaluación de Problemas Conductuales

Un Enfoque Paso-a-Paso Basado en Evidencia

en Gente con Demencia

Vaya a igec.uiowa.edu para más información y recursos

Esta estrategia comienza con Ia evaluación y tratamiento de causas
comunes de problemas conductuales, luego usa abordajes
sin medicamentos para controlarlos. Los antipsicóticos se usan sólo
en casos graves debido a posibles efectos secundarios, incluyendo Ia
muerte. Documente todas las conductas problemáticas, síntomas,
intervenciones, y resultados. Las secciones están en diferentes
colores para ayudar a guiarlo(a) a otras fuentes de información
acompañante, que está identificada en letra cursiva en negritas.
Azul: Evaluación. Amarillo: Sin medicamento. Rosa: Antipsicóticos.
1. Evaluación
 Describa y documente claramente la conducta o síntoma,
incluyendo frecuencia, gravedad, detonantes y consecuencias.
 Considere factores y detonantes ambientales. ¿Se pueden
modificar?
 Haga Ia evaluación médica (delirium, enfermedades sistémicas,
dolor, depresión, drogas). Vea Causas Comunes de Problemas
Conductuales (al reverso), Evaluación y Control del Delirium, y
Drogas que Pueden Causar Delirium o Problemas Conductuales.
—Trate todas las causas identificadas.
 Discuta con Ia familia cualquier antecedente que pueda explicar o
ayudar a manejar la conducta. Por ejemplo: hábitos del paciente,
preferencias y actividades que el (ella) disfrute.
2. Control sin medicamento
 Participar en actividades relevantes, redirigir, mantener
comunicación clara, etc. Vea Medidas No Medicamentosas.
3. ¿Esta conducta representa un riesgo al residente o a otros, o
está el residente gravemente angustiado?
 Considere terapia con medicamento, en caso de que la respuesta
a esta pregunta fue SI, haya fracasado el abordaje sin
medicamentos, y la evaluación medica no arroje otra causa que
explique la conducta. Vea Guía para Prescribir Antipsicóticos.
4. Monitoree la eficacia y efectos secundarios de terapia con
medicamento. Continuar control sin medicamento.
5. Considere la reducción de dosis de antipsicótico o suspensión si
el medicamento no es eficaz, si ocurren efectos secundarios, o se
haya podido controlar la conducta. Vea Guía para Prescribir Antipsicóticos. Reevalúe Ia necesidad de terapia con medicamento
periódicamente, por lo menos dos veces al año.
6. Aplique medidas de prevención y mantenimiento para evitar el
regreso de los problemas de conducta
 Comunicación clara, actividades importantes, etc.
 Simplifique y promueva un ambiente tranquilo
 Control de padecimientos, depresión, dolor, etc.
 Vea Medidas No Medicamentosas

Causas Comunes de Problemas Conductuales
Físicas:
 Dolor
 Hambre

 Estreñimiento, retención urinaria
 Fatiga, insomnio, falta de sueño

Psicológicas:
 Ansiedad, miedo, depresión
 Aburrimiento
 Deterioro en el habla, frustración  Autonomía/privacidad
Ambientales:
 Enfoques del cuidador
 Rutinas, expectativas y
demandas institucionales

 Interpretación errónea de
eventos/escenario

 Sobre/sub-estimulación
 Cambios subitos en rutina normal

Delirium secundario a problemas médicos tales como:
 Efectos secundarios de
 Alteraciones metabólicas/
medicamentos
 Infecciones

electrolitos
 Deshidratación

Considere las Siguientes Evaluaciones
Revisión de Signos Vitales:
 Temperatura, pulso, presión arterial, respiración, saturación de oxígeno
Evaluación Física:
 Signos de estreñimiento o retención urinaria
 Cambios en respiración
 Edema periférico
 Estado de hidratación: presión arterial ortostática, membranas, mucosas

Fuentes Comunes de Dolor:
 Úlceras por presión, otras lesiones en Ia piel, dolor de ojos por abrasión
corneal

 Dolor en las articulaciones, otro dolor musculo esquelético, dolor de pies
(calzado apretado)

 Dolor oral relacionado con dentaduras/úlceras en Ia boca
Sensorial:
 Auditivo: revisar auxiliares auditivos, cera
 Visión: revisar anteojos
Evaluación de Delirium:
 Vea Evaluación y Tratamiento de Delirium
Examen General de Orina, u otros síntomas urinarios
Glucosa en sangre, biometría hemática con diferencial, electrolitos
séricos, si es adecuado
Efectos secundarios de medicamento:
 Vea Drogas que Pueden Causar Delirium o Problemas Conductuales
Cambios recientes: ambientales, rutina, familia, drogas, salud
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Evaluación y Tratamiento del Delirium
Definición de Delirium
Inicio súbito de deficiencia de atención, cognición (memoria, orientación,
lenguaje), estado de alerta, percepción, cambios de conducta, y/o
emociones fluctuantes, provocado por una causa médica, y no se deben a
demencia. Frecuentemente llamada “confusión aguda.” Delirium Terminal:
irreversible y puede ocurrir en los días previos a la muerte; el uso moderado
de an psicó cos esta indicado en estos casos, para mejorar la comodidad
del paciente.
1. ¿La persona está más confundida hoy de lo habitual? Si ese es el caso, la
persona puede tener delirium y se debe realizar una evaluación cogni va
breve.
2. Evaluación CogniƟva Breve: Las personas con demencia leve o
moderada pueden desarrollar las tareas mencionadas abajo, basado en la
capacidad de poner atencion, la cual se pierde en personas con delirium.
Es di cil examinar demencia severa. El cambio en el estado cogni vo se
determina usualmente por observación, comparando el estado actual con
un punto de referencia en el pasado reciente.
 Demencia Leve: enlistar días de semana y meses del año al revés.
 Demencia Moderada: contar en reversa del 20 al 1.
3. Detección de Delirium: Vea el instrumento de detección, derivado de
Método de Evaluación de Confusión (CAM), CAM‐ICU, y MDS, al reverso.
4. Si la exploración sugiere delirium, evalúe y trate las causas posibles:
 Signos vitales (pulso, presión arterial, temperatura, frecuencia
respiratoria, oximetría de pulso, dolor).
 Examen sico para diagnos car infecciones u otras afecciones médicas
agudas tales como estreñimiento, neumonía, úlceras por presión, IM
(infarto al miocardio), Evento Vascular Cerebral (apoplejía, embolia).
 Análisis de laboratorio básicos (análisis de orina, crea nina, sodio,
potasio, calcio, glucosa), BH (biometria hemá ca completa) con
diferencial.
 Revisar medicamentos con atención especial a an colinérgicos,
benzodiacepinas o medicamentos nuevos (vea Medicamentos que
Pueden Causar Delirium o Problemas Conductuales). Suspenda si el
beneficio no supera los efectos colaterales.
 Revisar restricciones (sonda de Foley, vías intravenosas, metodos de
sujeción) y suspenda si el beneficio no supera los daños posibles.
 Evalúe el dolor – ¿El manejo del dolor es adecuado y apropiado?
5. UƟlice manejo sin medicamento:
 Sueño: Permita sueño con nuo durante las noches. Mantenga el ruido
al mínimo. Note que un ciclo alterado de sueño‐vigilia es comúnmente
un síntoma de delirium.
 Orientación: Ubique en día y espacio. Reloj y calendario en el cuarto.
Luz encendida entre 7 a.m. y 7 p.m. (amanecer a anochecer).
Preséntese siempre que se vaya a dirigir al paciente.
 Ambiente: Tenga auxiliares audi vos y anteojos accesibles. Ofrezca su
bebida preferida frecuentemente para asegurar una buena hidratación.
Fomente visitas familiares de bajo perfil.
6. Use anƟpsicóƟco a corto plazo para agitación o síntomas psicóƟcos
alarmantes, ej.: alucinaciones. Vea Guía para Prescribir AnƟpsicóƟcos.
 Por ejemplo, haloperidol 0.5 mg VO/IM cada hora PRN en caso de
agitación o alucinaciones alarmantes. Puede duplicar la dosis en caso
necesario. Programe una o dos dosis diarias basadas en la dosis total
necesaria para alcanzar la meta de tratamiento en 24 horas. Cuando se
resuelva el delirium, suspenda el an psicó co.

Instrumento de Detección de Delirium
Sospeche delirium si la respuesta es sí en puntos 1 + 2 + (3 o 4) abajo.
Primero realice una Entrevista Breve de Estado Mental, Evaluación de
Empleados, o un examen cogni vo breve descrito al reverso.

1) Inicio súbito

[ ] sí [ ] no
[ ] incierto*
¿Hay evidencia de un cambio agudo en estado mental con respecto al
estado de referencia de la persona?
*En caso de ser incierto, obtenga más información.

2) Falta de atención

[ ] sí
[ ] no
[ ] incierto*
¿La persona ene dificultad prestando atención (ej. se distrae
fácilmente o no en ende lo que se le dice)?
*En caso de ser incierto, realice Exámenes de Detección de Atención
(EDA):
Instrucciones: Diga al paciente, “Voy a leerle una serie de 10 letras.
Cuando escuche la letra ‘A’, indíquelo presionando mi mano.” Lea las
letras de la siguiente lista en un tono normal.

SAVEAHAART
Puntuación: Los errores se cuentan cuando el paciente no presiona en
la letra “A” y cuando el paciente presiona en cualquier letra que no sea
“A.” Se presenta falta de atención si se observan 3 o más errores.

3) Pensamiento desorganizado [ ] sí

[ ] no [ ] incierto*
¿El pensamiento de la persona es desorganizado o incoherente,
evidenciado por divagación o conversación irrelevante, flujo de ideas
poco claras o ilógicas, cambio impredecible de tema a tema?
*En caso de ser incierto, realice las siguientes preguntas/instrucciones
de evaluación:
Preguntas:
1. ¿Una piedra flota en el agua?
2. ¿Hay peces en el océano?
3. ¿Una libra pesa más que dos libras?
4. ¿Puede usar un marƟllo para clavar un clavo?
Puntuación: El paciente gana 1 punto por cada respuesta correcta de
4.
Órdenes:
Diga al paciente: “Levante este número de dedos” (Examinador levanta
dos dedos en frente del paciente y después los baja) “Ahora haga lo
mismo con la otra mano” (Sin repe r el número de dedos).
Puntuación: El paciente ob ene 1 punto si ejecuta todas las
instrucciones.
Se presenta pensamiento desorganizado si la puntuación combinada es
menos de 4.

4) Nivel alterado de conciencia

[ ] sí [ ] no
¿Se encuentra el paciente de otro modo que no sea alerta, calmado y
cooperador (al empo presente)? Esto puede incluir vigilante/suspicaz
(se sobresalta fácilmente), letárgico (dormita frecuentemente mientras
se le hacen preguntas), o en estupor (muy di cil de despertar o
mantener despierto), o comatoso (no se le pudo despertar).
Retardo psicomotor: (len tud, mirada perdida, mantenerse en una
posición, moverse lentamente) también puede contar como un “sí” en
este dominio.
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Medidas No Medicamentosas para el Control de
Problemas Conductuales y Psicosis en Demencia

Paso 1: Evaluar Y Tratar Factores Contribuyentes
ENFÓQUESE en una conducta a Ia vez
 Identifique frecuencia, severidad, duración, y documente detalles
específicos
 Pregunte: ¿Qué está pasando en realidad? ¿Qué está causando
el cambio conductual? ¿Qué lo está empeorando?
IDENTIFIQUE qué causa o detona los problemas
 Físicos: ¿dolor, infección, hambre/sed, otras necesidades?
 Psicológicos: ¿soledad, aburrimiento, nada que hacer?
 Ambientales: ¿está pasando demasiadas/muy pocas cosas;
perdido(a)?
 Psiquiátricos: ¿depresión, ansiedad, psicosis?
REDUZCA, ELIMINE cosas que causen o detonen los problemas
 Trate problemas médicos/físicos
 Ofrezca analgésicos para el bienestar o para motivar Ia
cooperación
 Atienda necesidades emocionales: tranquilice, anime, involucre
 Ofrezca actividades agradables para hacer individualmente, 1:1,
o en grupo pequeño
 Quite o disfrace objetos engañosos
 Aleje de personas o áreas que promueven el problema
conductual
 Intente otra estrategia; reinténtelo más tarde
 Averigüe qué funciona para otros; consiga a alguien que ayude
DOCUMENTE resultados
 Si el comportamiento se ha reducido y es controlable, vaya a
Paso 3
 Si el comportamiento persiste, vaya a Paso 2

Paso 2: Seleccionar Y Aplicar Intervenciones
CONSIDERE habilidades conservadas, preferencias, recursos
 Nivel cognitivo
 Nivel de funcionamiento físico
 Personalidad predominante, historia de vida, intereses
 Rutinas personales preferidas, horarios diarios
 Recursos personales/familiares/planta fisica
DESAROLLE un plan Centrado en Ia Persona
 Ajuste estrategia del cuidador
 Adapte/cambie el ambiente
 Seleccione/use las mejores intervenciones basadas en evidencia
adaptadas a las necesidades/intereses/habilidades únicas de Ia
persona

Paso 2: Seleccionar Y Aplicar Intervenciones
(Continuación)
AJUSTE Ia estrategia a Ia persona
 Estrategia personal: señale, motive, recuerde, distraiga;
enfóquese en los deseos, intereses, y preocupaciones de Ia
persona; use/evite el contacto físico como se indica. No trate de
razonar, enseñar nuevas rutinas, o pedir que “se esfuerce más.”
 Rutinas diarias: simplifique tareas y póngalas en orden normal;
ofrezca opciones limitadas; use patrones y preferencias ya
conocidas para guiar las rutinas y actividades
 Estilo de comunicación: palabras y frases simples; hable en
oraciones cortas; hable claramente; de tiempo para las
respuestas; haga contacto visual; observe tono de voz y lenguaje
corporal
 Valoración positiva incondicional: No confronte, rete o explique
falsas creencias (alucinaciones, delirios, ilusiones); acepte
creencia como real para Ia persona; tranquilice, reconforte y
distraiga
ADAPTE o CAMBIE el ambiente
 Elimine cosas que produzcan confusión: desorden, TV, radio,
ruido, personas hablando; reflejos en espejos/ventanas oscuras;
fotos o decoraciones que se puedan malinterpretar
 Reduzca cosas que causen estrés: cafeína; presencia de mucha
gente; decoraciones de fiesta; TV abierta
 Ajuste estimulación: si sobre-estimulado—reduzca ruido,
actividad, y confusión; si sub-estimulado (aburrido)—incremente
actividad y participación
 Ayude en funcionamiento: símbolos, ejemplos, fotos que ayuden
a encontrar el camino; incrementar la iluminación para reducir
malentendidos
 Involucre en actividades significativas: programa personalizado
1:1 y de grupo pequeño o grande como sea necesario
 Cambie el marco: asegure áreas exteriores; objetos decorativos;
objetos para tocar y sostener; rasgos hogareños; áreas
recreacionales o comedores divididos o pequeños; luz natural y
brillante; áreas similares a un spa; letreros para ayudar con
direcciones
SELECCIONE Y USE intervenciones basadas en evidencia
 Trabaje con el equipo para ajustar una intervención a Ia persona
 Revise el plan de cuidado para información adicional
 Contacte al supervisor con problemas/preguntas

Paso 3: Monitorear Resultados Y Ajustar Curso Como
Sea Necesario
 Detecte los problemas de comportamiento usando escala(s) de
calificación
 Asegúrese de usar “dosis” adecuada (intensidad, duración,
frecuencia) de intervenciones
 Adapte/añada intervenciones como sea necesario para conseguir
el mejor resultado posible
 Asegúrese que todas las personas trabajando con Ia persona
entiendan y cooperen con el plan de tratamiento y sean
entrenados en caso necesario
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Medicamentos que Pueden Causar Delirium o
Problemas Conductuales

Medicamentos que Pueden Causar Delirium o
Problemas Conductuales

Esta tarjeta de referencia enlista fármacos más comunes y especialmente
problemáticos que pueden causar delirium o contribuir a problemas
conductuales en gente con demencia. Esto no significa que los
medicamentos de esta lista nunca deban usarse ni tampoco que se enlistan
todos los medicamentos de este tipo. Si un paciente desarrolla delirium o
tiene un nuevo problema conductual, se recomienda revisar
cuidadosamente todos los medicamentos.
Preste especial atención a nuevos medicamentos.

Anticolinérgicos – todos los fármacos de este lado de la tarjeta. Pueden
alterar la cognición y causar psicosis. Los fármacos disponibles sin receta
médica están marcados con *

Anticonvulsivos
Todos pueden causar delirium, ej:
Carbamazepina – Tegretol
Gabapentina – Neurontin
Levetiracetam – Keppra
Ácido valproico – Depakote

Dolor
Todos los opiáceos pueden causar
delirium si la dosis es muy alta o se
incrementa muy rápido.
Codeína – Empirin, y otros
Fentanilo – Durogesic
Hidrocodona – Lortab
Hidromorfona – Palladone, Dilaudid
Meperidina – Demerol
Morfina – MS Contin, MS IR
Oxicodona – OxyContin
Tramadol – Ultram

Psiquiátricos
Todos los medicamentos
psiquiátricos deben ser evaluados
como posibles causas, dado que los
efectos son impredecibles. Los
ofensores más notorios incluyen:
Benzodiazepinas ej:
-Alprazolam – Xanax
-Clonazepam – Klonopin
-Lorazepam – Ativan
Estimulantes ej:
-Metifenidato – Ritalin
Hipnóticos (Somníferos) ej:
-Eszopiclona – Lunesta
-Zaleplón – Sonata
-Zolpidem – Ambien
Antidepresivos Tricíclicos ej:
-Amitriptilina – Elavil
-Doxepina – Silenor, Sinequan
-Nortriptilina – Pamelor

Parkinson / Piernas Inquietas
La mayoría de medicamentos para la
Enfermedad de Parkinson pueden
causar psicosis.
Amantadina – Symadine, Symmetrel
Bromocriptina – Parlodel
Levodopa – Sinemet , Stalevo
Pramipexol – Mirapexin
Rasagilina – Azilect
Ropinirol – Requip
Rotigotina – Neupro
Selegilina – Eldepril, Emsam, Zelapar

Esteroides
Corticosteroides ej:
-Prednisona – Deltasone, etc.
Testosterona – Androgel, etc.

Antibióticos / Antivirales
Es difícil distinguir los efectos de los
fármacos de los de la infección. Otros
pueden contribuir también.
Antivirales
-Aciclovir – Zovirax
-Valaciclovir – Valtrex
Fluoroquinolones ej:
-Levofloxacino – Levaquin
-Ciprofloxacino – Cipro
Metronidazol – Flagyl
Vancomicina – Vancocin

Fármacos Cardiacos
Antiarrítmicos
Digoxina – Digitek, Lanoxin

Antidepresivos Tricíclicos
Amitriptilina – Elavil
Clomipramina – Anafranil
Desipramina – Norpramin
Doxepina – Sinequan
Imipramina – Tofranil
Nortriptilina – Aventyl, Pamelor

Antihistamínicos / Alergia /
Medicina para Tos y Resfriado
*Azelastina – Astepro
*Bromfeniramina – Bromax,
Bromfed, Lodrane
Barinoxamina – Rondec
*Clorfenamina – Cloro-Trimetón
*Clemastina – Tavist
Ciproheptadina – Periactin
*Dexbromfeniramina –Drixoral
Dexclorfeniramina – Polaramine
*Difenhidramina – Benadryl
Hidroxizina – Atarax, Vistaril
Olapatadina – Pataday, Patanol
Prometazina – Fenergan
Triprolidina – Triacin-C

Antiespasmódicos para la Vejiga
Darifenacina – Enablex
Flavoxato – Urispas
Oxibutinina – Ditropan
Solifenacina – Vesicare
Tolterodina – Detrol
Trospim – Sanctura

Insomnio / Sueño
*Difenhidramina – Sominex,
Tylenol-PM, otros
*Doxilamina – Unisom, Medi-Sleep

Estómago y Tracto
Gastrointestinal (GI)
Úlcera y Reflujo:
*Cimetidina – Tagamet
Glicopirolato – Robinul
*Ranitidina – Zantac

Antiespasmódicos GI:
Atropina – Sal-Tropine, Atreza
Alcaloides Beladona – Donnatal,
Bellamine S, Bel-Tabs, B&O
supprettes
Clinidium – Librax
Dicicloverina – Bentyl
Hiosciamina – Levsin, Anaspaz,
Mareo / Vértigo / Nausea
Cytospaz
*Dimenhidrinato – Dramamine
Metscopolamina – Pamine, Pamine
*Meclizina – Antivert,
Forte
Dramamine es menos somnoliento Propantelina – Pro-Bantina
Prometazina – Fenergan
*Escopolamina – Scopace,
Antipsicóticos Anticolinérgicos
Transderm-Scop, Maldemar
Clorpromazina – Thorazine
Trimetobenzamida – Tigan
Clozapina – Clozaril
Loxapina – Loxitane
Desórdenes del Movimiento
Olanzapina – Zyprexa
Pimozida – Orap
Benztropina – Cogentin
Quetiapina – Seroquel
Trihexifenidilo – Artane
Tioridazina – Mellaril
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Eficacia de Antipsicóticos

Lineamientos Generales:

La evidencia sugiere modesta mejoría en los síntomas conductuales
asociados a demencia con el uso de aripiprazol, haloperidol*, olanzapina,
quetiapina y risperidona, pero no con el uso de otros antipsicóticos. Todos
los antipsicóticos parecen aumentar el riesgo de muerte. La tabla de abajo
resume la evidencia sobre la eficacia de cada antipsicótico atípico para
diferentes tipos de síntomas.

1. Descarte causas reversibles antes de usar un fármaco.
2. Primero intente estrategias no medicamentosas.
3. Documente claramente objetivos de tratamiento (síntomas) antes
y después de iniciar una estrategia de tratamiento.

+

+/-

+/-

++

Demencia agitación

+

++

+/-

++

+ + = evidencia de eficacia moderada o alta
+
= evidencia de eficacia leve o muy leve
+/ - = resultados mixtos

*El Haloperidol ha demostrado
eficacia en agresividad
en ensayos clínicos aleatorios

Tabla Comparativa de Efectos Adversos

Fármaco
Nombre comercial
(rango de dosis diaria)

Efectos Secundarios en Movimiento 1

Sistema Nervioso Central

Sedación

Confusión, delirio, deterioro
cognitivo

Deterioro en síntomas psicóticos

Cardiovascular/Metabólica

Hipotensión Ortostática

Edema

Aumento de peso/glucosa ↑

0






Aripiprazol
Abilify
(2-10 mg)

0


0



Haloperidol
Haldol
(0.25-2 mg)








Olanzapina
Zyprexa
(2.5-7.5 mg)

0






Quetiapina
Seroquel
(12.5-150 mg)

0






Risperidona
Risperdal
(0.25-2 mg)

 Nerviosismo
Vagabundeo
 Se mueve nerviosamente
Insomnio
Cuidados personales deficientes  Ansiedad leve
 Deterioro de la memoria
Inquietud
Falta de cooperación sin agresión
Falta de interés en su entorno
Tristeza o llanto en privado cuando no está relacionado con la
depresión u otro trastorno psiquiátrico

Demencia psicosis

Triglicéridos ↑









++

?


0


Objetivos inadecuados de tratamiento con antipsicóticos:

+

?
0






Comportamiento agresivo (especialmente físico)
Alucinaciones (causan angustia)
Ideas Delirantes (nota: problemas de memoria se confunden
en ocasiones con delirios, ej. piensa que la gente está
robando artículos que se habían extraviado)
Otra posible fuente de agitación severa alarmante (vea #4
arriba).

+











++


0
?
0


Objetivos adecuados de tratamiento con antipsicóticos:

Demencia general

?
?
0
0


7. Si el fármaco no funciona, suspéndalo (reduzca la dosis
oportunamente).

Risperidona

Incontinencia urinaria, ITU

6. Considere el impacto de efectos secundarios en comorbilidades al
elegir un fármaco, y empiece con una dosis pequeña.

Quetiapina

= más recuadros significa mayor riesgo. Los colores son más obscuros a mayor riesgo.
? = poca evidencia en demencia, pero evidencia en otras enfermedades indica cierto riesgo
0 = no hay evidencia clara que el fármaco causa este efecto secundario en una manera clínica importante, o raramente
Efectos secundarios relacionados con el movimiento = Parkinsonismo, acatisia (inquietud), distonía, discinesia tardía

Vea Orientación para Poblaciones Especiales si el paciente tiene
demencia frontotemporal, enfermedad de Parkinson, demencia con
cuerpos de Lewy, deficiencia renal, o deficiencia hepática.

Olanzapina

1

4. El uso de un antipsicótico debe estar justificado. El síntoma
específico en tratamiento debe presentar un peligro a la persona o
a otros además de no responder a intervenciones no medicamentosas, de acuerdo a los lineamientos de CMS (Centro de Servicios
de Medicare y Medicaid, pos sus siglas en inglés) sobre el uso de
antipsicóticos en asilos de ancianos. Si los síntomas se deben a
esquizofrenia o enfermedades similares, desórdenes del
comportamiento severos o psicosis entonces el uso de
antipsicóticos puede ser apropiado. En otros ámbitos de cuidado de
salud donde los lineamientos de la CMS no aplican, los médicos
pueden considerar el uso de antipsicóticos para tratar los síntomas
dolorosos y persistentes relacionados con alucinaciones, delirios o
agitación, aun cuando no supongan peligro al paciente o a otros.
Un factor determinante es si el antipsicótico parece mejorar la
calidad de vida del paciente.

Aripiprazol
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Dosis, Poblaciones Especiales

Monitoreando la Respuesta y Efectos Adversos

Dosis
Frecuencia: Usualmente una vez al dia por la noche o antes del
anochecer. Esté atento a eventos adversos relacionados con la
sedación si se toma antes de la hora de dormir.
Dosis Inicial
(mg/día)

Dosis Máxima de Formas
Mantenimiento* especiales de
(mg/día)
dosificación**

Aripiprazol

2-5

10

PSO, L , IM

Haloperidol

0.25

2

L , IM

Olanzapina

2.5-5

7.5

PSO, L , IM

Quetiapina

12.5-25

150

LP

Risperidona

0.25-0.5

2

Monitoreando la Respuesta
-Documente claramente los objetivos de síntomas en tratamiento.
Si el fármaco no funciona, suspéndalo. Estos síntomas también
podrían cambiar con el tiempo con o sin tratamiento con
medicamento.
-No espere una respuesta inmediata. Sedación puede explicar
mucho de los efectos inmediatos vistos. La respuesta puede tomar
2-4 semanas.
-No incremente las dosis muy rápidamente si el paciente no
responde de inmediato. A una dosis estable, los niveles del fármaco
en la sangre pueden elevarse desde varios días hasta una semana o
más antes de alcanzar un nivel estable. Dosis elevadas lleva a
efectos secundarios elevados.

PSO, L

*De acuerdo a reglamentos de CMS para centros de asistencia
prolongada. Dosis para tratamiento agudo excede en ocasiones
dosis de mantenimiento.
**PSO = pastilla soluble oral, L = líquido, IM = intramuscular de
acción corta, LP = liberación prolongada.
Formas de dosificación:
 Pastillas normales pueden ser pulverizadas y mezcladas con la
comida de ser necesario.
 Antipsicóticos IM se usan en caso de emergencias cuando se
rechazan los orales.
 Formas tópicas, p. ej. cremas personalizadas, no recomendadas.
No hay evidencia que sirva de guía sobre dosis adecuada. Se
desconoce la absorción y es impredecible.

Guía para Poblaciones Especiales
Demencia Frontotemporal: Hay algunas pruebas con trazodona.
Contradictoria para ISRS. Vea el sitio de internet del Centro
Educativo Geriátrico para Iowa para más detalles
Enfermedad de Parkinson (EP) y demencia con cuerpos de Lewy
(DCL):
-Tratamientos para trastornos del movimiento (agonistas de la
dopamina, carbidopa-levodopa, anticolinérgicos) pueden causar
psicosis o delirium. Antes del uso de antipsicóticos, considere
reducir la dosis de estos fármacos para ver si se resuelven o se
vuelven manejables la psicosis o los problemas conductuales.
-Gente con EP o DCL son muy sensibles a efectos adversos,
particularmente efectos secundarios del movimiento y síndrome
neuroléptico maligno. Si se usan antipsicóticos, los lineamientos
expertos recomiendan quetiapina o clozapina dado el riesgo menor
en efectos secundarios en movimiento.
Insuficiencia Renal: Reduzca la dosis de risperidona. Valore
lentamente.
Insuficiencia Hepática: Posiblemente reduzca la dosis de
olanzapina, quetiapina, risperidona. Tenga cuidado con todos.

Monitoreando los Efectos Adversos
Otros posibles efectos adversos incluyen: caídas, estreñimiento,
infección de vías urinarias, incontinencia o retención urinaria, apoplejía,
arritmias, y síndrome neuroléptico maligno.
Efectos Secundarios

Monitoreando

Efectos Secundarios
Relacionados con
Trastornos del
Movimiento

En observación de temblores, cambios en la forma de
caminar, dificultad al tragar, signos de parkinsonismo,
inquietud (acatisia), movimientos anormales (discinesia
tardía).
Escala de Movimientos Anormales Involuntarios (EMAI)
al inicio, cada 6 meses, o si se sospecha de efectos
secundarios en el movimiento.

Sistema Nervioso Central
Sedación

En observación, escala de sedación si necesario.

Confusión, delirium o
deterioro de otras
facultades cognitivas

En observación del estado mental o cambios en
comportamiento.

Síntomas psicóticos

En observación por empeoramiento de síntomas.

Herramienta de Evaluación de Delirio, p. ej MVC
(Método de Valoración de Confusión) si se sospecha de
delirio.

Cardiovascular / Metabólico
Hipotensión
ortostática

En observación por muestras de mareos o caídas.

Edema

En observación por inflamación de extremidades.

Aumento de peso

Pesar mensualmente. Considere semanal por 1 mes en
caso de sobrepeso. Vigile por aumento de apetito.

Hiperglicemia /
Diabetes

Glucosa sanguínea al inicio, 3 y 6 meses, después c/6
meses. Además de cambios en el estado mental.
Monitoree síntomas: incremento de sed, orina,
hambre, debilidad.

Triglicéridos ↑

Perfil de lípidos en ayunas al inicio, 3 y 6 meses,
después c/6 meses. Especialmente si el paciente tiene
factores de riesgo cardiovasculares, ej. obesidad,
diabetes, hiperlipidemia.

Presión arterial ortostática, medir de ser posible,
mensualmente o si ocurren signos de mareo. Más
frecuente al iniciar o después de aumento de dosis.
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Monitoreando la Respuesta y los Efectos Secundarios

Lineamientos Generales:
1. Busque causas reversibles de conductas desafiantes u otros
síntomas específicos antes de recetar un medicamento para tratarlos. Ejemplos incluyen padecimientos, drogas, generadores de estrés modificables.
2. Pruebe primero estrategias no medicamentosas. Continúe usando
estas estrategias aun cuando se usen antipsicóticos.
3. Documente claramente objetivos de tratamiento (síntomas)
específicos antes y después de iniciar una estrategia o
medicamento. Incluya frecuencia, severidad, hora del día, y
síntomas ambientales u otros detonantes de síntomas.
4. El uso de un antipsicótico debe estar justificado. El síntoma
específico en tratamiento debe presentar un peligro a la persona o a
otros, además de no responder a intervenciones sin medicamentos, de acuerdo a los lineamientos de CMS (Centro de Servicios de
Medicare y Medicaid, pos sus siglas en inglés) sobre el uso de antipsicóticos en asilos de ancianos. Si los síntomas se deben a
esquizofrenia o enfermedades similares, desórdenes del
comportamiento severos o psicosis entonces el uso de
antipsicóticos puede ser apropiado. En otros ámbitos de cuidado de
salud donde los lineamientos de la CMS no aplican, los médicos
pueden considerar el uso de antipsicóticos para tratar los síntomas
dolorosos y persistentes relacionados con alucinaciones, delirios o
agitación, aun cuando no supongan peligro al paciente o a otros. Un
factor determinante es si el antipsicótico parece mejorar la calidad
de vida del paciente.
Monitoree efectividad y efectos secundarios (vea el reverso).

Monitoreando la Respuesta
-Documente claramente los síntomas sujetos a tratamiento y si mejoran.
El medicamento debe suspenderse si no ayuda. Los síntomas pueden
cambiar con el tiempo, con o sin tratamiento medicamentoso.
-No espere una respuesta inmediata. Sedación por el fármaco puede tener
mucha influencia sobre el efecto visto en los primeros días.
-No pida dosis más fuertes muy rápido. Puede tomar de días a semanas
para ver el efecto completo, dependiendo del fármaco (hable con el médico
para más información). Dosis más fuertes causan más efectos secundarios.

Monitoreando los Efectos Secundarios
Efectos Secundarios

Reporte a la enfermera o al médico si estos problemas
se presentan

Efectos Secundarios
Relacionados con
Trastornos del
Movimiento

Temblores, músculos contracturados, cambios en el
caminar o caídas, movimientos anormales como
espasmos en la cara u ojos, salivación.

Sistema Nervioso
Central
Sedación
Confusión, delirium o
deterioro de otras
facultades cognitivas

Deterioro del estado mental comparado a lo normal.
Aumento en el grado de confusión; mayor sedación o
agitación; deterioro en la capacidad para comunicarse;
problemas prestando atención; movimientos o habla
más lentos. Estos pueden indicar una enfermedad seria
o efecto secundario de un fármaco.

Deterioro en
síntomas psicóticos

Alucinaciones: ver, hablar, oler, saborear o tocar cosas
que no existen. Ideas Delirantes: creencias falsas fijas
que una persona tiene a pesar de evidencia de que no
son ciertas. Los antipsicóticos usualmente aminoran
esos síntomas, pero a veces los empeoran.

6. Si el medicamento no ayuda, debe suspender su uso.

Objetivos Adecuados de Tratamiento con Antipsicóticos:






Comportamiento agresivo (especialmente físico)
Alucinaciones: ver, escuchar, oler, saborear o tocar cosas que sólo
existen para el paciente, y no para los demás. Por ejemplo,
escuchar voces o ver personas que no están presentes.
Ideas Delirantes: creencias falsas respecto a otras personas, a pesar
de existir evidencia en contra de esa creencia. Por ejemplo, piensa
sin razón que el esposo o esposa está teniendo un amorío, o sus
familiares son impostores. Nota: problemas de memoria se
confunden en ocasiones con ideas delirantes piensa que la gente
está robando artículos extraviados u olvidados.
Otra posible fuente de agitación severa alarmante (vea #4 arriba).

Objetivos Inadecuados de Tratamiento con Antipsicóticos:








Vagabundeo
 Nerviosismo
Problemas de sueño
 Se mueve nerviosamente
Cuidados personales deficientes  Ansiedad leve
Inquietud
 Deterioro de la memoria
Falta de cooperación sin agresión
Falta de interés en su entorno
Tristeza o llanto en privado cuando no está relacionado con la
depresión u otro trastorno psiquiátrico

Somnolencia, lentitud al responder, dificultad para
despertar.

Cardiovascular /
Metabólico
Descenso rápido en la
presión arterial al
estar de pie

Mareos o caídas. Cheque la presión arterial ortostática
(acostado y luego de pie). Los fármacos provocan
ocasionalmente una baja en presión arterial no
deseada.

Inflamación

La inflamación es más común en las piernas y los
tobillos, pero puede ocurrir en otros sitios.

Aumento de peso

Aumentos considerables de apetito. Hambriento aún
después de comer. Incrementos indeseados de peso.

Aumento de azúcar
en la sangre

Confusión, aumento de sed, micción frecuente,
cansancio inusual, visión borrosa. Se puede checar la
glucosa en la sangre para ver si ésta puede ser la causa
de estos síntomas.

Síntomas urinarios

Cambios en frecuencia—incremento o decremento con
retención urinaria. Incontinencia agravada. Dolor al
orinar. Puede haber infección o un problema
relacionado con el fármaco.

Estreñimiento

Menores movimientos intestinales. Materia fecal dura.
Poco apetito. Dolor estomacal o distensión.
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Algoritmo para Tratar Síntomas Conductuales y Psicológicos en Demencia
(también conocidos como Problemas de Comportamiento)
a

PASO 1: IDENTIFIQUE, EVALÚE Y TRATE FACTORES COADYUVANTES
 Determine y documente frecuencia, duración, intensidad y características de cada problema de comportamiento
b
 Identifique, evalúe, trate o elimine ANTECEDENTES y DETONANTES
¿Necesidades físicas
insatisfechas?
 Dolor
 Infección/enfermedad
 Deshidratación/nutrición
 Alteración del sueño
 Efectos secundarios de
los medicamentos
 Déficits sensoriales
 Estreñimiento
 Incontinencia/retención

¿Necesidades psicológicas
insatisfechas?
 Soledad
 Aburrimiento
 Aprensión, preocupación, temor
 Incomodidad emocional
 Falta de actividades divertidas
 Falta de socialización
 Pérdida de intimidad

¿Causas ambientales?
 Nivel/tipo de estimulación:
ruido, confusión, iluminación
 Estrategias del cuidador
 Rutinas institucionales,
expectativas
 Falta de señalización,
indicaciones para funcionar y
encontrar el camino

¿Causas psiquiátricas?
 Depresión
 Ansiedad
 Ideas delirantes
 Psicosis
 Otras enfermedades
mentales

Monitoree resultados para asegurar respuesta completa a tratamiento
 Si el problema de comportamiento persiste después de tratar adecuadamente
los antecedentes, use INTERVENCIONES NO MEDICAMENTOSAS

PASO 2: SELECCIONE Y APLIQUE INTERVENCIONES NO MEDICAMENTOSAS
 Selecciones intervenciones basadas en el TIPO de problema y EVALUACIÓN de las habilidades retenidas, referencias, y recursos
 Nivel cognitivo
 Nivel de funcionamiento físico
 Personalidad predominante, historial de vida, intereses/habilidades
 Rutinas personales preferidas y horario diario
 Recursos personales/familiares/institucionales
 Entrene al personal para usar las intervenciones seleccionadas adecuadamente/siguiendo las mejores prácticas y lineamientos basados
en evidencia
 Adapte intervenciones a las necesidades individualizadas, combinando enfoques e intervenciones para promover comodidad y función
 Monitoree resultados usando las escalas de clasificación para cuantificar comportamientos
Ajuste enfoques del cuidador
 Enfoque personal: señale,
impulse, recuerde, distraiga
(regalos, actividades); enfóquese
en los deseos de la persona,
intereses, inquietudes; use/evite
tocar como indicado; evite tratar
de razonar, enseñe nuevas rutinas,
o pida que “intente con más
ahínco”
 Rutinas diarias: simplifique,
secuencie tareas; ofrezca opciones
limitadas; use historia previa y
preferencias como guía
 Estilo de comunicación: palabras
y frases simples; hable claramente;
espere las respuestas; haga
contacto visual; monitoree el tono
de voz/otros mensajes no verbales
 Aceptación positiva
incondicional: no confronte,
discuta o “explique” ideas
equivocadas (alucinaciones, ideas
delirantes, ilusiones); acepte la
creencia como “real” a la persona;
tranquilice, reconforte y distraiga
 Involucramiento/Participación:
adapte actividades para
incrementar
involucramiento/reducir
aburrimiento; individualice
actividades sociales y de diversión

Cambie el ambiente
 Elimine estímulos engañosos:
desorden, TV, radio, ruido, gente
hablando; reflejos en espejos/ventanas
oscuras; fotos
malinterpretadas/decoración
 Reduzca estrés ambiental: cafeína;
exceso de gente; decoraciones festivas;
TV abierta
 Ajuste estimulación: reduzca ruido,
actividad, confusión si sobre estimulado;
incremente la actividad/participación si
poco estimulado (aburrido)
 Mejore función: símbolos, señales,
fotos para promover ubicación;
incremente iluminación para reducir
interpretación errónea
 Involucre en actividades significativas:
personalice programa de 1:1 y en grupo
pequeño vs grupo grande
 Adapte el contexto físico: asegure áreas
al aire libre; objetos táctiles decorativos;
características caseras; áreas de
comedores y recreacionales segmentadas
más pequeñas; luz brillante y natural;
instalaciones sanitarias como spa;
letreros para promover ubicación

c

Use intervenciones basadas en evidencia
 Agitado/Irritable: Tranquilice, calme, distraiga
 Música individualizada
 Aromaterapia (ej. aceite de lavanda)
d
 Placeres Simples
 Terapia con mascotas
 Ejercicio físico/ actividades al aire libre
 Resistente al cuidado: Identifique fuente de
amenaza, cambie rutinas y enfoques
 Errante/Inquieto/Aburrido: Atraiga, distraiga
 “Estaciones de descanso” en el camino
 Adapte el ambiente para reducir búsqueda de
salidas
 Ejercicio físico/actividades al aire libre
d
 Placeres Simples
 Vocalización que transtorna: Distraiga, atraiga
 Música individualizada; sonidos de la
naturaleza
 Terapia presencial: cintas de la familia
 Apático/Retraído: Estimule, atraiga
 Música individualizada
d
 Placeres Simples
 Preguntas/manierismos repetitivos: Tranquilice,
aborde problema subyacente, distraiga
 Terapia de validación/mentiras terapéuticas
d
 Placeres Simples
 Depresión/Ansiedad: Tranquilice, atraiga
 Ejercicio físico
 Actividades placenteras
 Terapia de estimulación cognitiva
 Bicicleta en silla de ruedas

PASO 3: MONITOREE RESULTADOS Y AJUSTE EL CURSO COMO SEA NECESARIO
 Cuantifique síntomas de comportamiento usando escala(s) de clasificación
 Asegure “dosis” adecuada (intensidad, duración, frecuencia) de intervenciones
 Provea/refuerce entrenamiento de personal y actividades de desarrollo para asegurar completa comprensión y cooperación en el
cuidado diario
 Adapte/añada intervenciones como sea necesario para promover los resultados óptimos
 Considere antipsicóticos para casos persistentes y severos que cumplan con el criterio de uso. Vea la Guía para Prescribir
Antipsicóticos.
Pies de página:
a. Se deben evaluar síntomas diversos y ser tratados individualmente para asegurar resultados óptimos.
b. Factores causales y contribuyentes deben ser evaluados y tratados antes de que se usen medicamentos psicotrópicos. Monitoreo constante de estos
factores es esencial para la excelente calidad de cuidado. Los antecedentes y detonantes son cosas que pasan antes de un problema de comportamiento.
Estos pueden ser factores causales o contribuyentes.
c. Uso de intervenciones basadas en evidencia requiere comprensión completa de los protocolos y aplicación adecuada para asegurar resultados óptimos.
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d. Para más información sobre Placeres Simples, vea: http://www.health.ny.gov/diseases/conditions/dementia/edge/interventions/simple/index.htm

Manejando una Crisis
Cuidar de una persona con demencia y problemas conductuales puede ser difícil y estresante. El
propósito de este documento es ayudar a que los cuidadores aprendan a manejar situaciones
difíciles, especialmente cuando la persona con demencia está molesta, enojada o asustada.
1.

Primero, identifique sus propias ACTITUDES y SENTIMIENTOS sobre lo que está
sucediendo.
-- Enojarse no va a ayudar y probablemente empeore las cosas.
Recuerde: Estar desprevenido puede ocasionar que se “eche más leña al fuego” (por
ejemplo, la primera vez que sucede uno reacciona en lugar de evaluar y resolver el
problema durante la crisis).
De igual forma, si usted está enojado o resentido por experiencias anteriores con la
persona, usted probablemente no sea eficaz.
-- Trate de mantenerse calmado, tranquilo y con la “cabeza fría”.
-- Use diálogo interno positivo para mantener el control. Por ejemplo, recuérdese;
“Esta persona está incómoda y necesita mi ayuda.”
"Yo puedo con esto. No necesito enojarme también."
"No están realmente enojados conmigo. Sencillamente están enojados y yo
estorbo."
-- Evite palabras o acciones que puedan hacer que la persona se sienta amenazada aún más.
-- Si no puede controlar sus emociones, deje el área inmediatamente, y alerte a otro empleado
de ser necesario.

2.

Manténgase al tanto de lo que está haciendo con su cuerpo y lo que eso puede significar para
la persona.
-- No los sorprenda; haga movimientos lentos y tranquilos.
-- Mantenga sus manos a la vista, palmas abiertas y hacia arriba, lo cual es no amenazante.
-- Respete su “espacio personal;” mientras más amenazados estén, más espacio se les
debe de dar.
-- No se pare completamente de frente a ellos (pues es muy contencioso y amenazante); gire
ligeramente hacia un lado.
-- Tenga cuidado de no mirar detenida o fijamente o desafíe de cualquier forma haciendo
contacto visual.
-- No le dé la espalda a la persona.
-- Siempre déjese una ruta de escape.
-- Evite pararse sobre la persona (si están sentados o reclinados) pues puede ser muy
amenazante.
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3.

Piense lo que dice y cómo lo dice.
-- Hable en frases cortas y simples.
-- Use un tono de voz normal y hable a una velocidad normal.
-- Comunique su preocupación y cuidado.
-- Evite el sarcasmo, insultos y humor (pues puede ser malinterpretados fácilmente).

4. Use INSTRUCCIONES y EXPLICACIONES que sean ADECUADAS para la persona y
la situación. Por ejemplo:
-- "Perdón si lo incomodé. Esa no era mi intención.”
-- "Su comportamiento me preocupa (asusta, incomoda).”
-- "¿Cómo lo puedo ayudar a sentirse más cómodo(a)?”
-- "Sr. Smith, vamos a su cuarto (un lugar tranquilo, etc.).”
-- "Ya está bien. Está a salvo conmigo. No voy a dejar que nada malo le pase.”

5.

Escuche atentamente lo que están diciendo e intente responder al mensaje que están
tratando de transmitir.
-- Cheque el significado, “Usted está diciendo que…”
-- Evite dar consejos.
-- Responda al contenido de su mensaje (verdadero significado), no a cómo se está diciendo.
* Intente comprender por qué están molestos.
* Responda a las necesidades o sentimientos insatisfechos.
-- No asuma que le escucharon o comprendieron.
* Nuestro enfoque se reduce mucho cuando estamos ansiosos.

6.

Intente calmarlos o tranquilizarlos, sin olvidar que la primera prioridad es protegerse a
usted mismo y a otros.
-- Salga del cuarto o área si lo continúan amenazando.
-- Busque ayuda, aún si no está seguro de que realmente la necesita.
-- ¡Use control físico sólo como último recurso! ¡Intente todo lo demás primero!
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MEDICINAS ANTIPSICÓTICAS PARA PERSONAS CON DEMENCIA
Cuando se tiene un ser querido con demencia,
puede ser difícil el tomar decisiones sobre su
cuidado. Este folleto lo puede ayudar a decidir
acerca del uso de ciertas medicinas para ellos.

¿Qué es demencia*?
La demencia es una enfermedad que hace que se
le haga cada vez más difícil a una persona
recordar cosas y vivir normalmente. Hay muchos
tipos de demencia. Alzhéimer es un tipo. Las
personas con demencia pueden también:
• Ver u oír cosas que no están ahí. Esto se
llama alucinaciones*.
• Creer algo que no es verdad, aún cuando se le
dice lo contrario. Esto se llama delusión*.
• Enojarse sin razón aparente o por un pequeño
problema.
Estas cosas pueden alterar mucho a las personas
con demencia y a quienes las cuidan. Es
importante dar a las personas con demencia
consuelo y apoyo, pero algunas veces se pueden
usar medicinas.

¿Qué son medicinas antipsicóticas*?
Estas medicinas pueden ayudar cuando las
personas ven u oyen cosas, o creen cosas que no
son verdad, pero también pueden tener efectos
secundarios (cosas que provienen de tomar un
medicamento pero que no son parte del
tratamiento). Estas medicinas pueden causar un
pequeño aumento en el riesgo de muerte, así que
es importante usarlas sólo cuando se necesiten y
solamente si ayudan. Otras formas de manejar
los problemas de la demencia se deben intentar
primero.

¿Con qué pueden ayudar estas medicinas?
Las medicinas antipsicóticas pueden ayudar con:
• Conductas agresivas, como el golpear,
patear, o morder.
• Alucinaciones, como oír voces cuando no
hay ninguna, o ver personas en la habitación
que no están ahí.
• Delusiones, como sentir sospecha o pensar
que las personas quieren hacerle daño. A esto
se le dice estar paranoico.
• Otras cosas que pueden causar peligro a la
persona o a otras personas, o que pueden
dificultar el cuidado de la misma.

¿Con qué NO ayudan estas medicinas?
Las medicinas antipsicóticas no ayudan con
estos problemas:
• No ser sociable – cuando una persona no
quiere ser amigable con otros.
• No cuidarse a sí mismo.
• Problemas de memoria.
• No prestar atención o importarle lo que
pasa a su alrededor.
• Gritar o repetir preguntas una y otra vez.
• Estar intranquilo – cuando a una persona se
le hace difícil quedarse quieto.
Puede haber otras medicinas o maneras de
ayudar, así que hable con su equipo de cuidado
de la salud.

¿Cuáles son los posibles beneficios de las
medicinas antipsicóticas?
Éstas pueden ayudar con conductas agresivas,
alucinaciones, o delusiones. Esto puede hacer
que la persona con demencia se sienta mejor.
Además, podrían hacer que la persona o los
demás estén más seguros.

*Palabras para saber
Alucinación – ver u oír cosas que no están ahí.
Delusión – creer algo que no es verdad, aún cuando se le dice lo contrario.
Demencia – una enfermedad que hace que a una persona se le haga cada vez más difícil recordar cosas y vivir normalmente.
Medicinas antipsicóticas – ayudan cuando las personas ven u oyen cosas, o creen cosas que no son verdad.
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¿Cuáles son los posibles efectos
secundarios de las medicinas
antipsicóticas?
Éstas pueden causar un pequeño aumento en
algunos de los efectos secundarios en personas
con demencia. Aquí hay información al respecto:
• Muerte: Las investigaciones demuestran que
si 100 personas con demencia toman una
medicina antipsicótica, 1 de ellas podría morir
más pronto por la medicina. La posibilidad
de morir es pequeña. Si alguien se muere es
difícil saber si la medicina antipsicótica tuvo
algo que ver. No hay manera de saber quién
podría morir mientras toma esta medicina.
• Ataque Cerebral/Embolia: Las
investigaciones demuestran que si 100
personas con demencia toman una medicina
antipsicótica, 1 de ellas podría tener un ataque
cerebral/embolia por la medicina. Algunos
tipos de medicinas antipsicóticas podrían
tener un riesgo más bajo de ataque
cerebral/embolia, pero no sabemos con
seguridad.
• Efectos secundarios que afectan el
movimiento: En algunas personas, estas
medicinas pueden afectar la parte del cerebro
que controla cómo se mueven los músculos.
La posibilidad de esto es diferente para cada
tipo de medicina antipsicótica. No sucede
tanto con dosis bajas. En la mayoría de los
casos, estos efectos desaparecen si se deja de
tomar la medicina, o si se le baja la dosis.
Algunas veces se puede usar un tipo de
medicina diferente. Aquí hay algunos efectos
secundarios que afectan el movimiento para
que esté pendiente. Dígale al médico
inmediatamente si usted ve:
 Los músculos de la persona se ponen
rígidos, como en la Enfermedad de
Parkinson. Esto es Parkinsonismo. Esto
puede hacer que los pasos se le acorten de
manera que arrastra los pies cuando
camina. Sus manos o brazos pueden
temblar. Esto se le llama temblor.

 Inquietud o necesidad de caminar mucho.
Algunas veces la cara le puede temblar.
Raramente, la persona se puede volver muy
rígida y enferma, y le puede dar una fiebre
muy alta. Si esto pasa, ¡llame al médico o
lleve a la persona a la sala de emergencias
inmediatamente!
• Cosas que empeoran el estado de salud
general, como el aumento de peso, el azúcar
de la sangre elevada, y el colesterol alto.
Algunas medicinas antipsicóticas provocan
estos efectos más que otras. Si esto sucede,
tal vez estaría bien probar a darle una
medicina antipsicótica diferente.
• Presión arterial bien baja cuando la
persona se pone de pie muy rápido: Esto
puede causar que la persona se maree o se
caiga.
• Hinchazón, usualmente alrededor de los
tobillos.
• Cambios en el pensar:
 Estar somnoliento o aturdido debido a una
medicina. Esto se llama sedación.
 Confusión – Esto puede ser parte de la
demencia, pero las medicinas
antipsicóticas y otras medicinas pueden
empeorarlo.
• Otros efectos secundarios:
 Estreñimiento (dificultad haciendo popó)
 Dificultad al orinar
 Caerse

University of Iowa College of Public Health. Enero 29, 2013. Para más información, por favor vea el sitio web: https://igec.uiowa.edu/.
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¿Cómo sabemos si una medicina
antipsicótica está ayudando?
• Obtenga una idea clara de los problemas.
 Antes de comenzar la medicina escriba
exactamente cuáles son los problemas que
están pasando y con qué frecuencia.
 Haga esto todas las semanas después de
que comience la medicina.
 Si los problemas no son tan malos o no
suceden con frecuencia, puede ser que la
medicina esté ayudando, pero estos
problemas pueden mejorar o empeorar
dándole o no dándole la medicina.
 Después de estar tomando la medicina por
un tiempo la persona podría tener menos
de los problemas o los problemas podrían
no mejorar. Hable con la persona que le
recetó la medicina sobre bajarle la dosis o
dejarle de dar la medicina.
• Esté atento a los efectos secundarios.
 Usted y el equipo de cuidado de salud
deben vigilar y revisar cosas como:
 Movimientos extraños
 Músculos tensos
 Temblor
 Dificultad al comer
 Ahogo
 Mareo
 Caída
 Somnolencia
 Confusión
 Hinchazón de las piernas
 Dificultad al hacer popó u orinar
 Presión arterial alta o muy baja
 El azúcar en la sangre elevado
 El colesterol elevado
 Si le pasa esto hable con el médico o el
equipo de cuidado de salud. Si pareciera
que la medicina está causando algún
problema se pueden tratar cosas para
ayudar, como:
 Disminuir la dosis
 Cambiarla por otra
 Suspenderla

•

Hable con el médico de la persona y con el
resto del equipo de cuidado de la salud.

¿Cómo decido si el uso de una medicina
antipsicótica es lo correcto para mi ser
querido?
• Primero, considere otras cosas que puedan
estar causando estos problemas. Hable con
el médico o con el equipo de cuidado de salud
para averiguarlo. Ellos pueden tener otras
maneras de ayudar con problemas de
comportamiento. Aquí hay algunas cosas que
pueden causar comportamiento agresivo,
alucinaciones, o delusiones:
 Medicinas, especialmente las nuevas
 Problemas de salud
 Estreñimiento
 Deshidratación (no tener suficiente agua
en el cuerpo)
 Dolor
 Llagas en la boca debido a dentaduras u
otras cosas
 Dificultad al ver u oír
 Depresión
 Estrés o miedo
 Estar aburrido
• Tomando la decisión: Algunas veces no
importa lo que usted haga, la persona con
demencia puede estar agresiva o tener
alucinaciones o delusiones. La medicina
podría ayudar si la persona está
comportándose peligrosamente o si está muy
alterada y nada funciona. Las medicinas tal
vez puedan ayudar a la persona a sentirse
mejor aún cuando hay riesgos. Piense sobre
estas cosas:
 ¿Qué hubiera querido la persona antes de
tener demencia?
 ¿Qué hubiera querido hacer si supiera
que está mordiendo, golpeando, o
pateando a las personas?
 Si la persona tiene alucinaciones
aterradoras o ve personas que no están
ahí, ¿le gustaría que éstas pararan si una
medicina pudiera ayudarle?

University of Iowa College of Public Health. Enero 29, 2013. Para más información, por favor vea el sitio web: https://igec.uiowa.edu/.
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A muchas personas les gustaría parar estas cosas
si fuera posible, aunque existieran riesgos.

Notas
Nombre de la medicina antipsicótica:

El decidir usar una medicina antipsicótica es
difícil. Existen riesgos. No ayudan a todas las
personas, pero muchas de ellas pueden tomarlas
y no experimentar efectos secundarios.
Nosotros no podemos curar la demencia.
Cuando va empeorando, usted puede considerar
si tomar una medicina antipsicótica mejora la
comodidad y calidad de vida de una persona
aunque existan riesgos.

¿Cuáles son los nombres de las medicinas
antipsicóticas?
Las investigaciones demuestran que hay 5 tipos
de medicinas que podrían ayudar a las personas
con demencia que actúan de manera que es
difícil cuidarlas. Aquí hay una lista y un
ejemplo de una marca:
Nombre

Ejemplo

(Nombre en inglés)

Aripiprazol
(Aripiprazole)

Haloperidol
(Haloperidol)

Risperidona
(Risperidone)

Olanzapina
(Olanzapine)

Quetiapina
(Quetiapine)

Abilify®
Haldol®
Risperdal®
Zyprexa®

_______________________________________
Dosis de la medicina: _____________________
Con qué frecuencia se la da:
_______________________________________
Esté atento a estas cosas. Si usted las nota,
escríbalas cuando pasen, y con cuánta
frecuencia. Dígale al equipo de cuidado de la
salud si nota:
• Movimientos raros _____________________
• Músculos tensos ______________________
• Temblor _____________________________
• Dificultad al comer ____________________
• Atraganto ____________________________
• Mareo _______________________________
• Caída _______________________________
• Somnolencia _________________________
• Confusión ___________________________
• Hinchazón de las piernas ________________
• Dificultad al hacer popó u orinar __________
Otras cosas: _____________________________
_______________________________________
_______________________________________
_______________________________________

Seroquel®

Preguntas que le gustaría hacer:

____________________________________________________________________________________________
____________________________________________________________________________________________
____________________________________________________________________________________________
____________________________________________________________________________________________
____________________________________________________________________________________________
____________________________________________________________________________________________

University of Iowa College of Public Health. Enero 29, 2013. Para más información, por favor vea el sitio web: https://igec.uiowa.edu/.
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Algorithm for Treating Behavioral and Psychological Symptoms of Dementia
(a.k.a. Problem Behaviors and Psychosis): Assessment and Non-Drug Management
Step 1. Assess and Treat Causal and Contributing Factors
Many different types of behavioral and psychological symptoms occur in dementia. Diverse
symptoms must be assessed and treated individually. Using standardized behavioral rating scales
is often helpful in both quantifying symptoms and distinguishing one set of problems from
another.
Describe the behavior. The first step is to identify and describe a single problem behavior that
is the target of care and concern. Understanding factors that may cause or contribute to the
problem behavior is essential. Describe the frequency, duration, intensity and characteristics of
each problem behavior. Note where the problem occurs, how long it lasts, who is present, what
they are doing, and what else is going on the environment.
Once the behavior has been thoroughly described, assess possible antecedents or triggers.
Unmet needs are common causes of problem behaviors in dementia. Think about possible needs
of the person with dementia and how those might contribute to the problem behavior observed.
Remember that contributing factors often interact; more than one issue may cause the problem
behavior. For example, the person with dementia may strike out during a bath because of pain
during movements as well embarrassment about nudity, resentfulness about being touched, and
feeling physically cold due to the room temperature. Responses to behaviors may also be
triggers. For example, correcting misbeliefs (“You live here now; That’s not your room; Your
parents are dead”) can contribute to problem behaviors.
Four main categories of antecedents, or triggers to problem behavior, are important to assess.
•

Review physical problems or needs that may be contributing.
3 Is pain causing the person to act or respond in a negative way? (e.g., pain on movement
during dressing or bathing; discomfort due to constipation and/or incontinence)
3 Are uncorrected sensory deficits (sight and/or hearing) contributing to misinterpretation
of objects, events or interactions? Ensure that glasses are on if needed, hearing aids are
functioning, and ear wax buildup is not contributing to hearing difficulties.
3 Is sleep disturbance causing fatigue that increases irritability?
3 Are new physical health problems, like illness, infection, dehydration, nutritional
deficiencies, or medication side effects, causing delirium (acute confusion)?

•

Consider the person’s psychological needs.
3 Is the behavior the result of being bored, and having nothing interesting to do?
3 Is the person lonely and seeking physical and social contact with others?
3 Are they afraid or worried about things going on around them (that they may not
understand)?
3 Are there opportunities to interact in positive ways with others?

•

Think carefully about the physical and social environment.
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3 Is the level of noise and stimulation overwhelming to the person?
3 Is dim lighting or reflection contributing to misinterpretation of objects or events?
3 Are caregivers approaching the person in a way that startles, confuses, or overwhelms the
person?
3 Do institutional routines and expectations for behavior fit the person’s current level of
ability and longstanding habits?
3 Is the environment “understandable” to the person?
•

Assess common psychiatric problems that occur with dementia.
3 Is depression causing the apathy, indifference, irritability or other depression-related
problems?
3 Is fear, apprehension, or excessive worry the result of anxiety?
3 Are false beliefs really delusions? (a.k.a. psychotic symptoms) Or is the person
misinterpreting events or objects?
3 As with physical illness, is delirium (acute confusion) causing additional symptoms that
will resolve when the health problem is treated/resolved? See the Delirium Assessment
and Management evidence-based review for more details.

Assessing for new physical health problems (e.g., infection, dehydration, etc.) is particularly
important in the context of multiple chronic medical conditions or substantial polypharmacy. A
systematic approach may involve first evaluating vital signs, blood glucose and urinalysis. Other
laboratory screens such as a complete blood count and electrolytes (sodium, potassium, blood
urea nitrogen and creatinine) may help identify infection, anemia and dehydration. Depending on
the clinical history, a head CT (computed tomography) may be indicated if there is a question of
a fall or head injury, and an oxygen saturation measure from a pulse oximeter may help detect
hypoventilation from pulmonary disease that may adversely affect alertness and behavior. Other
helpful measures may include a chest x-ray and electrocardiogram, depending on the clinical
symptoms observed and individual medical histories.
Reducing or eliminating triggers is essential. Each trigger or antecedent should be addressed
to assure that the person’s needs are being met. This often requires cooperation between the
facility leaders and the people who provide day-to-day care. Some adjustments are relatively
simple, like offering food to reduce the risk of intrusive behaviors, like going into other people’s
rooms in search of something to eat. Adjustments in daily care routines that fit the person’s
needs may require “juggling” of responsibilities, like offering short rest periods on day shift in
order to reduce confusion (sundowning) later in the day. Other adjustments require teamwork
and cooperation among disciplines – like making sure evening shift nursing personnel have
activities to engage, distract, and soothe residents after activity personnel are gone for the day.
If problem behaviors persist AFTER triggers have all been addressed, the next step is to use a
non-drug intervention – a psychosocial approach, therapy, or activity that doesn’t involve drugs.
The choice of a non-drug intervention is based on the individual’s retained abilities,
preferences, and resources. Assess the following factors to help select and individualize a nondrug intervention to best fit the person’s current needs:
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•

Cognitive level: How impaired is the person? What retained abilities do they have?
Activities may need to be simplified to help those who are more impaired.

•

Physical function: What other health-related problems does the person have? What are they
able to do alone? With assistance? What assistive devices (glasses, hearing aids, walkers,
wheelchairs) are needed to help them be successful? Is pain a factor?

•

Long-standing characteristics: What do you know about this person? What are his/her
long-standing personality traits? Coping methods? Lifestyle choices and experiences? What
are the person’s personal, leisure and work-related interests? What can you build upon? What
should you avoid?

•

Preferred routines: What did this person do on a day-to-day basis during most of his/her
life? What daily routines may be important to consider as part of implementing an
intervention? (e.g., eating, sleeping, rest, activity, socialization that may guide the selection
or timing of the intervention)

•

Resources: What personal, family or facility resources may be available to this person?
Consider financial, social, interpersonal, and physical resources that may facilitate or impede
using a non-drug intervention.
FGED

Step 2. Select and Apply Non-Drug Interventions
Once you have a good understanding of the person’s abilities, preferences and characteristics,
think again about the type of problem behavior that is targeted. Interventions fall into three main
categories: a) changing caregiver approaches; b) changing the physical or social environment;
and c) using a specific non-drug intervention that is personalized to the person with dementia.
These categories of interventions often overlap and are used at the same time. Many of the
same principles of care described under “Adjusting caregiver approaches” and “Changing the
physical and social environment” are also a part of an individualized intervention. Optimal
outcomes often rely on doing multiple things at once.
Adjusting caregiver approaches. Dementia training and staff development activities are
essential to help daily caregivers understand how they can change what THEY do to get different
results. Seemingly “simple” adjustments in communication styles, care approaches, and daily
routines often result in BIG changes in behavior. The main ideas are to simplify tasks and
communication, use the person’s history as a guide, and avoid “confronting” the person with
what they are unable to remember. Breaking tasks and instructions into “doable” steps, using
physical and verbal cues, and accepting “misbeliefs” as real to the person (using validation vs.
reality orientation) can make a huge difference.
Staff training to use multi-component dementia care management approaches (e.g.,
communication, daily care, attention to unmet needs) is consistently associated with lower rates
of problem behaviors. A wide variety of dementia training programs are available at low and no
cost and should be part of ongoing staff development, inservice, and “just in time” education
programs in all dementia care settings.
Changing the physical and social environment. Reducing the risk of problem behaviors often
relies on changing the environment in which persons with dementia live. As with caregiver
approaches, simplifying the world around the person with dementia often doesn’t require a huge
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investment, and has a large “pay off.” An important first step is to reduce misinterpretation of
real-life events or objects by thinking carefully about how the person with dementia “sees” and
experiences the world around them. Closing drapes at night to reduce reflections, eliminating
public address systems, replacing art work that is misunderstood, and playing television or radio
selectively in common areas are important first steps. Partitioning large spaces into smaller
segments (e.g., using low dividers or using furniture arrangements) and using simple signage and
personal items (e.g., memorabilia boxes outside rooms, arrows with pictures) often promotes
function and comfort. Easy access to an interesting and secure outdoor area meets needs for
exercise, exploration, and outdoor activities.
Too much going on at once is just as risky as too little. Finding a healthy balance in the amount
of stimulation (number and type of things going on at once) is often a challenge, but worth the
investment of effort. Perhaps most important, having a wide array of individual, one-to-one, and
small group activities available at all times – throughout the day, evening, and over weekends
when activity staff are often not present – is KEY. Engagement in meaningful activities, things
that the person with dementia enjoys and is able to do successfully, is a huge deterrent to
problem behaviors. Of equal importance, specific recreational and leisure activities may be used
as an intervention to reduce or eliminate a problem behavior once it has occurred. As before,
staff training and development programs are critically important to using available, low/no cost
approaches aimed at preventing problem behaviors in dementia.
Select and individualize non-drug interventions. Another important task is to select one or
more intervention that “fits” the problem behavior identified, and then tailor that intervention to
the individualized needs of the person. Use the information about the person’s cognitive level;
physical function; long-standing traits, habits, and interests; preferred routines; and resources to
individualize (a.k.a. personalize) the selected activity.
Non-Drug Interventions
An important consideration when reviewing non-drug interventions for problem behaviors in
dementia is that many studies have been small and/or have not used a randomized controlled trial
design. As a result, the level of evidence supporting various interventions may not be strong (or
as strong as many medication trials). We know that some interventions work very well in some
individuals, but none work in all. The main steps are to
•

think about the PERSON and his/her unique characteristics, interests, and abilities,

•

think about the problem behavior,

•

select a type of intervention, and

•

PERSONALIZE the intervention to the person and his/her needs.

For example, the timing and duration of the intervention should be adjusted to achieve the best
possible outcome. Another important consideration is that interventions can be adjusted to be
“activating” or “soothing” depending on the need. For example, listening to soothing music may
help an agitated person relax. In contrast, playing music or singing with a group may help a
withdrawn or apathetic person engage and be more active.
There are lots of different ways that problem behaviors are categorized. In this algorithm, we
have grouped behaviors that tend to occur together, and often respond well to the same types of
interventions. Several interventions are listed for each type of behavioral problem. The
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descriptions provided are brief, and intended to provide a basic understanding of the
intervention. Additional reading and/or training is needed to use the intervention to its best
advantage and to personalize the intervention to the person with dementia.
Agitated and Irritable Behaviors
Perhaps the most frustrating behaviors for caregivers are agitated and irritable behaviors. In some
cases, agitation can include physically striking out, combativeness, grabbing, pinching, hitting,
spitting, and other behaviors that signal severe distress in the person with dementia. Interventions
that calm, soothe, and distract the person from their distress are often effective.
Individualized music: Playing “preferred” music (a.k.a. individualized to the person) can be
useful in reducing agitation. Knowing the person’s music preferences is key. Music can be
played using a headset or aloud, but is best used in a setting that is free from other distractions
(in the person’s room) and supported with other calming features (e.g., noise reduction,
comfortable chair).
White noise: Low intensity, slow, continuous, rhythmic, monotonous sound (white noise) may
be used as an intervention decrease agitated behaviors. Examples include audiotapes of mountain
streams, ocean waves, rain or other nature sounds, and whirling fans, humming air conditioners,
or other sound generators. As with music, tailored interventions using individual preferences are
best.
Aromatherapy: Using selected fragrances, such as lavender and Melissa oil, can have a calming
effect. Fragrance may be used in lotions or oils and used during massage, in steam dispensers, or
scented bags that are placed with linens (e.g., under the pillow).
Hand massage: Gently massaging a person’s hands using lotion may help reduce distress.
Therapeutic touch: Specially trained staff may use touch-related techniques to help relax
persons with dementia.
Presence therapy: Some persons with dementia respond well to audio or videotapes of family or
friends who “talk with them,” reminiscing or telling a story about a pleasant event. Tapes are
often recorded in “present tense” (as if the person is in the room talking to the elder).
Multisensory stimulation (Snoezelen): Specially designed rooms that contain a variety of
sensory input (lights, colors, sounds, textures) may reduce agitation. The “Snoezelen”
environment was developed by Dutch therapists, combines two verbs, “snuffelen” (to seek out or
explore) and “doezelen” (to relax), which are primary concepts of the approach.
Simple Pleasures: This is a group of sensorimotor interventions that may be alternatively used to
reduce agitation, boredom, or passivity. All can be made by volunteers and instructions are
online for free. Examples include sensory wall-hangings, look-inside purses and tackle boxes,
hand muffs, wave machines, and picture dominos. Details about these interventions can be found
at the following website:
http://www.health.ny.gov/diseases/conditions/dementia/edge/interventions/simple/index.htm
Pet therapy: Animal assisted therapy includes both pet “visitors” (those who visit but do not live
with the person), resident pets (those that live in the residence), and trained animals who are part
of specialized therapy programs.
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Individualized activity/social interaction: Small group and one-to-one interactions are structured
to engage individuals in meaningful/enjoyable activities, and promote positive social exchanges.
Topics, themes, and/or simple activities are based on personal history, leisure interests, and
strengths/limitations of the individual or group members. Interacting around cooking, gardening,
games, artistic expression like painting, or reminiscence of positive events engages the person
and reduces problem behaviors.
Validation therapy: Responding to false beliefs, such as wanting to go home or see a parent who
is dead, without challenging or correcting the person is often important to high quality care.
Validation is sometimes called “therapeutic lying” since caregivers allow the person to continue
living their reality instead of correcting them.
Physical/outdoor activities: Some individuals benefit from having structured exercise, like an
“Early Morning Walking Club” that burns energy in a beneficial way and reduces the risk of
agitated or restless behavior later on. Chair exercises, Tai Chi, tetherball and other programs may
also be useful in reducing the risk of agitation. Access to secure outdoor areas may also be
useful, as outlined under the “Wandering, Restlessness, Boredom” section.
Resistiveness to Care
Older adults who are labeled as “aggressive” are often “resisting” care. The person may push,
grab, or strike out as the caregiver attempts to provide care. Pushing, grabbing, pulling away or
even striking are similar to saying “Stop that! Leave me alone! Don’t touch me there! I don’t
want to do this! I don’t like that!” However, language loss in dementia may keep the person from
telling caregivers, in words, that they are uncomfortable and/or unwilling to cooperate. Instead,
caregivers must “listen” to the behavior to understand what the problem may be.
Slow down, communicate clearly, cue: Being in a hurry and forgetting to talk with the person
about cares being provided can be a trigger to problem behaviors. Slowing down, making eye
contact, and explaining step-by-step often helps. Encourage the person to do as much as she/he
can by providing cues and limited assistance.
Adjust routines to fit long-standing habits: Resistance to bathing, mealtimes, and other
“scheduled” events may be avoided by using long-standing routines. Instead of “forcing” the
person to fit into facility routines, plan care around patterns that are familiar to the person.
Give analgesics to promote comfort: Joint disease is common in later life and cause pain during
movements that are part of personal cares (dressing, grooming, bathing, toileting). Giving “as
needed” (prn) pain medicine before cares are provided may reduce discomfort and the problem
behaviors that can be triggered by pain.
Use alternative approaches during bathing: Bathing introduces a number of “threats” that the
person with dementia may “resist.” Both physical (cold, pain on movement, water in face) and
psychological (embarrassed by nudity, frightened by spraying water) discomforts contribute.
Adjust the bathroom décor to more inviting, homelike and comfortable. Effective comfort
include room and water temperature, soft covers when not being washed, and distractions such
pleasant aromas, preferred music, having a snack and singing with the person.
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Wandering, Restlessness, Boredom
Wandering is sometimes defined as “pointless” walking. However, the behavior often has a point
– to reduce boredom, increase exercise, or attempt to return to a familiar place. Understanding
the underlying cause is essential to reducing the behavior. Distraction from walking (or exitseeking) and engagement in meaningful activities are key approaches.
Rest stations in pacing path: Attractive, specially designed “Rest stations” break up long
hallways or other spaces that tend to attract individuals who pace. Theme-based pictures, aromas,
music, and furniture may distract those who pace to sit down and engage with the environment.
For example, a nature scene may include wall murals of forests, valleys or vistas; artificial plants
or trees; tape-recorded nature sounds; aroma-diffuser with pine scent; and an inviting bench or
comfortable chairs.
Adapt the physical environment: Exit-seeking may be motivated by boredom or curiosity
(nothing else to do; where does this door lead?) as an attempt to leave. Colors, textures, murals,
and wall-hangings may be used to disguise exits and redirect individuals with dementia to other
activities.
Physical/outdoor activities: Pacing and wandering that is motivated by a need for exercise may
be diverted by offering scheduled physical activities, such as walking groups and exercise
programs. Outdoor activity needs (signaled by exit-seeking) may be met by wheelchair biking or
protected “wandering areas” such as courtyards or other outdoor areas that are secure and easily
accessed.
Individualized activity/social interaction: As described earlier, enjoyable activities that are
personalized to individualized needs may reduce boredom and restlessness that triggers
wandering.
Simple Pleasures: As described earlier, a group of multi-sensory activities called “Simple
Pleasures” may be used to engage those with dementia and thus reduce behaviors like pacing and
wandering.
Disruptive Vocalization
Problematic vocalizations may include repetitive words or phrases, cursing or name-calling, or
other use of language that is socially disruptive. Treat the person vocalizing as being distressed
and possibly “communicating” unmet needs. WHAT is being said, WHERE, and WHEN? What
meaning might that have? Distraction and engagement are key interventions to reduce
vocalizations.
Recheck physical comfort, vision, hearing: Vocalization may be triggered by one or more
unmet need or misinterpretation of the environment. Assuring appropriate sensory input (e.g.,
putting on glasses, hearing aid) and comfort (e.g., incontinence, pain, meaningful
activity/socialization) is often key.
Individualized music: As described earlier, personally enjoyed and preferred music may distract
and soothe the person, thus reducing vocalizations.
Nature sounds: Nature sounds (babbling brook, ocean waves) may also reduce verbal agitation.
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Individualized activity/social interaction: Individualized time with the vocalizing person may
distract and help redirect. Walking, doing an activity, looking at pictures, or talking about a
favorite topic may be scheduled at “high risk” times and implemented with the assistance of
family and volunteers.
Presence therapy: As described earlier, simulated presence using audio and video tapes may
distract and engage the person, thus reducing repetitive calling out or other disruptive
vocalizations.
Apathetic/Withdrawn
Individuals with dementia may become apathetic and socially withdraw. Their indifference and
lack of caring is usually not challenging for caregivers. However, social isolation and loss of
quality of life are common consequences. Stimulating activities that “liven up,” interest, and
engage apathetic persons are beneficial. Many of the same approaches that are used to soothe and
distract an agitated or restless person may be modified to engage and stimulate one who is
withdrawn and apathetic. As before, the goal is to tailor the activity to the individual and his/her
needs, strengths, and abilities.
Individualized music: Personally enjoyed and preferred music may engage and stimulate an
apathetic person. Singing and making music with simple instruments such as maracas, flutes, or
tambourines may assist a withdrawn person to engage and interaction with others and their
environment.
Simple Pleasures: As described earlier, a group of multi-sensory activities called “Simple
Pleasures” may be used to engage and stimulate those with dementia and thus reduce apathy.
Individualized activity/social interaction: As described earlier, enjoyable activities that are
personalized to individualized needs may be used to engage and stimulate a person who is
withdrawn and apathetic.
Repetitive Questions, Mannerisms, or Behaviors
Repetitive language and behaviors may easily frustrate caregivers. The individual may repeat
words, phases and questions, such as “Stop! Stop! Stop” or “Can I have some water? Can I have
some water?” Many times the message directs the caregiver to an unmet need (e.g., resisting
care; wanting a drink of water). Repetitive behaviors such as tapping, clapping, and motioning
may similarly signal an unmet need and should be checked. At other times, the needs are met but
the calling out continues. Reassuring and engaging the person is often the next step in reducing
the behavior.
Validation therapy: As described earlier, responding to false beliefs, such as wanting to go home
or see a parent who is dead, without challenging or correcting the person is often important to
high quality care. Validation is sometimes called “therapeutic lying” since caregivers allow the
person to continue living their reality instead of correcting them.
Simple Pleasures: As described earlier, a group of multi-sensory activities called “Simple
Pleasures” may be used to engage those with dementia and thus reduce repetitive behaviors.
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Individualized activities/social interactions: As described earlier, using enjoyable activities that
are personalized to individualized needs may reduce boredom that triggers repetitive behaviors.
Cues, prompts, calendars: In some cases, repetitive questions may be addressed by giving the
person a written “cue” or response to the question. If the person is unable to independently check
the answer, the caregiver may prompt the person to “look at the calendar” [cue] which may be
less frustrating than repeating the answer.
Depression and Anxiety
Depression and anxiety are common psychiatric conditions among persons with dementia. In
many cases, depression may cause the person to appear more disabled then he/she really is.
Depression symptoms include sadness and crying, as well as loss of interest in usual activities,
fatigue/loss of energy, impaired concentration, and sleep disturbance, among other behaviors.
The “excess disability” caused by depression may be reduced by using antidepressant
medications and activities, although evidence does not strongly support antidepressant
medications as effective for depression in people with dementia. Anxiety may accompany
depression or exist alone, and includes being nervous, worried, frightened, irritable, or tense for
no apparent reason, and a range of other physical and psychological symptoms. Both anxiety and
depression may be treated using “antidepressant activities” that engage the person in positive
ways.
Physical exercise: Considerable evidence supports the use of physical exercise to reduce anxiety
and depression symptoms. Exercise options should be adapted to the capabilities of the person
with dementia, such as walking, riding a stationary bicycle, dancing, exercise, or moving to
music. Scheduled physical activity produces optimal outcomes.
Pleasant activities: Identifying and scheduling enjoyable activities has many antidepressant
effects and may also be useful to reduce anxiety and worry. Pleasant activities should be
personalized to the individuals interests and history; completed independently, one-to-one or in a
small group (large group activities are not as effective); and scheduled several times per week.
This is also called “behavioral activation” in the psychology literature.
Cognitive stimulation therapy: Activities that stimulate thinking (cognition) are done in small
groups and may include use of orienting information (e.g., “reality orientation board,” personal
names, name of group), information processing activities (e.g., “faces” activity that asks “Who
look the youngest?”), and reminiscence about factual information. Some studies report reduced
anxiety and depression with this therapy.
Wheelchair Biking: Specially constructed “duet bicycles” allow older adults to ride in a
wheelchair that is attached on the front of the “rear” portion of a bike (i.e.., all mechanisms
except the front wheel including steering, peddling, and the rear wheel). Rides are associated
with lower levels of depression.
In summary, daily care providers have many opportunities to adjust their approaches to care and
to adapt the environment to better fit the unmet needs of the person with dementia. Knowing the
person well, including lifelong habits, interests, and daily living patterns, is essential to the
development of individualized interventions. Family involvement in care, when feasible, may

Marianne Smith, PhD, RN

136

guide personalized approaches to daily living in congregate settings. A diverse array of non-drug
interventions may be tailored to meet the individualized needs of persons with dementia, and
often overlap in terms of purpose. For example, music interventions may be stimulating for those
who are apathetic and withdrawn, or soothing to a person who is agitated, depending on how the
intervention is applied. In light of staff turnover rates, strategies to assure ongoing training
related to dementia care approaches and interventions are essential to maintaining quality of care
for older adults with dementia. Finally, monitoring outcomes using behavioral rating scales to
quantify the type, frequency, intensity, and duration, of behavioral problems, as well as the level
of distress to the person and others, is critical to developing enduring solutions.
FGED
Step 3. Monitor Outcomes and Adjust Course as Needed
The third step in evaluating behavioral problems relies on monitoring and documenting
outcomes associated with adjustments that have been made to caregiver approaches, adaptations
to the environment or daily routine, and addition of individualized non-drug interventions.
Resolution of behavior problems relies on identifying specific and measurable outcomes that are
realistic and achievable. These outcomes include, but are not limited to, the type, frequency,
intensity and duration of problem behaviors, and the level of distress to the person and others in
the environment. Other outcomes may be related to health quality, such as nutrition, hydration,
exercise, socialization, and engagement in meaningful activities that are a deterrent to the
development of problem behaviors.
Once a plan is developed and outcomes are identified, the next step is to assure that
individualized interventions and approaches are implemented as planned in daily care. Clear
communication and team work among interdisciplinary team members (e.g., nurses, nursing
assistants, social work, activity personnel, dietary, housekeeping, other ancillary staff, pharmacy,
primary care providers) is needed to assure that approaches are understood and used consistently
(e.g., “dose” is sufficient). Team members who spend the most time in daily contact with the
person are in the best position to intervene effectively, and to recognize new problems or issues.
Their success relies on having a working knowledge of the care approaches, and their comfort
level in implementing the strategies. Staff training, both in large group formats and on-the-job
through role modeling and “buddy systems” (pairing more experienced staff with less
experienced ones), is needed to assure their full understanding and cooperation.
An important final consideration is that the intervention may work partially, but not fully. For
example, an approach or intervention may work at a certain time of day, but not consistently
throughout the day. Team members’ discussions of factors that influence outcomes, and possible
alternatives and adjustments to the plan, are often needed to promote optimal outcomes. As
before, family input and assistance may help guide the development of individualized
approaches. Antipsychotic medication interventions should be used only when problem
behaviors or psychosis are persistent and severe, and meet criteria for use. Use the Antipsychotic
Prescribing Guide that is part of this program to facilitate decisions related to antipsychotic use.
Further details are available in the Antipsychotic Use in Dementia evidence-based review.
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Annotated Bibliography: Non-Drug Interventions in Dementia
The following references were used to develop the Algorithm for Treating Behavioral and
Psychological Symptoms of Dementia (aka Problem Behaviors). The list is not comprehensive, but
reflects widely used guidelines, books, papers, and systematic reviews of literature related to non-drug
interventions and approaches to care. Considerable variability exists in the literature related to the
evidence base for non-drug interventions. Papers that both support and negate interventions are included.
An important theme is that non-drug studies often have small sample sizes (due to funding constraints)
and result in insufficient power to detect change. Research articles and reviews were not purposefully
omitted. Instead, the aim was to provide a sample of key articles that contributed to and support the
algorithm. Readers are urged to conduct their own reviews to best assure accuracy of information related
to topics of interest. The abstracts are from the original publication when available, and short summaries
are provided when an abstract was not included with the publication.
Algase, D., Beck, C., et al. (1996). Need-driven dementia-compromised behavior: An alternative view of
disruptive behavior. American Journal of Alzheimer's Disease, 11(2), 10-19.
This article describes the development of a dementia model in which two categories of factors,
background/individual and proximal/environmental, interact to cause problem behaviors.
Background/individual factors include neurological, cognitive, health-related (e.g., physical abilities) and
psychosocial (e.g., long-standing personality, habits/lifestyle) factors that are relatively stable.
Proximal/environmental factors include unmet physical and psychological needs, and factors in the social
and physical environment that tend to fluctuate and may be the target of care.
Altus, D. E., Engelman, K. K., et al. (2002). Finding a practical method to increase engagement of
residents on a dementia care unit. American Journal of Alzheimer's Disease & Other Dementias,
17(4), 245-248.
Explored whether a simple, inexpensive recording and feedback procedure for staff, without additional
training, would be sufficient to increase resident engagement in daily activities. Participants were 6
residents in a locked dementia care unit of an assisted living facility (aged 61-89 yrs) and 2 certified
nursing assistants. The assistants were asked to complete a daily activity record on which they recorded
the amount and quality of resident engagement. The facility's activity director was asked to read these
activity records each day and give immediate, positive feedback to the nursing assistants. This procedure
was evaluated by using a control series design. Results revealed baseline engagement observations with a
mean of 11 percent, which increased to a mean of 44 percent during observations under treatment
conditions. This study suggests that simple, inexpensive changes in institutional practices can make
meaningful improvements in the level of engagement of residents with dementia.
Ayalon, L., Gum, A. M., et al. (2006). Effectiveness of nonpharmacological interventions for the
management of meuropsychiatric symptoms in patients with dementia: A systematic review.
Archives of Internal Medicine, 166(20), 2182-2188.
Background: Recent reports documenting limited evidence supporting the use of pharmacological
interventions for neuropsychiatric symptoms (NPS) and increased risk of death, the black box warnings
against the use of atypical antipsychotic drugs in older adults, and Omnibus Budget Reconciliation Act
regulations suggest the need to evaluate the usefulness of nonpharmacological interventions in the
management of NPS of dementia. Methods: To determine the evidence base of nonpharmacological
interventions for the management of NPS in patients with dementia, we reviewed MEDLINE, PsycINFO,
the Cochrane library, and relevant bibliographies published from January 1966 to December 2005, using
the American Psychological Association Guidelines. Results: Three randomized controlled trials (RCTs)
and 6 single-case designs (SCDs; N of 1 trials) met inclusion criteria. Under unmet needs interventions, 1
SCD found a moderate reduction in problem behaviors. Under behavioral interventions, based on
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observational data, all 4 SCDs reported a relative reduction of 50% to 100% in neuropsychiatric
symptoms. Under caregiving interventions, there were 3 RCTs. At the 6-month follow-up, 1 RCT found a
reduction in 4 neuropsychiatric symptom subscales: ideation disturbance score (0.3 vs 0.5; range, 0-8; P =
.005); irritability score (18.8 vs 23.0; range, 8-38; P = .008); verbal agitation, as measured by mean
frequency of 20-minute outbursts (0.5 vs 0.8; P = .005); and physical aggression score (11.4 vs 12.9;
range, 6-42; P<.001). Another RCT found a significant improvement in frequency (2.3 vs 3.1; range, 0-4;
P<.001) and severity (2.2 vs 2.8; range, 0-4; P<.001) of target behaviors associated with the intervention
arm. The third RCT found no effect. Under bright light therapy, 1 SCD found short-term improvements
on the Agitated Behavior Rating Scale (9.7 vs 19.9; P<.001). Conclusions: The cumulative research to
date on the impact of nonpharmacologic interventions for NPS among patients with dementia indicates
that interventions that address behavioral issues and unmet needs and that include caregivers or bright
light therapy may be efficacious. More high-quality research is necessary to confirm these findings.
Ballard, C. G., Gauthier, S., et al. (2009). Management of agitation and aggression associated with
Alzheimer disease. Nature Reviews Neurology, 5(5), 245-255.
Agitation and aggression are frequently occurring and distressing behavioral and psychological symptoms
of dementia (BPSD). These symptoms are disturbing for individuals with Alzheimer disease, commonly
confer risk to the patient and others, and present a major management challenge for clinicians. The most
widely prescribed pharmacological treatments for these symptoms-atypical antipsychotics-have a modest
but significant beneficial effect in the short-term treatment (over 6-12 weeks) of aggression but limited
benefits in longer term therapy. Benefits are less well established for other symptoms of agitation. In
addition, concerns are growing over the potential for serious adverse outcomes with these treatments,
including stroke and death. A detailed consideration of other pharmacological and nonpharmacological
approaches to agitation and aggression in patients with Alzheimer disease is, therefore, imperative. This
article reviews the increasing evidence in support of psychological interventions or alternative therapies
(such as aromatherapy) as a first-line management strategy for agitation, as well as the potential
pharmacological alternatives to atypical antipsychotics-preliminary evidence for memantine,
carbamazepine, and citalopram is encouraging.
Ballard, C. & Corbett, A. (2010). Management of neuropsychiatric symptoms in people with dementia.
CNS Drugs, 24(9), 729-739.
Neuropsychiatric symptoms are frequent and troublesome in people with dementia and present a major
treatment challenge for clinicians. Most good practice guidelines suggest non-pharmacological treatments
as the first-line therapy and there is emerging evidence, including randomized controlled trials, that a
variety of psychological and training interventions, including social interaction and person-centered care
training, are effective. There is evidence from meta-analyses that some atypical antipsychotic drugs,
specifically risperidone and aripiprazole, confer benefit in the treatment of aggression in people with
Alzheimer's disease over a period of up to 12 weeks. However, these benefits have to be considered in the
context of significant adverse events, including extrapyramidal symptoms, accelerated cognitive decline,
stroke and death. In addition, the limited evidence available does not indicate ongoing treatment benefits
over longer periods of therapy. The evidence is limited for other pharmacological treatment approaches,
but the best evidence is probably for carbamazepine, memantine and citalopram. There is very limited
evidence for any therapies in non-Alzheimer dementias. In conclusion, it is important in most situations to
limit the use of antipsychotic medication to short-term treatment (up to 12 weeks) of severe
neuropsychiatric symptoms to limit harm. Non-pharmacological therapies offer a viable and effective
alternative in many situations. Adequately powered randomized controlled trials for the treatment of
clinically significant agitation are urgently needed to explore alternative pharmacological therapies.
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Ballard, C., Corbett, A., et al. (2009). Management of agitation and aggression associated with
Alzheimer's disease: controversies and possible solutions. Current Opinion in Psychiatry, 22(6),
532-540.
PURPOSE OF REVIEW: Behavioral and psychological symptoms of dementia (BPSD) are frequent
among people with Alzheimer's disease and other dementias, commonly confer risk to the person and
others, and present a significant management challenge for clinicians. The purpose of this review is to
describe the current state of knowledge regarding management of BPSD, with a particular focus on
agitation. RECENT FINDINGS: There is increasing evidence to support the value of simple
psychological interventions and staff-training programs as a first-line management strategy for agitation
prior to pharmacotherapy. The most widely prescribed pharmacological treatments - atypical
antipsychotics - have a modest but significant beneficial effect in the short-term treatment of aggression
(over 6-12 weeks), but limited benefits in longer term therapy. In addition, there have been increasing
concerns regarding the potential for serious adverse outcomes, including stroke and death. The potential
pharmacological alternatives to atypical antipsychotics with the most encouraging preliminary evidence
include memantine, carbamazepine and citalopram. SUMMARY: Large prospective, randomized,
placebo-controlled trials are needed to establish the role of agents other than neuroleptics as clinical
therapies for the treatment of BPSD and studies are urgently needed to evaluate BPSD treatments in nonAlzheimer dementias.
Bolger, J. P., Carpenter, B. D., et al. (1994). Behavior and affect in Alzheimer's disease. Clinics in
Geriatric Medicine, 10(2), 315-337.
The behavioral symptoms associated with AD are a critical aspect of the disease. They provide an
additional avenue not only for understanding AD but for implementing interventions. The nature of
behavioral disorders in AD is complicated by a number of factors that interact and contribute to the
development of problematic behavior. It is difficult to determine whether the behavior is the result of
neurodegeneration, cognitive dysfunction, previous experiences, current stressors, independently
coexisting psychopathology, or a combination of these factors. In any case, behavioral disturbances need
to be more clearly defined and objectively measured. To understand and treat behavioral disturbances in
AD, all biopsychosocial factors must be examined simultaneously. Currently, there is little that can be
done to treat the cognitive components of AD. Consequently, our most successful and beneficial
interventions may focus on the remediable behavioral manifestations of the disease. The most valuable
treatment approach for patients with AD and their caregivers interweaves medications, psychosocial
services, environmental strategies, and caregiver education.
Buettner, L. L. (1999). Simple Pleasures: a multilevel sensorimotor intervention for nursing home
residents with dementia. American Journal of Alzheimer's Disease, 14(1), 41-52.
The Simple Pleasures research team investigated the effects of 30 handmade recreational items on the
behavior of nursing home residents with dementia. The impact on family visits, staff knowledge, and
volunteer involvement also was examined during the course of this study. Twenty-three items were found
therapeutically valuable and acceptable for nursing home use. Family visits, use of recreational items, and
satisfaction with visits significantly improved during the intervention. Residents were significantly less
agitated at one nursing home and slightly less agitated at the other nursing home. More than 540
volunteers of all ages were trained and made Simple Pleasures recreational items during this project.
Simple Pleasures Intervention Retrieved May 25, 2008, from
http://www.health.state.ny.us/diseases/conditions/dementia/edge/interventions/simple/index.htm.
Buettner, L. & Fitzsimmons, S. (2009). N.E.S.T. Approach: Dementia Practice Guidelines for Disturbing
Behavior. State College, PA: Venture Publishing, Inc.
This book offers detailed description of a wide variety of leisure and recreational therapy interventions
that have been developed and tested with persons with dementia. The NEST model addresses and
combines Needs, Environmental issues, Stimulation levels, and Techniques used by caregivers.
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Buettner, L. L. & Fitzsimmons, S. (2002). Adventure program: therapeutic biking for the treatment of
depression in long-term care residents with dementia. American Journal of Alzheimer's Disease
& Other Dementias, 17(2), 121-127.
This project tested an innovative intervention in a controlled clinical investigation of a
nonpharmacological treatment of depression in long-term care residents with dementia. This treatment
utilized a wheelchair bicycle in a recreation therapy protocol, which combined small group activity
therapy and one-to-one bike rides with a staff member. Depression levels were significantly reduced in
the 2-week portion of the study with levels maintained in the 10-week maintenance period. Improvements
were also found in sleep and levels of activity engagement.
Camberg, L., Woods, P. et al. (1999). Evaluation of Simulated Presence: a personalized approach to
enhance well-being in persons with Alzheimer's disease. Journal of the American Geriatrics
Society, 47(4), 446-452.
OBJECTIVE: To evaluate the efficacy of Simulated Presence, a personalized approach to enhance wellbeing among nursing home residents with Alzheimer's disease and related dementia's (ADRD). DESIGN:
Latin-Square, double blinded, 3-factor design with restrictive randomization of three treatments (the study
intervention, a placebo audio tape of a person reading the newspaper, and usual care). The three factors
were treatment, time, and facility type. SETTING: Nine nursing homes in Eastern Massachusetts and
Southern New Hampshire. PARTICIPANTS: Fifty-four subjects with documented ADRD who were aged
50 years or older, medically stable, had resided in their current nursing home for at least 3 months, and
who had no planned discharge. All subjects had a history of agitated or withdrawn behaviors.
INTERVENTION: The purpose of Simulated Presence is to provide a personalized intervention for
persons with moderate to severe cognitive impairment. Through a unique testing process, some of the best
loved memories of the ADRD person's lifetime are identified and then those memories are introduced to
the patient in the format of a telephone conversation using a continuous play audio tape system. The
intervention may be used for extended periods of time because each repetition is viewed as a fresh, live
telephone call as a result of the short-term memory deficit of the person with ADRD.
MEASUREMENTS: Direct observations of outcomes included using a newly developed scale, the Scale
for the Observation of Agitation in Persons with Dementia, an agitation visual analog scale, the Positive
Affect Rating Scale (mood and "interest"), a withdrawal visual analog scale, and facial diagrams of mood.
Reported measures included daily staff observation logs of responses to interventions offered, and weekly
staff surveys using the short-form Cohen-Mansfield Agitation Inventory and the Multidimensional
Observation Scale for Elderly Subjects (mood and "interest"). Severity of dementia was assessed by the
Mini-Mental State Exam, the Test for Severe Impairment, the Bedford Alzheimer's Nursing Scale, and the
ADL Self-Performance Scale. RESULTS: Chi-square analysis of direct observations, using facial
diagrams, revealed that Simulated Presence was equivalent to usual care (P = .141) and superior to
placebo for producing a happy facial expression (P = .001). A positive effect was also documented in
nursing staff observation logs using Analysis of Variance techniques (ANOVA) for subjects during
Simulated Presence phases compared with the placebo phases (P < .001) and usual care phases (P < .001).
According to ANOVA analyses of "interest" from weekly surveys, Simulated Presence was superior to
both usual care (P = .001) and placebo (P = .008). We were unable to find evidence of significant
differences (P < .05) among interventions for other direct observations and weekly reports of overall
agitation or mood aspects of withdrawal. Subjects accepted the intervention most of the time, except for
five subjects who refused it more than 50% of the time. CONCLUSION: This study provided evidence
that Simulated Presence can be effective in enhancing well-being and decreasing problem behaviors in the
nursing home setting as a substitute for or complement to usual care.
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Callahan, C. M., Boustani, M. A., et al. (2006). Effectiveness of collaborative care for older adults with
Alzheimer disease in primary care: a randomized controlled trial. JAMA, 295(18), 2148-2157.
CONTEXT: Most older adults with dementia will be cared for by primary care physicians, but the
primary care practice environment presents important challenges to providing quality care. OBJECTIVE:
To test the effectiveness of a collaborative care model to improve the quality of care for patients with
Alzheimer disease. DESIGN, SETTING, AND PATIENTS: Controlled clinical trial of 153 older adults
with Alzheimer disease and their caregivers who were randomized by physician to receive collaborative
care management (n = 84) or augmented usual care (n = 69) at primary care practices within 2 US
university-affiliated health care systems from January 2002 through August 2004. Eligible patients
(identified via screening or medical record) met diagnostic criteria for Alzheimer disease and had a selfidentified caregiver. INTERVENTION: Intervention patients received 1 year of care management by an
interdisciplinary team led by an advanced practice nurse working with the patient's family caregiver and
integrated within primary care. The team used standard protocols to initiate treatment and identify,
monitor, and treat behavioral and psychological symptoms of dementia, stressing nonpharmacological
management. MAIN OUTCOME MEASURES: Neuropsychiatric Inventory (NPI) administered at
baseline and at 6, 12, and 18 months. Secondary outcomes included the Cornell Scale for Depression in
Dementia (CSDD), cognition, activities of daily living, resource use, and caregiver's depression severity.
RESULTS: Initiated by caregivers' reports, 89% of intervention patients triggered at least 1 protocol for
behavioral and psychological symptoms of dementia with a mean of 4 per patient from a total of 8
possible protocols. Intervention patients were more likely to receive cholinesterase inhibitors (79.8% vs
55.1%; P = .002) and antidepressants (45.2% vs 27.5%; P = .03). Intervention patients had significantly
fewer behavioral and psychological symptoms of dementia as measured by the total NPI score at 12
months (mean difference, -5.6; P = .01) and at 18 months (mean difference, -5.4; P = .01). Intervention
caregivers also reported significant improvements in distress as measured by the caregiver NPI at 12
months; at 18 months, caregivers showed improvement in depression as measured by the Patient Health
Questionnaire-9. No group differences were found on the CSDD, cognition, activities of daily living, or
on rates of hospitalization, nursing home placement, or death. CONCLUSIONS: Collaborative care for
the treatment of Alzheimer disease resulted in significant improvement in the quality of care and in
behavioral and psychological symptoms of dementia among primary care patients and their caregivers.
These improvements were achieved without significantly increasing the use of antipsychotics or sedativehypnotics. TRIAL REGISTRATION: clinicaltrials.gov Identifier: NCT00246896.
Camp, C. J., Cohen-Mansfield, J., et al. (2002). Use of nonpharmacologic interventions among nursing
home residents with dementia. Psychiatric Services, 53(11), 1397-1401.
The authors describe domains of nonpharmacologic interventions for residents with dementia who are
receiving long-term care. Special emphasis is placed on interventions involving the domains of
inappropriate behavior, restraint reduction, and cognition. Illustrations of the salubrious effects of these
interventions are presented. For each domain, a review of the available information about
nonpharmacologic interventions is provided, and areas in which additional information is needed are
discussed. The authors conclude with a summary that emphasizes linkages and similarities among
interventions across domains. The authors' major point is that effective nonpharmacologic interventions
are available for a variety of behavioral problems that are commonly observed in long-term care settings.
Cohen-Mansfield, J. (2001). Nonpharmacologic interventions for inappropriate behaviors in dementia: a
review, summary, and critique. American Journal of Geriatric Psychiatry, 9(4), 361-381.
Inappropriate behaviors are very common in dementia and impose an enormous toll both emotionally and
financially. Three main psychosocial theoretical models have generally been utilized to explain
inappropriate behaviors in dementia: the "unmet needs" model, a behavioral/learning model, and an
environmental vulnerability/reduced stress-threshold model. A literature search yielded 83
nonpharmacological intervention studies, which utilized the following categories of interventions:
sensory, social contact (real or simulated), behavior therapy, staff training, structured activities,
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environmental interventions, medical/nursing care interventions, and combination therapies. The majority
are reported to have a positive, albeit not always significant, impact. Better matching of the available
interventions to patients' needs and capabilities may result in greater benefits to patients and their
caregivers.
Cohen-Mansfield, J. & Mintzer, J. E. (2005). Time for change: the role of nonpharmacological
interventions in treating behavior problems in nursing home residents with dementia. Alzheimer
Disease and Associated Disorders, 19(1), 37-40.
This paper discusses the etiology of behavior problems in dementia and concludes that a substantial
portion of such behaviors arise when care does not appropriately address the underlying causes. The
needs of persons with dementia are frequently unrecognized and not addressed because of a combination
of factors including communication problems, the multidimensional nature of etiologies and needs, the
discounting of the needs of the patient with dementia, an environment that lacks knowledge and
resources, and the improper allocation of resources on the part of policy makers, clinicians, and
caregivers. The paper delineates some of the steps that are needed to move toward a more appropriate
treatment of persons with dementia who manifest behavior problems.
Cohen-Mansfield, J. & Parpura-Gill, A. (2007). Bathing: a framework for intervention focusing on
psychosocial, architectural and human factors considerations. Archives of Gerontology and
Geriatrics, 45(2), 121-135.
The process of bathing is usually pleasurable and relaxing for most persons and, although it serves
hygienic needs, it is often individualized to a person's preferences in order to enhance the pleasurable
experience. In contrast, the bathing process for elderly people suffering from dementia is often a
traumatic experience for both the persons with dementia and their caregivers. Agitated behaviors are
manifested more often during bathing than at other times. Factors influencing the experience of the
bathing process and resulting in agitated behaviors can be categorized into four broad groups: the needs of
the person with dementia, the needs of the caregiver, the physical environment in which bathing takes
place and institutional factors. A number of approaches have been employed to treat agitated behaviors
during bathing; however, a comprehensive approach addressing all of the above factors has not been
developed. This paper presents preliminary findings on the effectiveness of the Treatment Routes for
Exploring Agitation (TREA) approach for non-pharmacological interventions within a larger framework
of human factors, addressing the needs of residents and staff members, environmental factors as well as
human factors analysis to improve the process of bathing. A case study demonstrates the efficacy of this
approach in reducing agitated behaviors during bathing.
Cohen-Mansfield, J., Libin, A., et al. (2007). Nonpharmacological treatment of agitation: a controlled trial
of systematic individualized intervention. Journals of Gerontology: Series A, Biological Sciences
and Medical Sciences, 62(8), 908-916.
OBJECTIVE: The objective of this study was to examine the efficacy of a systematic algorithm for
providing individualized, nonpharmacological interventions for reducing agitated behaviors in nursing
home residents with dementia. METHODS: This placebo-controlled study combined nomothetic and
ideographic methodologies. The study was conducted in 12 nursing home buildings in Maryland; 6 were
used as treatment facilities, and 6 as control facilities. Participants were 167 elderly nursing home
residents with dementia. Interventions were tailored to the individual profiles of agitated participants
using a systematic algorithm that considered type of agitation and unmet needs. Interventions were then
designed to fulfill the need in a manner that matched the person's cognitive, physical, and sensory
abilities, and their lifelong habits and roles. Interventions were provided for 10 days during the 4 hours of
greatest agitation. Direct observations of agitation were recorded by trained research assistants via the
Agitated Behavior Mapping Instrument (ABMI). Evaluation of positive and negative affect was also
based on direct observation and assessed via Lawton's Modified Behavior Stream. Data analysis was
performed via SPSS software. RESULTS: The implementation of personalized, nonpharmacological
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interventions resulted in statistically significant decreases in overall agitation in the intervention group
relative to the control group from baseline to treatment (F(1,164) = 10.22, p =.002). In addition,
implementation of individualized interventions for agitation resulted in statistically significant increases
in pleasure and interest (F(1,164) = 24.22, p <.001; F(1,164) = 20.66, p <.001). CONCLUSIONS: The
findings support the use of individualized nonpharmacological interventions to treat agitation in persons
with dementia and underscore the importance for clinicians of searching for underlying reasons for
agitated behaviors.
Cohen-Mansfield, J., Dakheel-Ali, M., et al. (2009). Engagement in persons with dementia: the concept
and its measurement. American Journal of Geriatric Psychiatry, 17(4), 299-307.
PURPOSE: The aim of this article is to delineate the underlying premises of the concept of engagement in
persons with dementia and present a new theoretical framework of engagement. SETTING/SUBJECTS:
The sample included 193 residents of seven Maryland nursing homes. All participants had a diagnosis of
dementia. METHODOLOGY: The authors describe a model of factors that affect engagement of persons
with dementia. Moreover, the authors present the psychometric qualities of an assessment designed to
capture the dimensions of engagement (Observational Measurement of Engagement). Finally, the authors
detail plans for future research and data analyses that are currently underway. DISCUSSION: This article
lays the foundation for a new theoretical framework concerning the mechanisms of interactions between
persons with cognitive impairment and environmental stimuli. Additionally, the study examines what
factors are associated with interest and negative and positive feelings in engagement.
Davison, T. E., Hudgson, C., et al. (2007). An individualized psychosocial approach for "treatment
resistant" behavioral symptoms of dementia among aged care residents. International
Psychogeriatrics, 19(5), 859-873.
BACKGROUND: Behavioral symptoms of dementia are common among residents in mainstream aged
care settings, and have a substantial impact on residents and professional caregivers. This study evaluated
the impact of individualized psychosocial interventions for behavioral symptoms through a small
preliminary study. METHOD: Interventions were delivered to a patient group of 31 psychogeriatric aged
care residents who presented with behavioral symptoms of dementia that had failed to respond to
pharmacological treatment approaches. Outcome data on severity of behaviors, health service utilization
and staff burden of care were collected. RESULTS: A modest but significant reduction in staff ratings of
the severity of aggressive and verbally agitated behavioral symptoms was found, with an associated
reduction in their perceptions of the burden of caring for these patients. Reduced behavioral disturbance
was associated with a reduction in the requirement for primary care consultations, and all participants
were able to continue to reside in mainstream aged care facilities, despite an increase in the severity of
dementia. CONCLUSIONS: This study supported the use of individualized psychological strategies for
behavioral symptoms at all stages of dementia. Methodological limitations of this preliminary study are
discussed.
Fitzsimmons, S. (2001). Easy rider wheelchair biking. A nursing-recreation therapy clinical trial for the
treatment of depression. Journal of Gerontological Nursing, 27(5), 14-23.
Depression is a common condition among long-term care residents with limited treatment options
available. There are few nonpharmacological interventions available to this population. This study
examined the use of a prescribed, therapeutic recreation-nursing intervention, wheelchair biking, for
treatment of symptoms of depression in older adults in a long-term care setting. A classical experimental
design was used and was guided by the Roy Adaptation Model. Forty residents were pretested for
depression and randomly assigned to two groups. A 2-week trial of biking therapy was provided to the
treatment group. All participants were posttested. Findings indicated there was a statistically significant
improvement in depression scores for the treatment group and no significant change for the control group.
This study contributes to the body of knowledge of nursing regarding options for the treatment of
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depression in older adults, and is an encouraging indicator that psychosocial interventions may be
effective in reducing depression.
Gitlin, L. N., Winter, L., et al. (2009). The Tailored Activity Program to reduce behavioral symptoms in
individuals with dementia: feasibility, acceptability, and replication potential. Gerontologist,
49(3), 428-439.
PURPOSE: The Tailored Activity Program (TAP) is a home-based occupational therapy intervention
shown to reduce behavioral symptoms and caregiver burden in a randomized trial. This article describes
TAP, its assessments, acceptability, and replication potential. DESIGN AND METHODS: TAP involves
8 sessions for a period of 4 months. Interventionists identify preserved capabilities, previous roles, habits,
and interests of individuals with dementia; develop activities customized to individual profiles; and train
families in activity use. Interventionists documented time spent and ease conducting assessments, and
observed receptivity of TAP. For each implemented prescribed activity, caregivers reported the amount of
time their relative spent in activity and perceived benefits. RESULTS: The TAP assessment, a
combination of neuropsychological tests, standardized performance-based observations, and clinical
interviewing, yielded information on capabilities from which to identify and tailor activities. Assessments
were easy to administer, taking an average of two 1-hr sessions. Of 170 prescribed activities, 81.5% were
used, for an average of 4 times for 23 min by families between treatment sessions for a period of months.
Caregivers reported high confidence in using activities, being less upset with behavioral symptoms
(86%), and enhanced skills (93%) and personal control (95%). Interventionists observed enhanced
engagement (100%) and pleasure (98%) in individuals with dementia during sessions. IMPLICATIONS:
TAP offers families knowledge of their relative's capabilities and easy-to-use activities. The program was
well received by caregivers. Prescribed activities appeared to be pleasurable and engaging to individuals
with dementia. TAP merits further evaluation to establish efficacy with larger more diverse populations
and consideration as a nonpharmacological approach to manage behavioral symptoms.
Guaita, A. & Jones, M. (2011). A "prosthetic" approach for individuals with dementia? JAMA, 305(4),
402-403.
This commentary reviews challenges in standard approaches to dementia care and examines Jones’ model
of using a "prosthetic" approach. As noted in the article, "The prosthetic model for dementia identifies
deficits in function in the patient and builds a 'prosthesis of care' for each individual that is intended to
compensate for the lost function(s). The main goal of the prosthesis is not to regain cognition or function,
but to deal with the well-being of the person, to achieve the best status in absence of distress and pain. To
potentially help brain function, a complex prosthesis is needed, made up of 3 basic elements: the
individuals with whom the person with dementia interacts, the physical space in which the person lives,
and the programs and activities in which the person engages." (p.402) This model is also discussed by
Hall & Buckwalter (1987).
Hall, G. R. & Buckwalter, K. C. (1987). Progressively lowered stress threshold: A conceptual model for
care of adults with Alzheimer's disease. Archives of Psychiatric Nursing, 1(6), 399-406.
This article describes a model of dementia care that is grounded in Lawton’s theory of environmental
press. The model suggests that problem behaviors are the result of stress that the person with dementia is
unable to interpret and manage. Sources of stress include: fatigue; multiple competing stimuli such as
noise, confusion, or too many people in the environment; unmet physical or psychological needs; changes
in the environment, routine or caregivers; demands that exceed abilities; and negative and restrictive
feedback (e.g., correcting the person when the are unable to recall accurate information such as where
they live or daily routines). The model advocates for adjusting routines and approaches to keep stress at a
manageable level throughout the day and acting like a "prosthetic device" to support cognitive losses will
reduce the risk of problem behaviors. Six basic approaches are recommended: 1) Maximize safe function
by supporting losses in a prosthetic manner; 2) Provide unconditional positive regard; 3) Use anxiety and
avoidance to gauge activity; 4) "Listen" to the person with dementia (what does the behavior "tell you"?);
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5) Modify the environment to support losses and enhance safety; and 6) Encourage caregivers to
participate in ongoing education, support, self-care, and problem-solving.
Kolanowski, A. & Buettner, L. (2008). Prescribing activities that engage passive residents. An innovative
method. Journal of Gerontological Nursing, 34(1), 13-18.
Individuals with dementia are often passive, which places them at risk for further cognitive and functional
decline. Recreational activities have been used in research to reduce passive behaviors, but systematic
reviews of these studies have found modest effect sizes for many activities. In this article, we describe the
further theoretical development of an innovative method for prescribing activities that have a high
likelihood of engaging nursing home residents who are passive and present examples for research
application and clinical practice. This method may increase the effect size of activity interventions and
encourage more widespread adoption of nonpharmacological interventions in practice.
Kolanowski, A., Fick, D., et al. (2010). It's about time: use of nonpharmacological interventions in the
nursing home. Journal of Nursing Scholarship, 42(2), 214-222.
PURPOSE: To provide a stronger evidence base for cultural change in the nursing home, this study
elicited nursing, recreational therapy, and medical staff perceptions of barriers to the implementation of
nonpharmacological interventions for the behavioral and psychological symptoms of dementia (BPSD).
DESIGN: Thirty-five staff members (registered nurses, licensed practical nurses, nurses' aides,
recreational therapists, activity personnel, and medical directors) from six nursing homes located in
Pennsylvania and North Carolina participated in the qualitative study. METHODS: A focus group
methodology was used to capture discussions that were audio-recorded and transcribed verbatim. Data
were analyzed using standard methods of content and thematic analysis. FINDINGS: Four broad themes
were identified: the changing landscape; resident behaviors; reaching out to the person with dementia; and
the educational needs of staff. The concept of time emerged as a key barrier to the use of
nonpharmacological interventions for BPSD. CONCLUSIONS: Successful use of nonpharmacological
interventions requires the right staff with the right education at the right time. The Vulnerability
Framework is a model that helped organize these findings into a meaningful perspective. CLINICAL
RELEVANCE: To effect change in the nursing home, the findings indicate a need for: implementation of
staffing patterns that allow staff the time to make a difference in the care of residents with BPSD;
development of educational programs that promote staff understanding versus control; and design of
research studies that answer questions about the influence of time on the selection of interventions for
BPSD.
Kolanowski, A., Fick, D. M., et al. (2009). Recreational activities to reduce behavioural symptoms in
dementia. Geriatrics & Aging, 12(1), 37-42.
Few clinicians have an educational grounding in the use of nonpharmacological therapies for people with
dementia. In this article, we explore the utility of recreational activities as one nonpharmacological
intervention that has demonstrated effectiveness for reducing the behavioural symptoms of dementia. The
implementation of effective recreational activities involves three components: understanding the evidence
for this approach; acknowledging the need to reduce medications that have the potential to interfere with
activity effectiveness; and individualizing activities so that the maximum benefit from the intervention is
obtained.
Kolanowski, A. M. & Garr, M. (1999). The relation of premorbid factors to aggressive physical behavior
in dementia. Journal of Neuroscience Nursing, 31(5), 278-284.
Aggressive physical behaviour (APB) is common in persons with dementia and often leads to negative
consequences such as use of restraints and staff member burnout. For the past several years, a group of
nurse researchers has collaborated to develop a model that views dementia behaviors as need-driven but
dementia-compromised. The model posits that background variables of the demented person interact with
proximal (or current situational) variables to produce APB. The purpose of this study was to test a part of
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that model by addressing the question: Which premorbid factors predict APB in a sample of 84 demented
institutionalized elders? This was a cross-sectional descriptive study that obtained measures of the
following characteristics of residents: (1) aggressive behavior as assessed by nursing home staff members
using the Ryden Aggression Scale, (2) premorbid personality traits as assessed by a member of the
resident's family using the NEO Five Factor Inventory and (3) history of psychosocial stress as assessed
by a member of the residents' family using the modified Social Readjustment Rating Scale. Of the sample
of 84 residents, 44% exhibited physical aggression. Background factors in the model were not predictive
of aggressive behavior in late-stage dementia, although the relation between premorbid neuroticism and
physical aggression was in the predicted direction.
Kong, E. H., Evans, L. K., et al. (2009). Nonpharmacological intervention for agitation in dementia: a
systematic review and meta-analysis. Aging & Mental Health, 13(4), 512-520.
OBJECTIVE: The purpose of this study was to systematically review the literature regarding the
effectiveness of nonpharmacological interventions for agitation in older adults with dementia.
METHODS: Seven electronic databases (to 2004) were searched, and randomized clinical trials
employing nonpharmacologic interventions for agitation in dementia published in English or Korean were
selected. In addition, the reference lists from relevant review articles and all eligible studies were
searched to identify other trials. Interventions were categorized into seven types: sensory intervention,
social contact, activities, environmental modification, caregiver training, combination therapy, and
behavioral therapy. Studies were abstracted, and data were pooled by intervention category. RESULTS:
Fourteen studies (n = 586) were included. Sensory interventions were statistically significantly effective
in reducing agitation (standardized mean difference: SMD -1.07; 95% confidence interval (CI) -1.76 to 0.38, p = 0.002), while social contact (SMD -0.19; CI -0.71 to 0.33), activities (SMD -0.20; CI -0.71 to
0.31), environmental modification (weighted mean difference: WMD 1.90; CI -2.82 to 6.62), caregiver
training (SMD 0.21; CI -0.15 to 0.57), combination therapy (WMD 1.85; CI -1.78 to 5.48), and
behavioral therapy interventions (SMD -0.27; CI -0.72 to 0.19) were not significantly effective in
reducing agitation. These results were consistent among higher quality studies. CONCLUSION: This
systematic review indicated that among the seven types of nonpharmacological interventions available for
agitation in older adults with dementia, only sensory interventions had efficacy in reducing agitation.
More trials are needed to confirm this finding and future research should use more rigorous methods.
Kverno, K. S., Rabins, P. V., et al. (2008). Prevalence and treatment of neuropsychiatric symptoms in
advanced dementia. Journal of Gerontological Nursing, 34(12), 8-15; quiz 16-17.
Neuropsychiatric symptoms (NPS) are common in dementia, although little is known about their
prevalence and treatment near the end of life. This study used a retrospective review of the medical
records of 123 hospice-eligible nursing home residents with advanced dementia to investigate the
prevalence of NPS and NPS-targeted pharmacological and non-pharmacological treatments. The most
prevalent NPS were agitation or aggression (50.4%), depression (45.5%), and withdrawal/lethargy
(43.1%). Of the 105 (85.4%) residents who exhibited one or more NPS, 90.5% were receiving at least one
NPS-targeted treatment, yet 41.9% received no documented nonpharmacological NPS-targeted care. The
majority of documented nonpharmacological care focused on safety and explanations or instructions
given to residents. Given the high prevalence of comorbidities, associated risks for medication
interactions or serious side effects, and potential low-risk benefits of psychobehavioral care, these
findings raise concerns about how to best increase the provision and documentation of
nonpharmacological care in advanced dementia.
Kverno, K. S., Black, B. S., et al. (2009). Research on treating neuropsychiatric symptoms of advanced
dementia with non-pharmacological strategies, 1998-2008: a systematic literature review.
International Psychogeriatrics, 21(5), 825-843.
BACKGROUND: Advanced dementia is characterized by severe cognitive and functional impairments
that lead to almost total dependency in self-care. Neuropsychiatric symptoms (NPS) are common in

Marianne Smith, PhD, RN

147

advanced dementia, diminishing quality of life and increasing the care burden. The challenge for health
care providers is to find safe and effective treatments. Non-pharmacological interventions offer the
potential for safer alternatives to pharmacotherapy, but little is known about their efficacy. This review
evaluates the published literature on non-pharmacological interventions for treating NPS in advanced
dementia. METHODS: A literature search was undertaken to find non-pharmacological intervention
studies published between 1998 and 2008 that measured NPS outcomes in individuals diagnosed with
advanced dementia. Strict inclusion criteria initially required that all study participants have severe or
very severe dementia, but this range was later broadened to include moderately severe to very severe
stages. RESULTS: Out of 215 intervention studies, 21 (9.8%) specifically focused on treatments for
individuals with moderately severe to very severe dementia. The studies provide limited moderate to high
quality evidence for the use of sensory-focused strategies, including aroma, preferred or live music, and
multi-sensory stimulation. Emotion-oriented approaches, such as simulated presence may be more
effective for individuals with preserved verbal interactive capacity. CONCLUSIONS: Most studies of
interventions for dementia-related NPS have focused on individuals with mild to moderate cognitive
impairment. Individuals with severe cognitive impairment do not necessarily respond to NPS treatments
in the same manner. Future studies should be specifically designed to further explore the stage-specific
efficacy of non-pharmacological therapies for patients with advanced dementia. Areas of particular need
for further research include movement-based therapies, hands-on (touch) therapies, and interventions that
can be provided during personal care routines. Interventions appear to work best when they are tailored to
balance individual arousal patterns.
Livingston, G., Johnston, K., et al. (2005). Systematic Review of Psychological Approaches to the
Management of Neuropsychiatric Symptoms of Dementia. American Journal of Psychiatry,
162(11), 1996-2021.
OBJECTIVE: The authors systematically reviewed the literature on psychological approaches to treating
the neuropsychiatric symptoms of dementia. METHOD: Reports of studies that examined effects of any
therapy derived from a psychological approach that satisfied prespecified criteria were reviewed. Data
were extracted, the quality of each study was rated, and an overall rating was given to each study by using
the Oxford Centre for Evidence-Based Medicine criteria. RESULTS: A total of 1,632 studies were
identified, and 162 satisfied the inclusion criteria for the review. Specific types of psychoeducation for
caregivers about managing neuropsychiatric symptoms were effective treatments whose benefits lasted
for months, but other caregiver interventions were not. Behavioral management techniques that are
centered on individual patients' behavior or on caregiver behavior had similar benefits, as did cognitive
stimulation. Music therapy and Snoezelen, and possibly sensory stimulation, were useful during the
treatment session but had no longer-term effects; interventions that changed the visual environment
looked promising, but more research is needed. CONCLUSIONS: Only behavior management therapies,
specific types of caregiver and residential care staff education, and possibly cognitive stimulation appear
to have lasting effectiveness for the management of dementia-associated neuropsychiatric symptoms.
Lack of evidence regarding other therapies is not evidence of lack of efficacy. Conclusions are limited
because of the paucity of high-quality research (only nine level-1 studies were identified). More highquality investigation is needed.
Lyketsos, C. G., Colenda, C. C., et al. (2006). Position Statement of the American Association for
Geriatric Psychiatry Regarding Principles of Care for Patients With Dementia Resulting From
Alzheimer Disease. American Journal of Geriatric Psychiatry, 14(7), 561-573.
This statement was prepared by a Task Force authorized by the AAGP Board of Directors and was then
adopted by the AAGP Board at its September 14, 2005, meeting. The Task Force consisted of
Constantine Lyketsos (Chair), Christopher Colenda, Cornelia Beck, Karen Blank, Murali Doriaswamy,
Douglas Kalunian, and Kristine Yaffe. Christine deVries, AAGP Executive Director, was instrumental in
its development. POSITION: There exists currently an effective, systematic care/treatment model for
patients with dementia resulting from Alzheimer disease (AD). This consists of a series of therapeutic
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interventions—pharmacologic and nonpharmacologic—targeted at patients with AD and their caregivers.
Although these interventions do not produce a cure of the underlying disease and do not appear to stop its
progression, they have been shown to produce benefits for patients and their caregivers. The aims of this
care model, often referred to as "Dementia Care," are to delay disease progression, delay functional
decline, improve quality of life, support dignity, control symptoms, and provide comfort at all stages of
AD. This evolving model is based on scientific evidence of beneficial outcomes, with acceptable risks,
and is increasingly targeted at an improving pathophysiological understanding of the biology of AD.
Although the evidence is limited, the existing evidence, coupled with clinical experience and common
sense, is adequate to produce a minimal set of care principles. In this context, the American Association
for Geriatric Psychiatry (AAGP) affirms that there now exists a minimal set of care principles for patients
with AD and their caregivers. Consequently, the detection and treatment of AD must now be considered
part of the typical care practices for any physician and other licensed clinicians who interact with patients
with this disease. This document articulates these principles of care.
Mahoney, E. K., Volicer, L., et al. (2000). Resistiveness to care. Management of Challenging Behaviors
in Dementia. E. K. Mahoney, L. Volicer and A. Hurley. Baltimore, MD: Health Professions
Press.
This book provides a clearly written and comprehensive review of common encountered challenging
behaviors in dementia. The contextual framework for understanding behaviors and caregiver strategies to
target symptom management address three main levels: core consequences, secondary symptoms and
peripheral symptoms that are influenced by four areas of direct symptoms management: physical
environment, social environment, medical treatment and caregiving approaches. Throughout the book,
case illustrations are used to illustrate key points related to behaviors and care approaches. Chapter topics
include the following: 1) Dementia and personality, 2) Functional impairment, 3) Mood disorders, 4)
Delusions and hallucinations, 5) Dependence in activities of daily living, 6) Inability to initiate
meaningful activities, 7) Anxiety, 8) Spatial disorientation, 9) Resistiveness to care, 10) Food refusal, 11)
Insomnia, 12) Apathy and agitation, and 13) Elopement and interference with others. This book offers a
wide array of practical suggestions to help daily care providers understand underlying causes of
challenging behaviors and approaches to both reduce the risk of behaviors occurring, as well as methods
to best respond and manage them when they do occur. The practices are based on a combination of
research and clinical practice experiences on the dementia study units at the Edith Nourse Rogers
Veterans Administration Hospital, Bedford, MA.
Margallo-Lana, M., Swann, A., et al. (2001). Prevalence and pharmacological management of
behavioural and psychological symptoms amongst dementia sufferers living in care
environments. International Journal of Geriatric Psychiatry, 16(1), 39-44.
Examined the prevalence of behavioural and psychological symptoms in dementia (BPSD) in care
environments, their relationship with severity of dementia and the pattern of psychotropic medication.
231 elderly residents (39% living in social care facilities and 61% in nursing home care) with a mean age
of 83 yrs were assessed using a range of standardised psychiatric schedules. Additional information about
the residents and medication was obtained from professional carers. Overall 90% of residents had
dementia, 79% of whom had clinically significant BPSD with 58% receiving psychotropic medication.
There was no difference in the prevalence of BPSD between social and nursing care. Depression was
most common in people with mild dementia, while delusions arose most frequently in those with
moderate dementia and aberrant motor behaviour had a high prevalence in people with severe dementia.
The authors conclude that BPSD are common in elderly people with dementia living in care
environments. More rigorous guidelines are needed pertaining to the prescription and monitoring of
medication and the need to disseminate skills regarding psychosocial management approaches to care
staff. (PsycINFO Database Record (c) 2002 APA, all rights reserved).
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Moore, D. H., Algase, D. L., et al. (2009). A framework for managing wandering and preventing
elopement. American Journal of Alzheimer's Disease & Other Dementias, 24(3), 208-219.
PURPOSE OF THE STUDY: A framework aids choice of interventions to manage wandering and
prevent elopement in consideration of associated risks and mobility needs of wanderers. DESIGN AND
METHODS: A literature review, together with research results, published wandering tools, clinical
reports, author clinical experience, and consensus-based judgments was used to build a decision-making
framework. RESULTS: Referencing a published definition of wandering and originating a clinical
description of problematic wandering, authors introduce a framework comprising (1) wandering and
related behaviors; (2) goals of wandering-specific care, (3) interpersonally, technologically, and policymediated wandering interventions, and (4) estimates of relative frequencies of wandering behaviors,
magnitudes of elopement risk, and restrictiveness of strategies. IMPLICATIONS: Safeguarding
wanderers from elopement risk is rendered person-centered and humane when goals of care guide
intervention choice. Despite limitations, a reasoned, systematized approach to wandering management
provides a basis for tailoring a specialized program of care. The need for framework refinement and
related research is emphasized.
Norbergh, K. G., Hellzen, O., et al. (2002). The relationship between organizational climate and the
content of daily life for people with dementia living in a group-dwelling. Journal of Clinical
Nursing, 11(2), 237-246.
1. One factor influencing the outcome of care may be nursing staff's experience of the organizational
work climate. The aim of the study was to investigate how people with dementia spend their time in
group-dwelling units (GD) with either a creative or less creative organizational climate. 2. For the study,
two GD units assessed as having a creative organizational climate and two units assessed as having a less
creative climate were selected. Eighteen residents living in the units assessed as creative and 20 residents
living in the units assessed as less creative participated in the study. 3. For measuring the organizational
climate the Creative Climate Questionnaire was used. Observations of residents' activities were classified
according to the Patient Activity Classification. For measuring residents' functional ability the MultiDimensional Dementia Assessment Scale was used. Their cognitive capacity was measured with the Mini
Mental State Examination. 4. Residents living in the units assessed as having a creative organizational
climate spent 45.2% of the time with nursing staff, while those in the less creative climate spent 25.6% (P
< 0.001). Time spent with fellow residents in the creative climate was 13.9% and in the less creative
climate 31.3% (P < 0.001). There was no significant difference between the units according time spent
with relatives and time spent alone. 5. Since the purpose of GD is to offer care adapted to the abilities and
psychosocial needs of people suffering from dementia, a less creative climate can be a threat to the aims
of GD. In order to maintain these, it is important for managers to be aware of the work climate and its
impact on care for people with dementia.
O'Connor, D. W., Ames, D., et al. (2009). Psychosocial treatments of psychological symptoms in
dementia: a systematic review of reports meeting quality standards. International
Psychogeriatrics, 21(02), 241-251.
Background: This paper provides a systematic review of selected experimental studies of the
effectiveness of psychosocial treatments in reducing psychological symptoms in dementia (e.g., anxiety,
depression, irritability and social withdrawal). Method: English language reports published or in press by
February 2008 were identified by means of database searches and checks of previous reviews. Reports
were appraised with respect to study design, participants' characteristics and reporting details. Because
people with dementia often respond positively to personal contact, studies were included only if control
conditions entailed similar levels of social attention or if one treatment was compared with another.
Results: Only 12 of 48 relevant papers met every specification. Treatments proved more effective in
reducing psychological symptoms than an attention control condition or another treatment in only six of
the 12 selected studies. Interventions with moderate effect sizes included music and recreation therapy.
Conclusions: Some psychosocial interventions appear to have specific therapeutic properties, over and
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above those due to the benefits of participating in a clinical trial. Their effects were generally modest with
an unknown duration of action. This limited efficacy suggests that treatments will work best in specific,
time-limited situations, tailored to individuals' requirements. There is no preferred method to rate
psychological symptoms.
Olazaran, J., Reisberg, B., et al. (2010). Nonpharmacological therapies in Alzheimer's disease: a
systematic review of efficacy. Dementia and Geriatric Cognitive Disorders, 30(2), 161-178.
INTRODUCTION: Nonpharmacological therapies (NPTs) can improve the quality of life (QoL) of
people with Alzheimer's disease (AD) and their carers. The objective of this study was to evaluate the
best evidence on the effects of NPTs in AD and related disorders (ADRD) by performing a systematic
review and meta-analysis of the entire field. METHODS: Existing reviews and major electronic databases
were searched for randomized controlled trials (RCTs). The deadline for study inclusion was September
15, 2008. Intervention categories and outcome domains were predefined by consensus. Two researchers
working together detected 1,313 candidate studies of which 179 RCTs belonging to 26 intervention
categories were selected. Cognitive deterioration had to be documented in all participants, and
degenerative etiology (indicating dementia) had to be present or presumed in at least 80% of the subjects.
Evidence tables, meta-analysis and summaries of results were elaborated by the first author and reviewed
by author subgroups. Methods for rating level of evidence and grading practice recommendations were
adapted from the Oxford Center for Evidence-Based Medicine. RESULTS: Grade A treatment
recommendation was achieved for institutionalization delay (multicomponent interventions for the
caregiver, CG). Grade B recommendation was reached for the person with dementia (PWD) for:
improvement in cognition (cognitive training, cognitive stimulation, multicomponent interventions for the
PWD); activities of daily living (ADL) (ADL training, multicomponent interventions for the PWD);
behavior (cognitive stimulation, multicomponent interventions for the PWD, behavioral interventions,
professional CG training); mood (multicomponent interventions for the PWD); QoL (multicomponent
interventions for PWD and CG) and restraint prevention (professional CG training); for the CG, grade B
was also reached for: CG mood (CG education, CG support, multicomponent interventions for the CG);
CG psychological well-being (cognitive stimulation, multicomponent interventions for the CG); CG QoL
(multicomponent interventions for PWD and CG). CONCLUSION: NPTs emerge as a useful, versatile
and potentially cost-effective approach to improve outcomes and QoL in ADRD for both the PWD and
CG.
Rabins, P. V., Blacker, D., et al. (2007). American Psychiatric Association practice guideline for the
treatment of patients with Alzheimer's disease and other dementias. Second edition. American
Journal of Psychiatry, 164(12 Suppl), 5-56.
This 2nd edition of APA recommendation for treating older adults with dementia addresses several
changes, including the addition of new drugs have become available and additional evidence to further
support recommendations made in the first edition (10 years earlier). Cholinesterase inhibitors approved
by the Food and Drug Administration for the treatment of Alzheimer's disease and memantine are
addressed. In addition, an increasing body of evidence supports the following: use of nonpharmacologic
interventions targeting the patient's emotional well-being; pharmacologic treatment of depression in
patients with Alzheimer's disease; and providing caregivers with education and emotional support
benefits them and the patient. The guideline also reflects increased evidence that all antipsychotic drugs,
both typical and atypical ones, confer an increased mortality risk on people with dementia. For patients
who have neuropsychiatric symptoms, such as agitation, delusion, hallucinations, and aggression, there is
stronger evidence that nondrug treatment should be tried first and that real efforts should be made to limit
the use of antipsychotics in all settings, at home and in the long-term-care setting. The 55-page guidelines
include an executive summary in which recommendations are coded according to 3 levels of degree of
clinical evidence. This section summarizes treatment recommendations for cognitive symptoms,
psychosis, agitation, depression, and sleep disturbances and also discusses psychotherapies, psychiatric
management, treatments for elderly patients, and special issues for long-term care. The section that
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follows this is an extensive guide for developing and implementing a stage-specific treatment plan for the
individual patient. The last section details specific clinical features influencing the treatment plan.
Robinson, L., Hutchings, D., et al. (2006). A systematic literature review of the effectiveness of nonpharmacological interventions to prevent wandering in dementia and evaluation of the ethical
implications and acceptability of their use. Health Technology Assessment, 10(26), iii, ix-108.
OBJECTIVES: To determine the effectiveness and cost-effectiveness of non-pharmacological
interventions (excluding subjective barriers) in the prevention of wandering in people with dementia, in
comparison with usual care, and to evaluate through the review and a qualitative study the acceptability to
stakeholders of such interventions and identify ethical issues associated with their use. DATA
SOURCES: Major electronic databases were searched up until 31 March 2005. Specialists in the field.
REVIEW METHODS: Selected studies were assessed and analysed. The results of two of the efficacy
studies that used similar interventions, designs and outcome measures were pooled in a meta-analysis;
results for other studies which reported standard deviations were presented in a forest plot. Owing to a
lack of cost-effectiveness data, a modelling exercise could not be performed. Four focus groups were
carried out with relevant stakeholders (n = 19) including people with dementia and formal and lay carers
to explore ethical and acceptability issues in greater depth. Transcripts were coded independently by two
reviewers to develop a coding frame. Analysis was via a thematic framework approach. RESULTS: Ten
studies met the inclusion criteria (multi-sensory environment, three; music therapy, one; exercise, one;
special care units, two; aromatherapy, two; behavioural intervention, one). There was no robust evidence
to recommend any non-pharmacological intervention to reduce wandering in dementia. There was some
evidence, albeit of poor quality, for the effectiveness of exercise and multi-sensory environment. There
were no relevant studies to determine the cost-effectiveness of the interventions. Findings from the
narrative review and focus groups on acceptability and ethical issues were comparable. Exercise and
distraction therapies were the most acceptable interventions and raised no ethical concerns. All other
interventions were considered acceptable except for physical restraints, which were considered
unacceptable. Considerable ethical concerns exist with the use of electronic tagging and tracking devices
and physical barriers. Existing literature ignores the perspectives of people with dementia. The small
number of participants with dementia expressed caution regarding the use of unfamiliar technology.
Balancing risk and risk assessment was an important theme for all carers in the management of
wandering. CONCLUSIONS: There is no robust evidence so far to recommend the use of any nonpharmacological intervention to reduce or prevent wandering in people with dementia. High-quality
studies, preferably randomised controlled trials, are needed to determine the clinical and costeffectiveness of non-pharmacological interventions that allow safe wandering and are considered
practically and ethically acceptable by carers and people with dementia. Large-scale, long-term cohort
studies are needed to evaluate the morbidity and mortality associated with wandering in dementia for
people both in the community and in residential care. Such data would inform future long-term costeffectiveness studies.
Salzman, C., Jeste, D. V., et al. (2008). Elderly patients with dementia-related symptoms of severe
agitation and aggression: consensus statement on treatment options, clinical trials methodology,
and policy. Journal of Clinical Psychiatry, 69(6), 889-898.
OBJECTIVE: Atypical antipsychotic drugs have been used off label in clinical practice for treatment of
serious dementia-associated agitation and aggression. Following reports of cerebrovascular adverse
events associated with the use of atypical antipsychotics in elderly patients with dementia, the U.S. Food
and Drug Administration (FDA) issued black box warnings for several atypical antipsychotics titled
"Cerebrovascular Adverse Events, Including Stroke, in Elderly Patients With Dementia." Subsequently,
the FDA initiated a metaanalysis of safety data from 17 registration trials across 6 antipsychotic drugs (5
atypical antipsychotics and haloperidol). In 2005, the FDA issued a black box warning regarding
increased risk of mortality associated with the use of atypical antipsychotic drugs in this patient
population. PARTICIPANTS: Geriatric mental health experts participating in a 2006 consensus
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conference (Bethesda, Md., June 28-29) reviewed evidence on the safety and efficacy of antipsychotics,
as well as nonpharmacologic approaches, in treating dementia-related symptoms of agitation and
aggression. EVIDENCE/CONSENSUS PROCESS: The participants concluded that, while problems in
clinical trial designs may have been one of the contributors to the failure to find a signal of drug efficacy,
the findings related to drug safety should be taken seriously by clinicians in assessing the potential risks
and benefits of treatment in a frail population, and in advising families about treatment. Information
provided to patients and family members should be documented in the patient's chart. Drugs should be
used only when nonpharmacologic approaches have failed to adequately control behavioral disruption.
Participants also agreed that there is a need for an FDA-approved medication for the treatment of severe,
persistent, or recurrent dementia-related symptoms of agitation and aggression (even in the absence of
psychosis) that are unresponsive to nonpharmacologic intervention. CONCLUSIONS: This article
outlines methodological enhancements to better evaluate treatment approaches in future registration trials
and provides an algorithm for improving the treatment of these patients in nursing home and non-nursing
home settings.
Selwood, A., Johnston, K., et al. (2007). Systematic review of the effect of psychological interventions on
family caregivers of people with dementia. Journal of Affective Disorders, 101(1-3), 75-89.
BACKGROUND: Caregivers of people with dementia are at high risk of psychological morbidity and
associated breakdown in care. Many psychologically based interventions have been designed to help
caregivers of people with dementia. More work is needed to identify which, if any, are helpful for such
caregivers. METHOD: We conducted a systematic review of the immediate and long term efficacy of
different types of psychological interventions for the psychological health of caregivers of people with
dementia, using standardized criteria, to assist clinicians in implementing rational, evidence-based
management recommendations. We reviewed studies examining the effects of any therapy derived from a
psychological approach that satisfied pre-specified criteria. Using the Oxford Centre for Evidence-Based
Medicine criteria we rated the quality of each study, extracted data and gave overall ratings to different
types of intervention. RESULTS: We identified 244 references in our search of which 62 met our
inclusion criteria. LIMITATIONS: Our findings are limited by lack of good quality evidence, with only
ten level 1 studies identified. CONCLUSIONS: We found excellent evidence for the efficacy of six or
more sessions of individual behavioral management therapy centered on the care recipient's behavior in
alleviating caregiver symptoms both immediately and for up to 32 months. Teaching caregivers coping
strategies either individually or in a group also appeared effective in improving caregiver psychological
health both immediately and for some months afterwards. Group interventions were less effective than
individual interventions. Education about dementia by itself, group behavioral therapy and supportive
therapy were not effective caregiver interventions.
Siders, C., Nelson, A., et al. (2004). Evidence for implementing nonpharmacological interventions for
wandering. Rehabilitation Nursing, 29(6), 195-206.
Wandering is among the most frequent, problematic, and dangerous comorbid behaviors in dementia or
head injury. To summarize the emerging literature on nonpharmacological interventions used to control
negative consequences of wandering, a systematic review of the literature was performed. The review
included searching multiple electronic databases and hand searches of individual articles. The search
yielded 31 articles that met established criteria. These articles then were classified into six categories:
Subjective barriers, walking/exercise and other activities, specialized environments, behavioral
techniques, music, and alarms. The literature varied widely in terms of theoretical soundness,
methodological rigor, and clarity. The level of evidence supporting these interventions and implications
for future study are discussed.
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Smith, M., Gerdner, L. A., et al. (2004). History, development, and future of the progressively lowered
stress threshold: a conceptual model for dementia care. Journal of the American Geriatrics
Society, 52(10), 1755-1760.
Behavioral symptoms associated with dementia are a major concern for the person who experiences them
and for caregivers who supervise, support, and assist them. The knowledge and skill of formal and
informal caregivers affects the quality of care they can provide and their ability to cope with the
challenges of caregiving. Nurses are in an excellent position to provide training to empower caregivers
with the knowledge and skills necessary to reduce and better manage behaviors. This article reviews
advances in geriatric nursing theory, practice, and research based on the Progressively Lowered Stress
Threshold (PLST) model that are designed to promote more adaptive and functional behavior in older
adults with advancing dementia. For more than 17 years, the model has been used to train caregivers in
homes, adult day programs, nursing homes, and acute care hospitals and has served as the theoretical
basis for in-home and institutional studies. Care planning principles and key elements of interventions
that flow from the model are set forth, and outcomes from numerous research projects using the PLST
model are presented.
Snowden, M., Sato, K., et al. (2003). Assessment and treatment of nursing home residents with
depression or behavioral symptoms associated with dementia: a review of the literature. Journal
of the American Geriatrics Society, 51(9), 1305-1317.
Depression and the behavioral symptoms associated with dementia remain two of the most significant
mental health issues for nursing home residents. The extensive literature on these conditions in nursing
homes was reviewed to provide an expert panel with an evidence base for making recommendations on
the assessment and treatment of these problems. Numerous assessment instruments have been validated
for depression and for behavioral symptoms. The Minimum Data Set, as routinely collected, appears to be
of limited utility as a screening instrument for depression but is useful for assessing some behavioral
symptoms. Laboratory evaluations are often recommended, but no systematic study of the outcomes of
these evaluations could be found. Studies of nonpharmacological interventions out-number those of
pharmacological interventions, and randomized, controlled trials document the efficacy of many
interventions. Antidepressants are effective for major depression, but data for minor depressive
syndromes are limited. Recreational activities are effective for major and minor depression categories.
Neither pharmacological nor nonpharmacological interventions totally eliminate behavioral symptoms,
but both types of interventions decrease the severity of symptoms. In the absence of comparison studies, it
is unclear whether one approach is more effective than another. Despite federal regulations limiting their
use, antipsychotics are effective and remain the most studied medications for treating behavioral
symptoms, whereas benzodiazepines and antidepressants have less support. Structured activities are
effective, but training interventions for behavioral symptoms had limited results. There are sufficient data
to formulate an evidenced-based approach to treatment of depression and behavioral symptoms, but more
research is needed to prioritize treatments.
Vernooij-Dassen, M., Vasse, E., et al. (2010). Psychosocial interventions for dementia patients in longterm care. International Psychogeriatrics, 22(7), 1121-1128.
BACKGROUND: Psychosocial interventions in long-term care have the potential to improve the quality
of care and quality of life of persons with dementia. Our aim is to explore the evidence and consensus on
psychosocial interventions for persons with dementia in long-term care. METHODS: This study
comprises an appraisal of research reviews and of European, U.S. and Canadian dementia guidelines.
RESULTS: Twenty-eight reviews related to long-term care psychosocial interventions were selected.
Behavioral management techniques (such as behavior therapy), cognitive stimulation, and physical
activities (such as walking) were shown positively to affect behavior or physical condition, or to reduce
depression. There are many other promising interventions, but methodological weaknesses did not allow
conclusions to be drawn. The consensus presented in the guidelines emphasized the importance of care
tailored to the needs and capabilities of persons with dementia and consideration of the individual's life
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context. CONCLUSIONS: Long-term care offers the possibility for planned care through individualized
care plans, and consideration of the needs of persons with dementia and the individual life context. While
using recommendations based on evidence and consensus is important to shape future long-term care,
further well-designed research is needed on psychosocial interventions in long-term care to strengthen the
evidence base for such care.
Werezak, L. J. & Morgan, D. G. (2003). Creating a therapeutic psychosocial environment in dementia
care. A preliminary framework. Journal of Gerontological Nursing, 29(12), 18-25.
Research in dementia care during the past few years has focused on identifying and designing therapeutic
physical environments while the psychosocial environment has remained a largely unexplored domain.
More recently, discussions regarding the effect of the social environment on individuals with dementia
have increased in the literature. Nevertheless, the authors suggest the term "social environment" does not
adequately represent the critical psychological and emotional effect social interaction has on individuals
with cognitive impairment. Through an examination of the literature, three conceptual frameworks, and
clinical observations of several special care units (SCUs), the authors suggest that the psychosocial
environment is the most important element of institutional dementia care. A preliminary
conceptualization is offered which identifies the elements necessary to facilitate a supportive psychosocial
environment in long-term care. The potential benefits of implementing such a model include preservation
of personhood, simple recognition of remaining abilities and a decreased focus on disabilities, and
reduction of pharmacologic therapy for disruptive behavior resulting in overall improvement in quality of
life. [References: 37]
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Delirium Assessment and Management
Ryan Carnahan, PharmD, MS, BCPP; Michelle Weckmann, MD, MS; Susan Schultz, MD
Overview
This review describes the rationale and evidence for the “IA‐ADAPT: Improving Antipsychotic
Appropriateness in Dementia Patients” pocket guide on delirium assessment and management.
Delirium, also known as “acute confusion,” is common in older adults with acute medical illnesses.
People with dementia have a much greater risk of delirium because of their pre‐existing cognitive
impairment and sensitivity to stressors such as medical illnesses and medication side effects. About two‐
thirds of delirium cases occur in people with dementia [Inouye 2006]. Estimates of the prevalence of
delirium in hospitalized older adults with dementia have ranged from 22% to 89% [Fick et al. 2002]. The
rates of delirium in people with dementia are not as well characterized in other settings of care (e.g.,
home or nursing home) but can be assumed to be substantial when acute medical illness is present. One
study of delirium in nursing home residents found that approximately 22% had delirium during a one‐
month observation period. Lower baseline cognitive scores were, as expected, associated with a higher
risk of delirium [Culp et al. 2004].
Delirium is a state of acute cognitive impairment caused by a medical problem. In contrast to dementia,
its onset is rapid (hours to days), severity often fluctuates throughout the day, and it is reversible.
Particularly among persons with concurrent dementia, it is possible to have persistent symptoms of
delirium for long period of time, even weeks to months, so in some cases the exact time of onset may be
difficult to determine. Changes in the sleep‐wake cycle are also common, such that a person may be
quiet and subdued or asleep during the day and awake or agitated at night. Though delirium is primarily
characterized by acute cognitive deficits, behavioral and psychiatric manifestations are common.
Delirium may present as hypoactive, where the person appears over‐sedated or subdued and is difficult
to arouse. This is often overlooked or mistaken for depression. It may also present as hyperactive or
agitated, or as some mix of hypoactive and hyperactive characteristics. Delirium is important to consider
as a possible cause of problem behaviors and psychosis in people with dementia, given the high
prevalence of delirium in people with dementia [Fick et al. 2002, Fong et al. 2009].
The current standard criteria for diagnosing delirium in the United States as of the time of this writing
come from the Diagnostic and Statistical Manual of Mental Disorders, 4th edition, text revision (DSM‐IV‐
TR). These are:
1. Disturbance of consciousness (i.e., reduced clarity of awareness of the environment) with
reduced ability to focus, sustain, or shift attention.
2. A change in cognition (such as memory deficit, disorientation, language disturbance) or the
development of a perceptual disturbance that is not better accounted for by a pre‐existing,
established, or evolving dementia.
3. The disturbance develops over a short period of time (usually hours to days) and tends to
fluctuate during the course of the day.
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4. There is evidence from the history, physical examination, or laboratory findings that the
disturbance is caused by the direct physiological consequences of a general medical condition.
Screening for Delirium
Delirium screening tests can be used by people without specific expertise in diagnosing delirium to help
identify patients who may be suffering from delirium. These screening tests are not intended to
diagnose delirium but rather to identify patients who might have delirium. Since delirium is often
undetected, the regular use of screening tests in high‐risk patients is recommended to help overcome
under‐diagnosis [Adamis et al. 2010]. As you might expect, some screening tests are too sensitive and
identify patients as possibly being delirious who do not have delirium and some are not sensitive
enough and miss identifying patients who actually have delirium. In general, patients with hypoactive
delirium are more commonly missed with the screening tools that we currently have. The best screening
tools include some sort of basic cognitive testing.
Our pocket guide provides a delirium screening tool adapted from several sources. The basic criteria
match those of the short version of the Confusion Assessment Method (CAM) [Inouye 2003], which is
included in the Minimum Data Set, version 3.0. The specific assessments for inattention and
disorganized thinking are drawn from the Confusion Assessment Method for the ICU (CAM‐ICU) [Ely et
al. 2001]. These were selected for their ease of administration. More information can be found at the
following website: www.icudelirium.org. There is some evidence that the CAM‐ICU may not be
particularly sensitive in detecting delirium in general medical patients [Neufeld et al. 2011]. Therefore, if
a person passes the tests but still seems more confused than usual, further evaluation may be necessary
to rule out delirium.
A first step in screening for delirium may be to ask a simple question to a caregiver who knows the
person well, “Does this person seem more confused today than usual?” If not, then it may not be
necessary to screen for delirium. If yes, then the person may have delirium and further evaluations
should be performed. This question has been referred to as the Single Question in Delirium, or SQiD. It
performed quite well in identifying or ruling out delirium in patients with cancer when compared to
other screening tests and a psychiatrist interview [Sands et al. 2010].
The second step to screening for delirium is to conduct a brief cognitive assessment. We have
recommended some simple tasks that evaluate sustained attention, since sustained attention often
remains relatively intact in mild to moderate Alzheimer’s dementia but is impaired in delirium. In other
types of dementia such as vascular dementia, attention impairments may be more common in earlier
stages [McGuinness et al. 2010]. Attention may also suffer in later stages of Alzheimer’s disease in the
absence of delirium, making changes more difficult to assess. Thus, these tests are far from perfect in
determining whether deficits are due to delirium or dementia. They are most useful if providers are
aware of the person’s usual capacity to perform these tasks and can determine whether their ability has
changed. When the tests are performed, it is also useful to observe the person’s level of consciousness
and communication patterns to help determine if these have changed from the person’s normal state.
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One simple assessment of attention may involve asking the patient to name the months of the year
and/or days of the week backwards, which may help detect inattention in patients with mild dementia.
For people with moderate dementia, we have recommended asking them to count from 20 to 1
backwards. This is an easier task that many people with moderate dementia should be able to complete
if they are not delirious. In severe dementia the assessment may need to be even simpler, such as
determining whether the person is aware of the examiner or able to follow simple commands that they
are usually able to follow.
Screening Tool
If it is determined that a more thorough screening exam for delirium should be conducted, the CAM‐
based screening tool on the pocket guide can be used. There are four basic domains assessed, which
relate to the DSM‐IV‐TR criteria for delirium. The screen is considered positive for probable delirium if
both of the first two criteria and at least one of the last two criteria are met. In other words, there has to
be evidence of an acute onset and inattention, and either disorganized thinking or an altered level of
consciousness.
1. Acute Onset:
• Is there evidence of an acute change in mental status from the person’s baseline?
o This differentiates delirium from dementia. If the person’s mental status
changed quickly (i.e., they’re more confused than usual), then the answer is yes.
2. Inattention
• Does the person have difficulty focusing attention (i.e., easily distracted or can’t follow
what’s being said)?
o This could be evaluated using the previously discussed sustained attention tests,
or by observation. The evaluator can also do the attention screening
examination described in the pocket guide.
3. Disorganized Thinking
• Is the person’s thinking disorganized or incoherent, as evidenced by rambling or
irrelevant conversation, unclear or illogical flow of ideas, or unpredictable switching
from subject to subject?
o Questions and commands to evaluate this domain are provided in the pocket
guide. Each question counts for one point. The command counts for one point.
Any combined score equal to or less than 4 is positive for disorganized thinking.
o Disorganized thinking may be present in dementia with or without delirium,
adding to the challenge of differentiating the disorders. It may be best to
consider a change from the person’s recent normal ability.
4. Altered Level of Consciousness
• Is the patient anything other than alert, calm, and cooperative (at the current time)?
o Delirium can be either hyperactive or hypoactive. So agitated or hyper‐vigilant
states may indicate delirium. A sedated or difficult to arouse state may also
indicate delirium. Hypoactive delirium is more common in elderly patients.
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o Psychomotor retardation, or sluggishness, slower than normal movement or
responses, or staring into space, can also count as a ‘yes’ on this domain.
Ultimately, delirium can be challenging to assess in people with dementia, since they have cognitive
problems even when they are not delirious. When uncertain, a good rule of thumb is to go ahead and
perform a medical evaluation for possible causes of any acute change in mental status. Delirium
symptoms may indicate problems ranging from mild infections to drug side effects to medical
emergencies. Delirium is often caused by more than one medical problem, so it’s important to be
thorough when evaluating possible causes.
Assessing Causes of Delirium
Delirium can be caused by just about any acute or uncontrolled medical condition or stressor, including
infections, pain, sleep deprivation, dehydration, metabolic or electrolyte disturbances, constipation, and
many others. Medications are also common contributors to delirium, especially psychoactive
medications. People with dementia are at a high risk since their cognition is already impaired. People
with sensory impairment such as visual or hearing impairment are also at a higher risk, so it is important
to ensure that glasses and hearing aids are available and working if needed, and that ear wax is not
causing hearing impairment [Inouye 2006, Gleason 2003, Fong et al. 2009, Fick et al. 2002].
Evaluation for Medical Conditions
The evaluation for medical conditions that may be causing delirium is perhaps unique only in that it
needs to consider a large number of possible causes, since delirium is a non‐specific symptom. As with
any evaluation, it starts with a general review of systems and evaluation of the current status of any
known medical conditions. Physical evaluation may initially focus on more common conditions such as
pain, constipation, skin ulcers, or pneumonia, but should also rule out severe conditions such as
myocardial infarction or stroke that would require immediate treatment. Reviewing current vitals can
also give clues as to the cause of delirium. Elevated temperature and heart rate can indicate infection,
while an elevated heart rate and low blood pressure may indicate sepsis. Laboratory evaluations such as
a urinalysis, electrolytes, serum creatinine/blood urea nitrogen, blood glucose, and a complete blood
count with differential are useful for evaluating infections or metabolic/electrolyte disturbances, which
are common causes of delirium [Inouye 2006, Gleason 2003, Fong et al. 2009, Fick et al. 2002].
In addition to examining medical conditions, it is important to evaluate the need for any restraining
devices that might limit normal movement. Catheters, IV lines, and restraints should be removed if they
aren’t necessary, or if the person is at risk of harming themselves by pulling out lines while confused.
There is some evidence suggesting that restraints may worsen agitation and increase the risk of further
cognitive worsening, so it is best to avoid them if possible [Flaherty and Little 2011].
DELIRIUM(S) is one mnemonic for remembering a number of common causes of delirium, further
described in Table 1. Other mnemonics and more information on delirium can be found at the excellent
website, www.icudelirium.org, from Vanderbilt University. The information is focused on delirium in the
intensive care unit, but much is applicable to other settings.
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Table 1. DELIRIUM(S): Mnemonic for Common Causes of Delirium
D
E
L
I
R
I
U
M
(S)

Drugs, Drugs, Drugs
Eyes, ears—poor hearing and vision are risk factors
Low oxygen states—myocardial infarction, acute respiratory distress syndrome, pulmonary
embolism, congestive heart failure, chronic obstructive pulmonary disease
Infection, immobilization
Retention (of urine or stool), restraints
Ictal—seizures can cause delirium
Underhydration, undernutrition
Metabolic abnormalities
Subdural, sleep deprivation

Evaluating Medications
Determining the role of medications in delirium can be challenging. People with dementia are at a
higher risk of drug‐induced cognitive impairment. This has been illustrated by studies that have
administered drugs such as anticholinergics to people with dementia and normal controls and examined
their effect on cognition and other symptoms [Carnahan et al. 2004]. Medications may play a role in
causing delirium in several ways.
1. Medications can directly impair cognition and be a primary cause of delirium. New drugs
should especially be examined as possible causes. A new drug may also impair the
metabolism of a medication that a patient has been taking for a while and increase its
adverse impact on cognition.
2. Medications can impair cognition and lower the threshold at which other medical conditions
or stressors will cause delirium. All medications should be carefully examined to determine
if they might be contributing to cognitive impairment, even if they aren’t a primary cause of
the delirium. Delirium is often due to multiple causes, and medications may be contributing
or predisposing factors.
3. Medications may induce electrolyte disturbances, metabolic disturbances, or other medical
conditions that can lead to delirium.
4. Withdrawal from medications may cause delirium. Withdrawal from sedatives such as
benzodiazepines or alcohol should be considered as a possible cause depending on the
patient and circumstances.
Our pocket guide on drugs that can contribute to delirium or problem behaviors focuses on drugs that
can have a direct adverse impact on cognition or psychiatric symptoms. It focuses on those medications
for which substantial evidence suggests they can cause these problems. The list includes most
psychoactive medications, including those that treat psychiatric disorders, anticonvulsants, and pain
medications. It also includes steroids and certain cardiac medications (digoxin and antiarrhythmics)
[Gray et al. 1999, Karlsson 1999].
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The presence of a drug on this list does not necessarily mean that it should never be given to a patient
with dementia, but rather that these drugs should be used with caution. If delirium does occur, the risk‐
benefit balance of their use should be considered. If discontinuation or dose reduction does not put the
patient at risk of other problems, it is often a good choice. This is not always possible, however,
particularly for opiates in people with pain or other drugs necessary for the treatment of serious medical
conditions.
Case reports and other evidence suggest that a number of antibiotics, antivirals, and antifungals may
cause cognitive or behavioral side effects [Gray et al. 2009]. The impact of these medications can be
difficult to determine since they are often given to people with infections, and infections can cause
delirium. However, the evidence is strong enough to consider them as potential causes.
Anticholinergic medications may be particularly harmful for people with dementia. The cholinergic
system is damaged in Alzheimer’s disease and some other types of dementia. Challenge studies have
shown that people with Alzheimer’s disease are extremely sensitive to the cognitive deficits induced by
anticholinergics. These drugs also appear to worsen psychotic and behavioral problems in some
patients. Cholinesterase inhibitors are used to help maintain cognition in dementia, and work by
reducing the breakdown of acetylcholine. Anticholinergics are likely to lessen or reverse any cognitive
benefits of cholinesterase inhibitors since they block the effects of acetylcholine. Thus, anticholinergic
medications are generally not recommended for use in people with dementia. The Beers criteria, an
expert consensus statement on potentially inappropriate medications in older adults, support avoiding
anticholinergics in people with dementia [Carnahan et al. 2004].
Anticholinergic medications include those used specifically for their anticholinergic effects (e.g., bladder
and gastrointestinal antispasmodics, motion sickness medications, movement disorder medications).
They also include medications with anticholinergic side effects for which the anticholinergic effect is not
considered central to the therapeutic effect (e.g., antihistamines, tricyclic antidepressants, certain
antipsychotics). Our pocket guide focuses on those medications that are known to have strong
anticholinergic effects, or those that have been associated with delirium.
The pocket guide is not a comprehensive list of all medications that can cause cognitive impairment. It
focuses on the worst or more common offenders, and serves as a starting point of a thorough
medication review. Other medications to be aware of with potential to cause cognitive impairment
include chemotherapy agents, cytokines, immunosuppressants, metoclopramide, and antihypertensives
[Gray et al. 2009, Karlsson 1999, Dyrud 2004]. Since it is nearly impossible to list all medications that
have been associated with cognitive or behavioral side effects, it is important to review potential side
effects of any medication a delirious person is receiving and not rely solely on the pocket guide to
identify such drugs.
Just because a drug can cause cognitive impairment does not mean that it is the cause for a given
individual. However, it is usually best to err on the side of caution and discontinue any non‐essential
medication that may be causing harm to a delirious patient. To further explore the relationship between
the drug and cognition, one might consider the relationship in time to the delirium (e.g., was the drug
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started recently), whether cognition improves when the drug is discontinued or the dose is lowered,
whether cognition worsens when it is added back or the dose is increased, and whether blood levels of
drugs for which they are measured are in the toxic range.
Delirium Management
First and foremost, the main treatment for delirium is to identify and treat the underlying medical
problems that are causing it. Managing symptoms of delirium is also important, but the only real
treatment is to treat the underlying cause. Once the medical problem is brought under control, it may
still take time for delirium to resolve [Inouye et al. 2006, Gleason 2003, Fong et al. 2009]. Since so many
medical problems can cause delirium it is impossible to review their management here. Thus, this
section focuses on symptom management strategies.
Non‐Drug Management
Non‐drug management strategies for delirium focus on optimizing function and orientation, maintaining
a clear and calm environment, ensuring adequate nutrition and hydration, normalizing the sleep‐wake
cycle, and ensuring safety. Some strategies for each of these are listed below [Inouye 2006, Gleason
2003].
Optimizing function and orientation:
o
o
o
o
o
o
o

Re‐orient and reassure the person frequently.
Re‐introduce yourself regularly. Use consistent staff.
Communicate slowly and clearly. Use simple, step by step instructions when providing care.
Avoid jargon.
Use an interpreter if necessary.
Involve family in low‐stimulating visits.
Make sure glasses, hearing aids, and dentures are available. Remove ear wax if necessary.
Maintain mobility and self‐care ability to the extent feasible.

Maintain a calm and clear environment:
o
o
o
o
o
o
o
o

Clock, calendar/date, and schedule clearly visible.
Reduce excessive noise and alarms.
Simplify the care area. Remove unnecessary objects, except familiar objects that may promote
comfort.
Consider a private room.
Consider playing the patient’s preferred music during the day.
Lights on during the day.
Maintain comfortable room temperature.
Don’t correct harmless misbeliefs. For example, if a patient talks about visiting with a friend
earlier in the day (who did not visit), agree and ask how the visit went.
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Ensure adequate nutrition and hydration:
o
o

Monitor food intake. Offer easy to eat foods during times of wakefulness and clarity.
Keep beverage of choice available and within reach. Avoid excessive caffeine as this may
contribute to dehydration.

Normalize sleep‐wake cycle:
o
o
o

Keep lights on during normal waking hours. Open shades/curtains if a window is available to
allow natural light exposure.
Discourage naps.
Allow uninterrupted sleep at night.

Maintain safety:
o
o
o

Use sitters.
Use non‐drug strategies for agitation (e.g., music, massage, relaxation techniques).
Avoid restraints. Remove unnecessary lines and catheters.

Medications to Manage Delirium Symptoms
Antipsychotics
Antipsychotics are the mainstay of treatment to manage distressing hallucinations, delusions, or
agitation that can occur in delirium. It is not necessary to treat all delirious patients with antipsychotics,
but the drugs may be helpful for those with distressing psychotic or agitated symptoms. Some providers
support use of antipsychotics in hypoactive delirium, in which the patient appears sedated rather than
agitated, but this is controversial and may expose the patient to the risks of antipsychotics unnecessarily
[Fong et al. 2009].
Haloperidol has been used extensively to manage symptoms of delirium, and is often a good choice
unless the patient is at high risk of extrapyramidal side effects. Other antipsychotics can also be used
[Fong et al. 2009]. We recommend caution with those that are more sedating or have significant
anticholinergic effects, such as olanzapine or quetiapine, as it is possible that these could worsen
delirium in some patients [Lim et al. 2006, Sim et al. 2000, Huang and Wei 2010]. However, there is little
evidence from clinical trials suggesting one antipsychotic is safer or more effective than another for
delirium management [Fong et al. 2009].
Antipsychotics should be started at low doses, such as those recommended in the pocket guides, and
titrated to effect. The dose should be minimized in elderly patients to avoid side effects. The total dose
required to provide symptom control can be used as a guide for scheduled dosing, if deemed necessary,
which can be titrated down and discontinued as the delirium resolves. It is not necessary to continue
antipsychotic treatment after the delirium has resolved, though some clinicians recommend continuing
or tapering the antipsychotic for 5‐7 days after symptom resolution to prevent rebound delirium.
Response to and need for antipsychotic treatment should be evaluated at least every 24 hours during a
delirium episode [Gleason 2003].
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Benzodiazepines and Other Sedative‐Hypnotics
Benzodiazepines are not usually recommended to manage delirium. They may worsen confusion and
prolong delirium since they impair cognition and can cause over‐sedation. The same applies to other
sedative hypnotics and sleep medications, most of which can impair cognition. Non‐drug strategies are
preferred to promote sleep [Fong et al. 2009]. If non‐drug strategies are ineffective low dose melatonin
might be tried, e.g., 2.5‐10 mg. Evidence for this strategy is limited and inconclusive, but some
observations suggest it may be effective and safe for some patients with delirium and circadian rhythm
disturbances [de Jonghe 2010].
If the delirium is due to alcohol or sedative‐hypnotic withdrawal, then a benzodiazepine is the drug of
choice. Other drugs such as antipsychotics or anticonvulsants are also sometimes used, but usually as
adjuncts to benzodiazepines. Signs of alcohol or sedative‐hypnotic withdrawal include increased blood
pressure, increased heart rate, increased temperature, nausea, vomiting, sweating, tremor, anxiety,
insomnia, and agitation. Seizures, hallucinations, or illusions may also occur [Bayard et al. 2004]. A full
review of alcohol or sedative hypnotic withdrawal is outside of the scope of this website, so readers
should refer to other resources if they need more information.
Cholinesterase Inhibitors
Cholinesterase inhibitors are not recommended as first‐line treatments for delirium. While benefits have
been reported in some cases, such as in anticholinergic overdose or Lewy body dementia, the evidence
is too weak to support their regular use for delirium. Randomized controlled trials conducted to date
have not supported the efficacy of cholinesterase inhibitors in delirium [Grover et al. 2011]. One
randomized controlled trial testing the addition of rivastigmine to haloperidol for delirium in the
intensive care unit found an increased risk of mortality with rivastigmine compared to placebo (22% vs.
8%) [van Eijk et al. 2010].
Further study is necessary before cholinesterase inhibitors can be considered safe or effective for the
treatment of delirium. On the other hand, there is little reason to recommend discontinuation of a
cholinesterase inhibitor that a delirious patient was already receiving for dementia, unless side effects
are a concern.
Summary
Delirium is a state of acute cognitive impairment caused by a medical condition, and people with
dementia are at high risk. Delirium should be considered as a possible cause of new psychiatric or
behavioral disturbances in a person with dementia. The treatment for delirium is to manage the
underlying medical condition that caused it. Medications should be reviewed in delirious patients to
ensure that they are not causing or contributing to the delirium. Non‐drug strategies can be used to
manage many cases of delirium. If drug therapy is necessary, antipsychotics are usually the drugs of
choice.
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Overview
This resource page provides the rationale and evidence for the “IA‐ADAPT: Improving Antipsychotic
Appropriateness in Dementia Patients” pocket guides and other resources as they relate to
antipsychotic use. The bulk of this evidence comes from a systematic review of evidence for off‐label
use of antipsychotics, commissioned by the Agency for Healthcare Research and Quality (AHRQ). As of
this writing, the last update was released on September 27th, 2011 [Maglione et al. 2011]. We
encourage users to view the summary guides and full report on the AHRQ website for further details.
http://www.effectivehealthcare.ahrq.gov/index.cfm/search‐for‐guides‐reviews‐and‐
reports/?pageaction=displayproduct&productid=786
Other key sources of evidence for our pocket guides include Centers for Medicare and Medicaid Services
(CMS) guidance for surveyors addressing use of antipsychotics in nursing homes [Centers for Medicare
and Medicaid Services 2011, Centers for Medicare and Medicaid Services 2014], and other reviews and
individual research studies.
This overview will summarize key points regarding antipsychotic use, as well as other commonly studied
medication treatment options. The overview will at times discuss “conventional” (or “typical”)
antipsychotics. Conventional antipsychotics are mostly older agents, and generally pose a higher risk of
movement side effects compared to the newer atypical antipsychotics. Atypical antipsychotics are
occasionally referred to as “second generation” antipsychotics.
Before Considering an Antipsychotic
Antipsychotics should not be considered a first‐line treatment for problem behaviors, or even psychosis,
in people with dementia. They should only be considered when non‐drug behavioral management
strategies have been unsuccessful, and the behavior or target symptoms causes danger or severe
distress to the person with dementia or others. This is because antipsychotics pose a serious risk of side
effects, including an increased risk of death when compared to placebo [Jeste et al. 2008]. It is also
important to thoroughly explore the possible causes of the problem behavior or psychosis, and address
these causes before considering an antipsychotic. An exception may be short‐term use in acutely
dangerous emergency situations, where the antipsychotic may be used first for the immediate safety of
the person or others and a full evaluation of the underlying source of the problem can then be
conducted after the acute situation has resolved. Addressing possible causes of behaviors may include
treating a medical condition; discontinuing medications; and altering the environment, routines,
activities, caregiver approaches, or other factors that might be contributing to the problem. For further
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information on assessment and non‐drug management strategies, please see Algorithm for Treating
Behavioral and Psychological Symptoms of Dementia: Assessment and Non‐Drug Management.
Appropriate and Inappropriate Treatment Targets for Antipsychotics
CMS guidance for surveyors of long‐term care facilities lists appropriate and inappropriate treatment
targets for antipsychotics. This guidance was substantially revised in late 2014 [Centers for Medicare
and Medicaid Services 2011, Centers for Medicare and Medicaid Services 2014]. The updated guidance
stresses the importance of doing a thorough evaluation to rule out reversible causes of symptoms prior
to considering a medication. It also stresses that non‐drug interventions should be attempted and
documented in the care plan prior to considering an antipsychotic. Only if these interventions fail and a
symptom continues to be persistent should an antipsychotic be considered. Short‐term emergency use
is somewhat of an exception to this rule, though it remains important to document that non‐drug
strategies were used to try to deescalate even an “emergency” situation prior to using an antipsychotic.
“Emergency” implies that people were in danger and that no other reasonable strategy was able to
diffuse the situation and ensure safety. If antipsychotics are used for an emergency situation an
interdisciplinary evaluation must take place within 7 days to search for potentially reversible causes of
the symptoms and determine whether continued antipsychotic treatment is necessary. Also, for people
admitted to a nursing home on an antipsychotic, an evaluation of whether continued antipsychotic
treatment is needed must take place within 2 weeks of admission, at the time of the initial Minimum
Data Set assessment. If the antipsychotic is not justified by this evaluation an attempt should be made
to reduce the dose and ultimately discontinue it if symptoms do not emerge that justify continued use.
Nursing home failure to provide care consistent with this guidance may lead to citations and fines.
A key change in the guidance from prior versions relates to the impact of a target symptom that is
necessary to justify antipsychotic use in a nursing home resident. The previous version of the guidance
stated that to be considered an appropriate treatment target, a symptom must present a danger to the
person with dementia or others, or cause the person with dementia to experience one of the following:




Inconsolable or persistent distress
A significant decline in function
Substantial difficulty receiving needed care

The updated guidance removes these three criteria such that they cannot be used to justify
antipsychotic use in a nursing home resident. According to the updated guidance, an antipsychotic can
only be justified in a nursing home resident if the target symptom poses a danger to the resident or
others, and has failed to respond to other interventions. Dangerousness to self or others can take a
number of forms. The most obvious is when someone is in physical danger because of aggressive
behavior such as hitting. Self‐harm may also justify use, such as a resident not eating because of a
delusion that the food is poisoned. However, some nursing home surveyors have also endorsed that
other types of non‐physical harm might justify use, such as psychosocial harm from a distressing
delusion that keeps the individual from interacting with others. Additionally, threatening to harm

168

another person physically may justify that the individual is a danger to others because of their
symptoms, even if they have yet to physically harm someone. For example, yelling threatening
statements at others may thus justify a medication if there is a real chance the patient may follow
through on those threats. The danger that the symptom poses needs to be clearly documented to
justify medication.
For people outside the nursing home setting, prescribers may consider somewhat different criteria to
justify antipsychotic use. The old criteria seem quite reasonable for determining the appropriateness of
antipsychotic treatment for people cared for in their home by a loved one. If a person has a delusion
that causes them a great deal of distress and makes it very difficult for the caregiver to provide
necessary care, for example, then an antipsychotic could be justified if other interventions fail to
alleviate the problems, even if no obvious danger results from the delusion. The key factor in deciding
whether an antipsychotic is the right choice is whether it improves the patient’s quality of life.
Regardless of a symptom’s impact, antipsychotics should only be used for select target symptoms. The
following reviews symptoms that are generally considered appropriate and inappropriate targets of
antipsychotic treatment. An antipsychotic should typically only be used to treat aggressive behavior,
hallucinations, or delusions. These are consistent with the typical target symptoms evaluated in clinical
trials of antipsychotic use in dementia.
Appropriate treatment targets include:






Aggressive behavior
o Includes particularly physically aggressive or violent behavior that cannot be managed
using non‐drug strategies (excluding restraints, since restraints have their own serious
risks).
Hallucinations
o Most often includes seeing or hearing things that are not real. For example, hearing
voices or seeing people who aren’t there.
o Antipsychotics should only be used if the hallucinations are causing significant problems,
as described previously. Hallucinations that are not creating distress or danger in any
way should be monitored for potential treatable sources (e.g. visual or hearing
dysfunction) but otherwise do not require intervention
Delusions
o False beliefs that a person has in spite of evidence they aren’t true. For example, a
person may think his/her spouse is having an affair without any reason for believing it,
or think family members are imposters.
o It’s important to recognize that, as dementia progresses, patients cannot discern what is
real from what is not real. It generally is not helpful to argue with them about false
beliefs, or to remind them of distressing things they’ve forgotten (e.g., the death of a
spouse). This may worsen behaviors and agitation. Forgetfulness and lack of
orientation to the current reality should not be mistaken for delusions.
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o

As with hallucinations, delusions should only be treated with an antipsychotic if they’re
causing significant problems, as described previously.

Inappropriate treatment targets include:













Wandering
Unsociability
Poor self‐care
Insomnia
Restlessness
Nervousness
Fidgeting
Mild anxiety
Impaired memory
Uncooperativeness without aggressive behavior
Inattention or indifference to surroundings
Sadness or crying alone

Antipsychotics are not recommended for these symptoms because any benefits generally do not justify
the risks. For most of these symptoms, antipsychotics would provide no benefit. It is also not
considered appropriate to use an antipsychotic to induce sedation for the ease of caregiving, except
perhaps in extreme cases where symptoms prevent medically necessary care and pose a risk to the
person or others as a result.
Antipsychotic Selection
If an antipsychotic is considered necessary for a person with dementia, effectiveness and side effects
should be considered when selecting a specific drug for a specific patient. The patient’s comorbidities
may help determine which side effects are most important to avoid. This will be discussed further under
the side effects section.
Cost may also be a factor. All five of the antipsychotics discussed in this review are now available as
generic products, which was not true at the time of the filming of our lecture series. However, at the
time of this writing the cost still varies dramatically. At a nationally known chain drug store in the
United States, for example, a 30‐day supply of haloperidol costs $4. Thirty doses of risperidone 0.5 mg
or quetiapine 25 mg have list prices under $100. Thirty doses of olanzapine 2.5 mg has a list price of
$210. Thirty doses of aripiprazole 2 mg has a list price of over $900. Of the atypical antipsychotics,
risperidone is the option with the lowest price and greatest evidence of efficacy.
Antipsychotic Efficacy/Effectiveness in Dementia
Atypical Antipsychotics: The AHRQ‐funded evidence review addressing the off‐label use of atypical
antipsychotics summarized the strength of evidence for using atypical antipsychotics to treat agitation
or psychosis in dementia. Readers should keep in mind that “agitation” is not an appropriate target
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symptom for antipsychotics, but rather refers to a cluster of symptoms that may include aggressive
behavior or other appropriate treatment targets. The evidence review describes the results of
randomized controlled trials of four atypical antipsychotics studied in people with dementia:
aripiprazole (Abilify®), olanzapine (Zyprexa®), quetiapine (Seroquel®), and risperidone (Risperdal®). As
of the time of this writing, there is no strong randomized controlled trial evidence supporting the
efficacy of other atypical antipsychotics for this purpose. Table 1 summarizes the evidence on efficacy
of atypical antipsychotics in dementia.
Table 1: Summary of Evidence for Efficacy of Atypical Antipsychotics in Dementia
Aripiprazole

Olanzapine

Quetiapine

Risperidone

(Abilify®)

(Zyprexa®)

(Seroquel®)

(Risperdal®)

++

+

+

++

Dementia psychosis

+

+/‐

+/‐

++

Dementia agitation

+

++

+/‐

++

Dementia overall

+ + = moderate or high evidence of efficacy
+
= low or very low evidence of efficacy
+/ ‐ = mixed results
As can be seen from Table 1, risperidone has the strongest and most consistent evidence suggesting that
it is effective for agitation and psychosis in dementia. Aripiprazole is also rated as having strong
evidence overall, based on global ratings of severity, though the evidence is rated low or very low for
psychosis and agitation. “Dementia overall” should not be mistaken as an indication that these drugs
improve cognition or other aspects of dementia beyond the appropriate treatment targets for
antipsychotics. These categories reflect different types of measurement scales used in the studies.
Olanzapine is rated as having moderate or high evidence of efficacy for agitation in dementia, but as
having mixed results for psychosis. This relates to clinical trial results suggesting that olanzapine may
worsen psychosis in some patients.
We do not recommend quetiapine as a first‐line antipsychotic in dementia based on available evidence.
Of four randomized controlled trials of quetiapine for agitation or psychosis in dementia, none have
found that quetiapine is more effective than placebo on the main analysis of the primary outcome
measure. A secondary analysis of one study suggested that 200 mg/day might be more effective than
placebo, but this exceeds the CMS allowable maximum dose for chronic treatment in long‐term care
facilities (150 mg/day). Overall, the evidence in dementia studies, which mostly included people with
Alzheimer’s disease, suggests that it has minimal or no effectiveness. It is sedating, however, which may
lead to the false appearance of efficacy due to somnolence.
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Some studies also suggested that quetiapine worsens cognition in dementia [Ballard et al. 2005,
Schneider et al. 2006]. This is not surprising since its active metabolite, norquetiapine, has
anticholinergic properties [Seroquel XR® Package Insert 2011]. Anticholinergic medications are known
to worsen cognition in dementia, and may be a risk factor for psychosis [Cancelli et al. 2009]. However,
all the atypical antipsychotics summarized here showed some capacity to impair cognition and cause
confusion in people with dementia, whether or not they are anticholinergic. Olanzapine appears to
pose the greatest risk of this side effect [Schneider et al. 2006]. It is also highly anticholinergic, whereas
risperidone and aripiprazole have negligible anticholinergic effects [Chew et al. 2008].
Conventional Antipsychotics: Unfortunately, conventional antipsychotics as a class have not been the
subject of such a recent and thorough review on use in dementia as the atypical antipsychotics. In
general, they also have not been studied in as large of clinical trials in dementia as the atypical
antipsychotics, since they have been off‐patent for many years. However, the Cochrane Collaboration
has published systematic reviews on specific conventional antipsychotics in dementia, haloperidol and
thioridazine [Lonergan et al. 2002, Kirchner et al. 2001].
The review on haloperidol suggested that it is effective for treatment of aggression in dementia at doses
of 1.2‐3.5 mg/day. It concluded that no strong evidence has been found of any significant general
improvement of manifestations of agitation other than aggression [Lonergan et al. 2002]. It is notable
that haloperidol has a higher risk of movement side effects (e.g., parkinsonism) than the atypical
antipsychotics. In clinical trials in dementia, dropouts due to movement side effects were twice as
common with haloperidol compared to placebo. Dropouts due to sedation were also twice as common
with haloperidol [Lonergan et al. 2002]. Some patients may tolerate the drug, however, particularly at
lower doses.
The review on thioridazine stated that there is “no evidence to support the use of thioridazine for
dementia.” It also notes that it is quite sedating, and has marked anticholinergic properties which may
worsen cognition in people with dementia. The review generally recommends against using thioridazine
in dementia [Kirchner et al. 2001].
In contrast to these reviews, older meta‐analyses had difficulty identifying significant differences among
conventional antipsychotics that have been studied for neuropsychiatric symptoms in dementia, despite
finding some evidence for efficacy overall. A systematic review published in 2005, which reviewed these
meta‐analyses and other data, concluded that there is no clear evidence that conventional
antipsychotics are effective for treating neuropsychiatric symptoms when defined broadly. This review
affirmed the finding of the Cochrane review that haloperidol may have efficacy for reducing aggression
[Sink et al. 2005]. It is notable that many low‐potency antipsychotics (e.g., chlorpromazine) have potent
anticholinergic properties, and can also cause substantial orthostatic hypotension.
Antipsychotic Side Effects Comparison
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Antipsychotics are often referred to as ’conventional’ or ’atypical’ with atypical antipsychotics generally
causing fewer extrapyramidal movement side effects compared to conventional antipsychotics.
However, the broad categories of atypical versus conventional actually contain very diverse drugs within
them. Haloperidol is the only conventional antipsychotic that is discussed in our pocket guides, because
it is the only one for which efficacy in dementia is supported by a strong systematic review. Haloperidol
does have a higher risk of extrapyramidal movement side effects compared to the atypical
antipsychotics. This is reflected in Table 2, which can be found in our pocket guides. The most common
extrapyramidal movement side effects include:








Parkinsonism
o Symptoms resembling Parkinson’s disease, including tremor, tight muscles, cogwheel
rigidity, shortened and unsteady gait, swallowing difficulties, and others. This is
generally thought to be the most common extrapyramidal movement side effect in
older people.
Akathisia
o Feeling of internal restlessness that leads to an irresistible urge to move or pace.
Difficulty sitting still. This may look like agitation to an observer. This side effect is less
frequent in older adults and restlessness more commonly occurs as a consequence of
the dementia itself.
Dystonia
o Abrupt tensing or contraction of a muscle group that will not relax. Often this occurs in
the muscles of the neck or trunk. The person is stuck in a position and can’t move the
muscles. This requires rapid treatment with anticholinergic drugs for resolution.
Occasionally if an acute dystonic reaction does not resolve with anticholinergic
medication (e.g., benztropine) , then a benzodiazepine may be necessary for resolution.
An acute reaction may require parenteral treatment to achieve the necessary rapid
response.
Tardive dyskinesia
o Side effect of longer‐term use, often characterized by twitching of muscles in the face or
trunk. This may be irreversible.

In addition to movement side effects, it is important to consider the risk of mortality with various drugs.
All antipsychotics appear to increase mortality in people with dementia. The absolute risk has been
estimated as 3.5% in people receiving antipsychotics compared to 2.3% with placebo. The relative risk is
about 1.6‐1.7. The number needed to harm is 83, meaning that for every 83 people approximately one
additional death will occur in antipsychotic‐treated patients. The number needed to treat has been
estimated to range from 5‐14 depending on the drug, meaning that 5‐14 people have to be treated in
order for one to respond to the antipsychotic. This means that for every 9‐25 people helped by an
antipsychotic, one death is associated with the antipsychotic treatment [Jeste et al. 2008].
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Randomized controlled trials provide insufficient evidence to compare antipsychotics on the risk of
mortality. All antipsychotics seem to increase risk of death [Jeste et al. 2008]. However, a growing body
of evidence from observational studies examining both community‐based and long‐term care cohorts
suggests that the risk may be higher with conventional antipsychotics. A large study of Medicaid
beneficiaries residing in nursing homes using data from 45 states on over 80,000 patients found that
about 30% of patients receiving conventional antipsychotics died within 180 days of initiation, compared
to about 20% of those receiving atypical antipsychotics. The investigators used multiple contemporary
approaches to adjust for patient characteristics and consistently found an elevated risk with
conventional antipsychotics. These studies raise concern that conventional antipsychotics such as
haloperidol may pose a higher risk of mortality compared to atypical antipsychotics [Huybrechts et al.
2011].
In addition to the increased risk of mortality, antipsychotics appear to increase the risk of stroke in
people with dementia. In 2006, a pooled analysis of randomized controlled trials of atypical
antipsychotics found that cerebrovascular events occurred in 1.9% of those receiving atypical
antipsychotics compared to 0.9% receiving placebo [Schneider et al. 2006b]. The rate was not elevated
with quetiapine, though the available data was insufficient to rule out risk. Observational studies have
found comparable risk among people receiving conventional or atypical antipsychotics [Jeste et al.
2008].
Table 2 compares the antipsychotics on the risk of a number of other important side effects. We chose
to use boxes and colors to compare risk of each side effect among antipsychotics instead of using
specific numbers to illustrate side effect risk. This is because different sources provide different
information, and it is difficult to decide which specific number to use as a rate. The evidence used to
create this table comes from the AHRQ systematic review on off‐label use of antipsychotics [Maglione et
al. 2011], the CATIE‐AD trial that compared antipsychotics in dementia [Schneider et al. 2006], two
Cochrane systematic reviews [Lonergan et al. 2002, Ballard et al. 2006], and a review of the
cardiovascular risks of atypical antipsychotics [Drici and Priori 2007]. The number of boxes reflecting risk
should be interpreted as a qualitative and subjective summary of the various adverse event rates found
from different sources, and not a reflection of absolute rates.
The table can be used to select a medication based on patient comorbidities. For example, olanzapine is
probably a poor choice for a person with obesity, diabetes, or hyperlipidemia, since it may induce
metabolic side effects on its own as well as exacerbate preexisting conditions. In a person who is
sensitive to extrapyramidal movement side effects, haloperidol usually isn’t the best choice. Quetiapine
causes the most sedation, but has a very low risk of movement side effects. It might be an option for
people at high risk of movement side effects, except that the vast majority of evidence suggests that it is
ineffective.
Urinary symptoms related to antipsychotics were identified as a safety signal in the AHRQ systematic
review [Maglione et al. 2011]. The comparison of drugs in this regard was difficult. The highest rate of
urinary symptoms was reported in people receiving aripiprazole compared to what was reported with
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other drugs. Thus, it was assigned an extra box suggesting higher risk. However, the rate was also
higher in the placebo groups in studies of aripiprazole, to the extent that the odds ratio for urinary
symptoms with aripiprazole versus placebo was non‐significant (OR 1.37, 95% CI 0.92‐2.09). Thus, the
higher rate may have actually reflected better reporting of urinary symptoms in these studies or
differences in patient populations treated. The odds ratio for urinary symptoms was actually
numerically highest with olanzapine despite a much lower reported rate of urinary symptoms (OR 9.51,
95% CI 1.47‐401.07), next highest for quetiapine (OR 2.37, 95% CI 1.16‐5.15), and next highest for
risperidone (1.55, 95% CI 1.13‐2.13). The numbers needed to harm were 16 for quetiapine, 21 for
risperidone, and 36 for olanzapine. Ultimately, it is difficult to fully differentiate the risk of this side
effect with these drugs given the variability in the rates among placebo groups in these trials.
Table 2: Antipsychotic Side Effects Comparison
Drug
Brand Name
(daily dose range)
Movement Side Effects1

Aripiprazole
Abilify
(2‐10 mg)

Haloperidol
Haldol
(0.25‐2 mg)

Olanzapine
Zyprexa
(2.5‐7.5 mg)

Quetiapine
Seroquel
(12.5‐150 mg)

Risperidone
Risperdal
(0.25‐2 mg)















0










0

0



0

0

?
?
0
0










?
0




?


0


Central Nervous System
Sedation
Confusion, delirium,
cognitive worsening
Worsening psychotic
symptoms
Cardiovascular/Metabolic
Orthostatic hypotension
Edema
Weight gain/glucose ↑
Triglyceride ↑
Urinary incontinence, UTI

0
?
0


= more boxes indicates greater risk. Colors are darker with increasing risk.
? = evidence poor in dementia, but evidence in other conditions indicates some risk
0 = no clear evidence that the drug causes this side effect in a clinically important way, or very rarely
Movement side effects = parkinsonism, akathisia (restlessness), dystonia, tardive dyskinesia

1

Antipsychotic Dosing and Dosage Forms
Doses: CMS provides specific recommendations for antipsychotic doses that are acceptable for chronic
use in long‐term care facilities. These provide reasonable guidance for the dosage ranges that might be
considered acceptable in patients with dementia. Occasionally, higher doses are used for acute
treatment. Generally, starting with a very low dose is recommended to reduce the chance of side
effects, and to ensure that the lowest necessary dose is used. The dose ranges considered acceptable
by CMS for use in long‐term care facilities are listed in Table 3.
Timing: Antipsychotics are usually given once daily at night prior to bedtime. This may help reduce
sedation‐related adverse effects. In patients with sundowning, or behaviors and psychotic symptoms
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that arise late in the day, they are sometimes given in the evening prior to the usual time of onset of
symptoms. It is important to monitor for sedation‐related adverse effects, especially when the drug is
given some hours before bedtime.
Dosage Forms: The table below also describes various dosage forms that are available other than
standard tablets. It should be noted that rapidly disintegrating tablets are absorbed at the same rate as
standard tablets, according to pharmacokinetic studies of these drugs [Currier and Medori 2006]. They
may offer advantages for patients with difficulty swallowing. Regular‐release tablets may also be
crushed and mixed with food such as applesauce in patients with swallowing difficulty.
Short‐acting intramuscular injection preparations of antipsychotics can be used for emergency
situations, but are generally not used if the patient will take oral medication. The table does not discuss
the availability of long‐acting injectable formulations. Haloperidol, olanzapine, and risperidone are
available as long‐acting injections, but would rarely if ever be recommended for someone with
dementia.
We also recommend against the use of topical antipsychotic preparations that are sometimes
compounded by pharmacies. We are unaware of any evidence to guide proper dosing, and it is unclear
whether they are absorbed consistently or at all. As an example, a recent study of a topical gel
containing haloperidol, lorazepam, and diphenhydramine found that no haloperidol or lorazepam was
detectable in the blood stream up to 4 hours after application. Diphenhydramine absorption was
minimal and erratic [Smith et al. 2011]. Uncertainties about absorption raise concerns about
effectiveness, patient safety, and prescriber liability if an adverse event was to occur. While some
patients may improve when given topical antipsychotic formulations, one has to ask whether it is
because they are being given attention and touch when the formulation is applied, or whether it’s really
because of the antipsychotic contained in the topical formulation.
Table 3: Antipsychotic Dosing and Dosage Forms
Starting
Maximum Dose for
Dose
Maintenance*
(mg/day)
(mg/day)
Aripiprazole
2‐5
10

Special Dosage
Forms**
ODT, L , IM

Haloperidol

0.25

2

L , IM

Olanzapine

2.5‐5

7.5

ODT, L , IM

Quetiapine

12.5‐25

150

XR

Risperidone

0.25‐0.5

2

ODT, L

*per CMS regulations for long‐term care facilities. Doses for acute treatment sometimes exceed maintenance
doses [CMS 2011].
**ODT = orally dissolving tablet, L = liquid, IM = short‐acting intramuscular, XR = extended release.

176

Guidance for Special Populations: frontotemporal dementia, Parkinson’s disease, Lewy body dementia,
renal impairment, hepatic impairment
Frontotemporal Dementia (FTD)
FTD differs from other dementias in its pathophysiology and response to treatment. The frontal and
temporal lobes of the brain that are primarily damaged are responsible for maintaining social
appropriateness of behaviors, among other things. This damage can lead to socially inappropriate
behavior, changes in personality, a lack of empathy for others, poor financial judgment, impulsiveness,
and apathy. Language deficits are common, particularly problems with expression, naming difficulties,
and difficulty remembering the meaning of words. Early in the disease memory is usually intact, though
it worsens later. This is in contrast to Alzheimer’s disease, in which social appropriateness is usually
maintained in the early stages of disease but memory problems are a major feature. Other symptoms of
FTD can include overeating, including unusual compulsive dietary patterns. Parkinsonism can occur in
certain types of FTD. Early symptoms of FTD are commonly misdiagnosed as primary psychiatric
disorders [McKhann et al. 2001]. Though it makes up a relatively small proportion of dementias overall,
FTD is about as common as Alzheimer’s disease in people 45‐64 years of age, occurring at a rate of
about 15 per 100,000 people. Alzheimer’s and other dementias are predominant among older age
groups [Cardarelli et al. 2010].
Medications for Behavioral Symptoms in FTD
Clinical trials of various medications have been conducted for FTD, though medications have not been
studied to the extent that they have in other more common types of dementia. Unfortunately, the
results of most clinical trials have not been very promising to‐date. Therefore, prescribing in clinical
practice often comes down to trial and error, or N of 1 trials [Huey et al. 2006]. Small trials have been
conducted suggesting possible benefits from certain medications, however, which provide some
guidance when sorting through treatment options.
Antidepressants: Antidepressants that affect serotonin have been studied for behavioral symptoms in
FTD, based in part on observations of damage to the serotonin system in FTD. Despite these
observations, a number of studies were not able to show reductions in cerebrospinal fluid serotonin
metabolites in FTD, though some studies found non‐significant trends in that direction [Huey et al.
2006]. At least three small controlled studies of antidepressants have been conducted [Deakin et al.
2003, Moretti et al. 2002, Lebert et al. 2004].
Paroxetine (Paxil®) was studied at a dose of 40 mg/day in a 6‐week randomized placebo‐controlled trial
for FTD patients. In contrast to open label studies suggesting a benefit of SSRIs on behavior, this study
showed no benefit of paroxetine for behavioral symptoms. The trends in rating scales actually
suggested that paroxetine might have worsened behavioral symptoms. Cognition was worsened
significantly in the paroxetine group compared to placebo, possibly reflecting the anticholinergic
properties of this drug [Huey et al. 2006, Deakin et al. 2003].
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Paroxetine was studied at a dose of 20 mg/day in another 14‐month randomized trial, compared to
piracetam. The study included 8 patients per group. No differences were seen in cognition, with both
groups worsening from baseline. However, neuropsychiatric symptoms improved in the paroxetine
group, and were significantly less than with piracetam. Transitory nausea occurred in 3 of 8 patients
who received paroxetine and resolved within 10 days. No other adverse effects were noted, other than
worsening of agitation and aggressiveness in half of the piracetam‐treated patients. It is difficult to
determine whether both paroxetine and piracetam worsened cognition during this study, or if this was a
result of disease progression and not the drug. Thus, this study is slightly more supportive of paroxetine
use in FTD, particularly at this lower dose, but leaves unanswered questions about its safety [Moretti et
al. 2002].
Trazodone, an antidepressant with mixed and unique pharmacology, was studied in 26 FTD patients in a
double‐blind placebo‐controlled crossover study at doses up to 300 mg/day. In contrast to others, this
study showed a significant decrease in neuropsychiatric symptoms with the drug, and no changes in
cognition. Despite some efficacy, about half of patients had a treatment‐emergent adverse event.
These included fatigue, dizziness, hypotension, and cold extremities. It is difficult to discern whether the
benefits observed in this study were due to anything other than sedation. However, this study suggests
trazodone may be a reasonable option to help manage behaviors in FTD given the limitations of
evidence on other treatments [Huey et al. 2006, Lebert et al. 2004].
Cholinesterase Inhibitors: Evidence on cholinesterase inhibitor use in FTD suggests little if any benefit,
and potential harm in some subjects. The lack of benefit is consistent with observations that the
cholinergic neural system remains relatively intact in FTD [Huey et al. 2006].
Only one randomized controlled trial of a cholinesterase inhibitor in FTD has been published to date.
Galantamine (Razadyne®) was studied in a group of 36 FTD patients with either predominant behavioral
manifestations or primary progressive aphasia. In this study, all patients received galantamine for 18
weeks. They were then randomized to either continued galantamine or placebo for 8 more weeks. No
differences were identified in behavior or language for the group as a whole, suggesting that
galantamine is not of benefit for behavioral symptoms. A subgroup of patients with primary progressive
aphasia showed better global severity scores, but this was not statistically significant after adjusting for
multiple comparisons. They also showed stable language scores in contrast to a decline in the placebo
group. Overall, this study does not support the use of galantamine in FTD [Kertesz et al. 2007].
While not a randomized or placebo‐controlled study, another open label trial examined donepezil
(Aricept®) in 12 subjects for 6 months, using 12 FTD patients who did not receive donepezil as controls.
The donepezil group had worse FTD Inventory scores after 6 months of treatment, despite similar scores
between groups at baseline, suggesting a harmful effect of the drug. No changes in cognition or other
measures were seen. Caregivers of 4 patients who received donepezil reported increased disinhibited
or compulsive acts, which led to discontinuation of the drug. These problems returned to baseline levels
after 4 weeks off of the drug. When these 4 patients were not included in the analysis, no differences
between groups was seen. Overall, this study does not support the use of donepezil, and suggests that
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some patients may be vulnerable to behavioral worsening when they receive donepezil [Mendez et al.
2007].
Antipsychotics or Stimulants: Dopamine deficits have been found in FTD. This has led some to believe
that stimulants may be helpful since they increase dopamine neurotransmission and improve executive
function in some conditions (e.g., attention deficit hyperactivity disorder). A small amount of evidence
supports this theory. Antipsychotics, in contrast, generally block dopamine, so they could conceivably
worsen this condition. They are often used clinically to manage FTD behaviors despite a general lack of
evidence to support their use. It is notable that some patients with FTD appear to be extra sensitive to
extrapyramidal movement side effects of antipsychotics, possibly due to these dopamine deficits [Huey
et al. 2006].
No randomized placebo‐controlled studies of antipsychotics or stimulants in FTD were identified, though
one cross‐over study comparing a stimulant to an antipsychotic has been conducted [Huey et al. 2008].
Dextroamphetamine 20 mg/day and quetiapine 150 mg/day were compared in 8 patients with the
behavioral variant of FTD in a double‐blind cross‐over trial, in which the order of drug was randomized.
Each drug was given for 3 weeks, with a 1‐week washout period between treatments. The study
showed improvement in neuropsychiatric symptoms with dextroamphetamine compared to baseline,
though there were no significant differences between quetiapine and baseline or quetiapine and
dextroamphetamine. Though this study is small and thus preliminary, it suggests there could be some
benefit to the use of stimulants. The long‐term effect of these treatments in FTD remains unknown
[Huey et al. 2008].
Parkinson’s Disease and Lewy Body Dementia
Parkinson’s disease dementia (PDD) and Lewy body dementia (LBD) share many similarities. Some have
argued that the distinction is arbitrary since they are ultimately slightly different manifestations of the
same underlying pathologic processes, possibly distinguished by the areas of the brain that are impacted
first or to the greatest extent. Both commonly involve cognitive deficits, psychiatric manifestations, and
movement disorders. PDD is diagnosed if motor symptoms occurred greater than 12 months prior to
the onset of dementia. LBD is diagnosed if dementia symptoms occur before the onset of motor
symptoms or within 12 months of the onset of motor symptoms [McKeith 2007].
LBD is characterized by visual hallucinations, fluctuations in attention and cognition, and parkinsonism.
While one might expect hallucinations to respond to antipsychotics, these drugs are often harmful to
patients with LBD. They can worsen attention and cognition, and lead to life‐threatening neuroleptic
malignant syndrome (NMS). NMS usually presents with rigidity and fever and autonomic fluctuations,
among other symptoms. People with PDD are also more vulnerable to neuroleptic malignant syndrome.
In general, people with PDD and LBD may have substantially slowed motor activity and slow cognition,
but comparatively their memory may be more intact than other patients with dementia. For this
reason, behavioral approaches that permit more time to complete tasks and conduct ADLs may be
helpful in avoiding agitation and the need for antipsychotics.
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People with PDD or LBD are also extremely sensitive to the extrapyramidal movement side effects of
antipsychotics. Many treatments for the movement manifestations of these disorders work by
increasing dopamine or stimulating dopamine receptors (e.g., dopamine agonists). Antipsychotics block
dopamine, counteracting the effects of dopamine agonists, and thus worsen movement symptoms in
people who already have a movement disorder at baseline. Thus, if antipsychotics are used it is best to
choose one with a very low risk of movement side effects and use a very low dose. It is unclear that
these drugs are effective in PDD and LBD, and even those with the lowest risk of movement side effects
can cause severe reactions in these patients. The evidence is discussed further in the subsequent
sections on specific drug classes.
Prior to considering an antipsychotic, it is important to consider that Parkinson’s disease treatments
such as dopamine agonists frequently worsen psychosis. It is often advisable to decrease the dose of
antiparkinsonian medications to see if the psychotic symptoms resolve or become manageable prior to
considering an antipsychotic [Weintraub and Hurtig 2007].
Medications for psychosis and related symptoms in PDD and LBD
The number of well‐controlled studies of medications to treat neuropsychiatric symptoms in PDD and
LBD is limited. However, those studies that have been conducted provide useful information.
Medications that have been studied include cholinesterase inhibitors, memantine, and atypical
antipsychotics. Evidence suggests that cholinesterase inhibitors, specifically rivastigmine, might lessen
hallucinations and improve attention in some patients. Memantine appears to benefit global disease
severity, but its effect on neuropsychiatric symptoms is unclear. Antipsychotics pose significant risks,
and the few studies that have been conducted do not support their use in PDD and LBD.
Cholinesterase Inhibitors: Cholinesterase inhibitors have been studied to treat neuropsychiatric
symptoms in PDD and LBD. Several small randomized placebo‐controlled trials of donepezil in PDD
showed no benefit on psychiatric symptoms. However, these studies included only people with minimal
psychiatric symptoms at baseline [Weintraub and Hurtig 2007]. One large placebo‐controlled 24‐week
study of rivastigmine in 541 patients with PDD was more positive. The rivastigmine group was less likely
to report hallucinations as an adverse event [Emre et al. 2004, Weintraub and Hurtig 2007]. A follow‐up
analysis suggested that rivastigmine provided the greatest benefit for patients with hallucinations at
baseline [Burn et al. 2006, Weintraub and Hurtig 2007]. This evidence complements case reports and
observations of clinicians suggesting that cholinesterase inhibitors may reduce psychosis in PDD
[Weintraub and Hurtig 2007]. Side effects of rivastigmine included nausea, vomiting, tremor, anorexia
and dizziness. Movement symptoms overall did not differ between groups [Emre et al. 2004, Weintraub
and Hurtig 2007].
Another randomized controlled 24‐week trial compared donepezil to placebo in 550 patients with PDD
[Dubois et al. 2009, Ballard et al. 2011]. The donepezil group performed better than the placebo group
on one cognitive test but not another. The overall clinician‐rated severity scores favored donepezil, but
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measures of activities of daily living and neuropsychiatric symptoms showed no difference from
placebo. The benefit of donepezil is unclear from these data. It is notable that syncope and carotid
sinus hypersensitivity leading to falls has been observed with donepezil [McLaren et al. 2003]. This may
be a particular concern in PDD and LBD, since autonomic dysfunction is common. It is unclear whether
cholinesterase inhibitors differ in their likelihood of inducing autonomic dysfunction [Ballard et al. 2011].
One randomized placebo‐controlled trial evaluated rivastigmine in 120 patients with LBD [McKeith et al.
2000]. A composite neuropsychiatric symptom scale showed greater improvements with rivastigmine
compared to placebo, though subscale scores for psychotic symptoms were not reported.
Hallucinations at baseline did predict improvements in attention with rivastigmine treatment, however
[McKeith et al. 2004]. Side effects included nausea, vomiting, anorexia, and somnolence. No difference
in movement symptoms between groups was observed [McKeith et al. 2000, Weintraub and Hurtig
2007].
Overall the strongest data support the use of cholinesterase inhibitors in PDD or LBD, particularly those
patients with hallucinations. The best evidence is for rivastigmine. The most common side effects are
gastrointestinal, but cardiovascular effects leading to falls are also a concern.
Memantine: Memantine appears to have some benefit in PDD and LBD, and is well‐tolerated. However,
it is unclear whether it provides benefit for neuropsychiatric symptoms.
Memantine has been studied in 3 randomized placebo‐controlled trials in people with PDD or LBD,
ranging in size from 25 to 195 participants [Ballard et al. 2011]. All 3 studies allowed people with either
a PDD or LBD diagnosis to participate. The smallest study showed that memantine was well‐tolerated,
and there was a trend towards better global outcomes with memantine [Leroi et al. 2009]. The 2 larger
trials, both 24 weeks in duration, showed global improvements with memantine. In one, the
memantine group showed improvement in neuropsychiatric symptoms but not cognition. In the other,
the memantine group showed improvement in cognition but not neuropsychiatric symptoms. The
studies also differed in whether people with PDD or LBD improved to a greater extent [Ballard et al.
2011]. Given the similarities in the pathophysiology and symptoms of these disorders, any observed
difference in people classified as one or the other may be irrelevant. A secondary analysis of one study
suggested that sleep improved in the memantine group, which has been suggested as a possible
explanation for the global improvement observed with the drug [Ballard et al. 2011].
Overall, these studies suggest that memantine may benefit people with PDD or LBD, but they are
inconclusive regarding any benefit for neuropsychiatric symptoms. Side effect rates were similar with
memantine and placebo in all studies, suggesting that it is well‐tolerated [Ballard et al. 2011].
Antipsychotics: The risks of antipsychotics in people with PDD or LBD cannot be overemphasized.
Exacerbation of movement symptoms is a likely result of antipsychotic use, and in the worst cases
severe reactions such as neuroleptic malignant syndrome (NMS) may be deadly. Cognitive problems
may also result from antipsychotic use.
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Quetiapine and clozapine have the lowest risk of extrapyramidal movement side effects. This is very
likely because they rapidly dissociate from dopamine receptors [Seeman and Tallerico 1999]. They have
thus been recommended as the antipsychotics of choice for psychosis in Parkinson’s disease, and are
sometimes used at very low doses to treat psychosis in this disorder [Weintraub and Hurtig 2007].
However, only one placebo‐controlled study in PDD has evaluated an antipsychotic in PDD or LBD. Low‐
dose quetiapine was tested in patients with PDD, LBD, or Alzheimer’s disease with parkinsonism and no
benefit was seen [Kurlan et al. 2007, Weintraub and Hurtig 2007]. Other studies in people with
Parkinson’s disease and psychosis related to dopaminergic drugs have supported the efficacy of low‐
dose clozapine, but its impact when dementia is present is unclear [Weintraub and Hurtig 2007]. In
addition, even clozapine has caused NMS in some patients with PDD or LBD [Ballard et al. 2011].
Clozapine is highly anticholinergic, and quetiapine has a highly anticholinergic active metabolite
[Seroquel XR prescribing information, Young et al. 1998]. Thus, there may be a risk of cognitive
worsening in PDD and LBD since anticholinergics can impair cognition [Cancelli et al. 2009]. Use of
clozapine is also complicated by the need for frequent blood draws to monitor for drops in white blood
cell counts.
Overall, evidence suggests that antipsychotics should usually be avoided in PDD and LBD because of
their substantial risks and questionable efficacy. Lowering the dose of dopamine agonists or other
movement symptom treatments is recommended as a first option to treat psychosis. If an antipsychotic
is deemed necessary for an extreme case, very low dose quetiapine or clozapine are probably better
options than other antipsychotics because of the lower risk of movement side effects with these drugs.
However, extreme caution and careful monitoring for adverse effects is needed.
Renal Impairment
Product labeling recommends caution and slow titration if risperidone is given to people with renal
impairment. This is largely because it has an active metabolite that is eliminated by the kidneys (9‐OH‐
risperidone, also marketed as paliperidone or Invega®). Product labels of other antipsychotics described
in the pocket guides do not recommend dose changes in renal impairment.
In dementia, antipsychotics should be started at low doses and titrated slowly regardless of whether
renal function is impaired. However, it is important to recognize that it will take longer to reach
maximum steady state levels of risperidone and its active metabolite when renal function is impaired.
Hepatic Impairment
Product labeling recommends caution, slow titration, and possibly lower doses of olanzapine,
quetiapine, and risperidone when used in people with hepatic impairment. All five antipsychotics
highlighted in our tools are metabolized by the liver, so it is wise to use caution with all of them and
generally titrate doses more slowly in people with severe liver problems.
Monitoring for Antipsychotic Response
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The most important tip for monitoring for response is to be as specific and objective as possible when
documenting problem behaviors or psychotic symptoms. A number of behavioral monitoring tools are
available for this purpose. “Agitation” is not a good description of a behavior, for example, while
"hitting," "kicking," or "biting" is more specific. The circumstances surrounding behaviors are also
important to describe in documentation, since these may provide clues on what is triggering the
behavior. With objective documentation, it’s possible to create charts to describe changes in behaviors
over time. If behaviors lessened in severity and frequency after starting an antipsychotic, the drug may
have been effective.
It is also important to keep in mind that behaviors change over time with or without drug treatment. If
behaviors have been manageable for a while, it is very reasonable to reduce the dose or discontinue the
antipsychotic to see if it’s actually necessary. While nursing home guidelines require documentation of
dose reductions or reasons for not reducing the dose every six months, some experts recommend using
time‐limited trials of antipsychotics and reducing the dose or discontinuing after only one or two
months of treatment to determine if the drug is necessary. Studies of antipsychotic discontinuation in
dementia have shown that many people do not get worse when the antipsychotic is removed, and some
actually get better [Thapa et al. 1994, Ballard et al. 2008, Ballard et al. 2011]. Long‐term follow‐up of
one antipsychotic discontinuation trial showed a higher risk of death in people who continued their
antipsychotic (mostly risperidone and haloperidol) compared to those randomized to placebo [Ballard et
al. 2008, Ballard et al. 2011]. In addition, there were no differences in symptoms between groups after
randomization to antipsychotic discontinuation, suggesting that most were not benefiting from
continued antipsychotic use. However, there was some suggestion that those with higher levels of
neuropsychiatric symptoms at baseline may have benefited from continued treatment [Ballard et al.
2008].
Monitoring for Antipsychotic Adverse Effects
Antipsychotics can cause a multitude of adverse effects. Some of the most catastrophic adverse effects
of antipsychotics include falls leading to fracture, stroke, arrhythmias, neuroleptic malignant syndrome,
and death. Other adverse effects include extrapyramidal movement side effects, sedation, confusion or
worsened cognition, worsening psychotic symptoms, orthostatic hypotension, edema, weight gain,
hyperglycemia or diabetes, triglyceride increases, and urinary problems such as urinary tract infection,
incontinence, or urinary retention.
Monitoring for many of these adverse effects should occur through carefully observing the patient. Any
significant change in health status or new symptom should prompt a more thorough evaluation.
Adverse effects such as orthostatic hypotension, other changes in blood pressure, weight gain, and
changes in blood sugar or lipids can be monitored objectively. The recommendations on the pocket
guides for glucose and lipid monitoring are based on an expert consensus panel’s recommendations for
people receiving atypical antipsychotics [American Diabetes Association et al. 2004]. They were not
developed specifically for people with dementia who receive these drugs, so providers should use their
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judgment on whether exceptions should be made. Often people with dementia suffer from weight loss,
so weight gain is not always an undesirable effect [Smith and Greenwood 2008]. Hunger induced by
some antipsychotics could conceivably result in agitation in some patients, however [Balt et al. 2011].
Other objective monitoring recommendations are based on the time of onset of the adverse effect, as‐
needed assessments, and standard assessment schedules for nursing home residents.
Some adverse effects can be evaluated using rating scales. For example, the Abnormal Involuntary
Movement Scale is the most commonly used scale to assess tardive dyskinesia, a late onset movement
side effect that can be permanent. It should be administered at baseline and every six months in people
receiving antipsychotics, and also if any new abnormal movements are noted.
Antipsychotics can prolong the QTc interval in a dose‐dependent manner, which may contribute to
arrhythmias and sudden death. While a baseline electrocardiogram (ECG) is often recommended for
people receiving antipsychotics, it is not always done since it is impractical for some settings and
patients. Providers should especially consider monitoring ECGs in people with known cardiovascular
disease, a history or family history of syncope, electrolyte disturbances, or who are receiving other drugs
that prolong the QT interval [Gupta et al. 2007, Vieweg et al. 2009]. A list of drugs that prolong the QT
interval can be found at http://www.azcert.org/medical‐pros/drug‐lists/bycategory.cfm.
Recommendations for monitoring for antipsychotic side effects can be found in Tables 4 and 5,
excerpted from the pocket guides. Note that the Table 4 is meant for clinicians. Table 5 is meant for
direct care providers with less training on health conditions and medication side effects. It provides
more details of specific observations that should prompt them to contact a clinician or prescriber to
further evaluate a sign or symptom.
Table 4: Monitoring for Antipsychotic Side Effects: Clinician Table
Other possible adverse effects include: falls, constipation, urinary tract infection, urinary incontinence or
retention, stroke, arrhythmias, and neuroleptic malignant syndrome.
Side Effect

Monitoring

Movement Side Effects

Observation for tremor, gait changes, difficulty swallowing, signs of
parkinsonism, restlessness (akathisia), unusual movements (tardive
dyskinesia).
Abnormal Involuntary Movement Scale (AIMS) at baseline, every 6
months, or if movement side effects are suspected.

Central Nervous System
Sedation
Confusion, delirium, or
other cognitive
worsening
Psychotic symptoms

Observation, sedation scale if needed.
Observation for mental status or behavior changes.
Delirium screening tool, e.g., CAM (Confusion Assessment Method) if
delirium is suspected.
Observation for worsening symptoms.
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Cardiovascular / Metabolic
Orthostatic
Observation for signs of dizziness or falls.
hypotension
Orthostatic blood pressure (if feasible). Monthly, or if signs of
dizziness occur. More frequent on initiation or after dose increase.
Edema
Weight gain
Hyperglycemia /
Diabetes
Triglyceride ↑

Observation for swelling of extremities.
Monthly weight. Consider weekly for 1 month if overweight. Watch
for increased appetite.
Blood glucose at baseline, 3 & 6 months, then q6 months. Also PRN
symptoms or mental status change. Monitor symptoms: increased
thirst, urination, hunger, weakness.
Fasting blood lipid panel at baseline, 3 & 6 months, then q6 months.
Especially if patient has cardiovascular risk factors: e.g., obesity,
diabetes, hyperlipidemia.

Table 5: Monitoring for Antipsychotic Side Effects: Direct Care Provider Table
Side Effect
Report to RN or prescriber if these problems occur
Movement Side Effects

Tremors, tight muscles, changes in walking or falls, abnormal
movements like face or eye twitching, drooling.

Central Nervous System
Sedation

Sleepiness, slow to respond, hard to wake up.

Confusion, delirium, or
other cognitive
worsening

Worsening mental status compared to normal. Seems more
confused; sedated or agitated; worsened communication abilities;
problems paying attention; slower movements or speech. These
may be a sign of a serious medical illness or a drug side effect.

Worsening psychotic
symptoms (delusions or
hallucinations)

Hallucinations: seeing, hearing, smelling, tasting, or feeling things
that aren’t there. Delusions: false fixed beliefs that a person holds
in spite of evidence they aren’t true. Antipsychotics usually lessen
these symptoms, but sometimes make them worse.

Cardiovascular / Metabolic
Rapid drop in blood
pressure on standing

Signs of dizziness or falls. Check an orthostatic blood pressure by
checking the blood pressure when lying down and then again shortly
after standing. Drugs sometimes cause an unwanted drop in blood
pressure.

Swelling

Swelling is most common in the legs and ankles, but can occur in
other places.
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Weight gain

Big increases in appetite. Hungry even after eating. Unwanted
increases in weight.

High blood sugar

Confusion, increased thirst, frequent urination, unusual tiredness,
blurred vision. Blood sugar can be checked to see if this might be
the cause of these symptoms.

Urinary Symptoms

Changes in frequency—increased, or decreased with urinary
retention. Worsened incontinence. Pain on urination. May be
infection or drug‐related problem.

Constipation

Fewer bowel movements. Hard stools. Poor appetite. Gut pain or
distention.

Other Options for Drug Therapy to Manage Problem Behaviors or Psychosis
Many drug therapies have been studied for the treatment of problem behaviors and psychosis in
dementia. Few have been shown to be effective when studied in randomized controlled trials, the study
design that provides the strongest evidence. This section summarizes evidence for several treatment
options that have been historically used in clinical practice. It is notable that most are not
recommended given currently available data, while evidence is mixed on others such as antidepressants.
A pain control algorithm even in the absence of an identified source of pain was also effective in a
recent trial. This evidence applies mostly to Alzheimer’s disease, and in some cases to mixed or vascular
dementia. Evidence on treatment of frontotemporal dementia, Parkinson’s disease dementia, and Lewy
body dementia is discussed under the Guidance for Special Populations section on page 9 of this review.
Pain Control
Uncontrolled pain can contribute to behavioral and psychiatric symptoms in people with dementia
[Tosato et al. 2011]. People with dementia can have difficulty communicating about their pain, so
agitation may sometimes reflect uncontrolled pain. A recent cluster randomized trial using a stepwise
pain medication protocol and staff training to improve management of pain found that this reduced
agitation in nursing home residents with dementia. It is important to note that these patients were not
selected because they were known to be in pain, but rather because they had shown symptoms of
agitation for at least a week. The treatment steps and percent of the intervention group receiving them
included: step 1—acetaminophen (68%), step 2—oral morphine (2%), step 3—buprenorphine
transdermal patch (23%), and step 4—pregabalin (7%). This intervention was effective in reducing
agitation in the 8‐week trial. Agitation worsened in the 4 weeks after the intervention was
discontinued, providing further support that the intervention was effective. Activities of daily living
measures and cognition were similar between groups [Husebo et al. 2011].
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While factors such as staff training need to be considered when interpreting these results, they support
the effectiveness of pain management for reducing agitation. The majority of patients in the
intervention group received only acetaminophen, a relatively safe medication at appropriate doses.
Therefore, acetaminophen may be considered a first‐line treatment for agitation without a known
cause. Other pain medications should also be considered if the patient shows signs and symptoms
consistent with poorly controlled pain.
Anticonvulsants
Valproate (Depakote®) and carbamazepine (Tegretol®) have been studied to treat agitated behaviors in
dementia in randomized controlled trials. Valproate has consistently been found to be ineffective
[Lonergan and Luxenberg 2009]. In the most recent and largest study to date, it was found to be
ineffective and harmful [Tariot et al. 2011]. The group receiving valproate showed a more rapid
cognitive decline than those receiving placebo. The hippocampus, an area of the brain related to
memory, also reduced in volume to a greater extent in the valproate group compared to placebo
[Fleisher et al. 2011]. Thus, it is possible that valproate accelerates brain damage in dementia. Other
noteworthy side effects of valproate include movement disorders (e.g., tremor and gait disturbances),
sedation, diarrhea, and weakness [Tariot et al. 2011]. Given the available evidence, we recommend
against the use of valproate.
The little evidence regarding the effectiveness of carbamazepine for agitation or aggression in dementia
has been mixed [Sink et al. 2005, Konovalov et al. 2008]. Many clinicians do not use it because of side
effects. Drug interactions are also problematic. Early side effects of carbamazepine include ataxia,
cognitive impairment, sedation, and nausea. Many of these side effects decrease after time on the
drug, but tolerability remains a concern, especially since studies in older people with dementia have not
characterized long‐term safety and tolerability. In addition, carbamazepine is a strong inducer of
cytochrome P450 enzymes 2C19 and 3A4, which are important to the metabolism of many drugs. Use
of carbamazepine requires careful attention to these drug interactions and their effect on other drug
therapies received by the patient. It is difficult to recommend carbamazepine as a first‐line medication
given the limited evidence and concerns about adverse effects, though it might be a reasonable option
to try for some patients with close monitoring for adverse effects and drug interactions.
Antidepressants
Antidepressants have been studied for both agitation and depression in people with dementia. The bulk
of the evidence suggests that they are not very effective, if at all, for treating depression in people with
dementia [Bains et al. 2002]. Limited and inconsistent evidence suggests certain antidepressants may
reduce agitation and psychosis in people with dementia [Seitz et al. 2011].
Depression: Randomized controlled trials have evaluated sertraline (Zoloft®), a selective serotonin
reuptake inhibitor (SSRI), for depression in dementia. The largest found no benefit [Rosenberg et al.
2010]. Some believe that an earlier trial showed small positive effects because the inclusion criteria
were stricter and captured more severe depression. A key difference was that the earlier trial required
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a one‐week placebo run‐in period to confirm that depression was persistent (i.e., both groups get
placebo and people who respond are excluded thereafter so that only more persistent depression is
included) [Lyketsos et al. 2003]. Mood often fluctuates in dementia, so a person may look depressed at
one time point but shift to a better mood with time and positive interactions. Another proposed
explanation was that caregivers were provided training and support in the more recent trial in which
sertraline was no more effective than placebo. Both the sertraline and placebo groups showed
improvement, suggesting that caregiver training and support may be more important than the
medication in improving depressive symptoms for people with dementia [Lyketsos 2010]. Despite the
mixed evidence, it may be reasonable to consider an SSRI for more severe and persistent cases of
depression in people with dementia. However, the possibility needs to be considered that the presence
of dementia limits the effectiveness of these treatments, even though they are often effective in people
without dementia and may be modestly effective even in the context of dementia.
More common side effects of SSRIs include headache and gastrointestinal disturbances such as diarrhea
or nausea. Hyponatremia (low sodium levels) due to syndrome of inappropriate antidiuretic hormone
secretion is another side effect to be aware of in older people. This can lead to confusion or delirium,
irritability, fatigue, headache, gastrointestinal symptoms, and other symptoms. SSRIs may also increase
the risk of falls, bleeding (e.g., GI bleeds), parkinsonism, and akathisia (restlessness), among other less
common side effects [Murphy et al. 2008, Spigset 1999, Jacob and Spinler 2006].
Agitation and Psychosis: Some randomized controlled trials suggest certain antidepressants may
produce slight reductions in agitation and psychotic symptoms compared to placebo, but the evidence is
mixed and most studies were relatively small. Therefore additional research is recommended by the
authors of a systematic review on the topic [Seitz et al. 2011]. Notably, a large randomized controlled
trial that found citalopram was effective for reducing agitation in Alzheimer’s disease was published
after this systematic review [Porsteinsson et al 2014].
SSRIs: Studies of sertraline (Zoloft®) and citalopram (Celexa®), another SSRI, showed slight reductions in
agitation and psychotic symptoms with these drugs compared to placebo. Combined analysis of all
studies of SSRIs versus placebo also showed some benefit in a 2011 systematic review, though this
finding was mostly due to one large study. Not all studies showed advantages of SSRIs over placebo.
Citalopram had similar efficacy to risperidone, an atypical antipsychotic, in one study, with fewer
adverse events. Three studies that compared SSRIs to conventional antipsychotics (haloperidol—2
studies, perphenazine—1 study) did not show statistically significant differences between the SSRIs and
antipsychotics, even when the studies were combined and analyzed in a meta‐analysis. It is likely that
the small sample sizes in these studies may have kept them from identifying differences in safety and
efficacy [Seitz et al. 2011]. More recently, a 9‐week trial comparing citalopram 10‐30 mg to placebo as
adjuncts to a psychosocial intervention in patients with Alzheimer’s disease and clinically significant
agitation was reported. Citalopram treatment resulted in greater improvements in several rating scales
relative to placebo, as well as reduced caregiver distress. The improvements were similar to those
observed in trials of atypical antipsychotics. Risks were identified however. In addition to typical adverse
effects of SSRIs, the citalopram group had about a 1 point greater decline on Mini Mental State
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Examination scores. Clinically significant QT interval prolongation was observed in the citalopram group,
suggesting that the target dose of 30 mg was too high for this population [Porsteinsson et al 2014]. This
may result in arrhythmias and sudden death in at‐risk patients. A U.S. Food and Drug Administration
advisory warned of this effect and recommends a maximum daily dose of 20 mg/day in older adults
because of it [FDA 2012]. Overall, there is some evidence that citalopram or sertraline might reduce
agitation or psychosis. Given the side effects of antipsychotics, it is reasonable to consider citalopram or
sertraline as treatment options prior to using an antipsychotic. However, caution is especially warranted
with citalopram because of the documented risks of worsened cognitive impairment and QT interval
prolongation. An electrocardiogram may be advisable before and after initiation of citalopram
treatment to help ensure cardiac safety, particularly in at‐risk patients with cardiac disease or
electrolyte disturbances, and doses should be minimized to avoid adverse effects.
Trazodone: Trazodone has also been studied in people with dementia and agitation or psychosis in
randomized controlled trials. It is sometimes used for its sedative properties, which some think may be
helpful in calming an agitated person. Occasionally prescribers use small doses (e.g., 25 mg) multiple
times a day for the sedative effects. As far as evidence, one study compared trazodone to placebo and
found no differences in efficacy or tolerability. Two studies compared trazodone to haloperidol, and
also found no statistically significant differences in efficacy or tolerability. It is notable that all of these
studies were small, which limits their ability to identify differences between treatments. Overall, the
evidence on trazodone for treatment of agitation or psychosis is inconclusive, so it is difficult to make a
strong recommendation for or against its use. Possible side effects to consider include orthostatic
hypotension, falls, and over‐sedation, among others [Seitz et al. 2011].
Benzodiazepines
Benzodiazepines are generally not recommended for use in dementia. Case reports and other evidence
suggest their use can worsen confusion and increase risk of falls. Cases of paradoxically increased
agitation have also been observed in dementia, which may be due to disinhibition related to intoxication
by these drugs. Generally, benzodiazepines worsen cognition and should be avoided. Expert consensus
recommendations reinforce this position. The occasional use of benzodiazepines for acute anxiety may
be acceptable, but they should not be used long‐term [Sink et al. 2005]. In particular, long‐acting
benzodiazepines such as clonazepam and diazepam have a greater likelihood of inducing adverse events
such as falls in the elderly than short‐acting benzodiazepines. The duration of action is essentially
equivalent to the duration of risk with benzodiazepines, and long‐acting benzodiazepines may
accumulate over time and cause excessive sedation.
Cholinesterase Inhibitors
Most studies of cholinesterase inhibitors for dementia have not been designed to address their effects
on neuropsychiatric symptoms, such as problem behaviors and psychosis. Small benefits have been
seen in some trials and a meta‐analysis comparing the effect of these drugs and placebo on
neuropsychiatric symptoms. The differences were small and not likely to be clinically significant. In
addition, studies that have examined these drugs specifically for patients with neuropsychiatric

189

symptoms have shown no benefit. Therefore, these drugs are not recommended specifically to treat
problem behaviors or psychosis in dementia [Sink et al. 2005]. Lewy body dementia or Parkinson’s
disease dementia are exceptions, since cholinesterase inhibitors appear to reduce fluctuations in
consciousness and hallucinations in some patients [Ballard et al. 2011, Ballard et al. 2009].
Memantine
Similar to cholinesterase inhibitors, most studies of memantine did not use the drug specifically to
target problem behaviors or psychosis. Two studies in people with moderate to severe Alzheimer’s
disease that examined neuropsychiatric symptoms as secondary outcomes had differing results. One
found no difference between memantine and placebo. The other showed a slight worsening of
symptoms in the placebo group and no significant change in the memantine group, but this difference
was small and of questionable clinical significance. Thus, there does not appear to be an important
benefit of memantine on these symptoms. Based on these data, the decision to use or not use
memantine should probably not be driven by the presence of problem behaviors or psychosis [Sink et al.
2005].
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Algoritmo para el Tratamiento de Síntomas Psicológicos y Conductuales en la Demencia
(Problemas de la Conducta y Psicosis): Evaluación y Tratamiento No-Farmacológico
Paso 1. Evalúe y Trate las Causas y Factores Coadyuvantes
En la demencia ocurren muchos síntomas psicológicos y de conducta. Los diversos síntomas
deben ser evaluados y tratados individualmente. El uso de escalas estandarizadas para medir la
conducta es frecuentemente útil para cuantificar los síntomas y para distinguir un grupo de
problemas de otro.
Describa la conducta. El primer paso es identificar y describir un sólo problema de conducta,
aquel que es el objetivo del cuidado y la preocupación. Entender los factores que pueden causar
o contribuir al problema del comportamiento es esencial. Describa la frecuencia, duración,
intensidad y características de cada problema de conducta. Observe cuándo ocurre el problema,
cuánto dura, quién está presente, qué están haciendo, y que más está sucediendo en el entorno
inmediato.
Una vez que la conducta ha sido ampliamente descrita, evalúe los posibles antecedentes o
detonantes. Las necesidades insatisfechas son causas comunes de problemas de la conducta en
la demencia. Piense sobre las posibles necesidades de la persona con demencia y cómo éstas
pueden contribuir a la conducta problemática observada. Recuerde que los factores que
contribuyen frecuentemente interactúan; es decir más de un problema puede causar la conducta
en cuestión. Por ejemplo, la persona con demencia puede poner resistencia durante el baño a
causa de sentir dolor cuando se mueve, pero también puede sentir vergüenza a la desnudez,
resentimiento al ser tocada, y sentir frío por la temperatura de la habitación. Las respuestas a las
conductas pueden también actuar como detonantes. Por ejemplo, corregir las ideas equivocadas
(“Usted vive aquí ahora, esa no es su habitación”; “Sus padres están muertos”) puede contribuir a
problemas de la conducta.
Es importante evaluar cuatro categorías principales de antecedentes o detonantes de la conducta
problemática:
•

Revise los problemas o necesidades físicas que puedan contribuir.
 ¿Está el dolor o incomodidad física causando que la persona actúe o responda de
forma negativa? (p.ej., dolor al moverse para vestirse o bañarse; malestar debido
al estreñimiento y/o incontinencia)
 ¿Contribuyen los déficits sensoriales no corregidos (visión y/o audición) a
malinterpretar los objetos, eventos o interacciones? Asegúrese que la persona se
ponga las gafas, si las necesita, que sus aparatos para la sordera estén funcionando
y que no tenga acumulación de cera en los oídos que le dificulte oír.
 ¿Están las alteraciones del sueño causándole fatiga lo que a su vez conlleva
irritabilidad?
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 ¿Hay nuevos problemas de salud física como una enfermedad, una infección,
deshidratación, deficiencias nutricionales o efectos secundarios del medicamento
que estén causando el delirium (confusión aguda)?

•

Considere las necesidades psicológicas de la persona.
 ¿Es la conducta el resultado del aburrimiento y de no tener nada interesante qué
hacer?
 ¿Está la persona sola y deseosa de contacto físico y social con los demás?
 ¿Tiene la persona miedo o está preocupada de lo que pasa a su alrededor (temor,
tal vez, de no comprender)?
 ¿Hay oportunidades de interactuar de forma positiva con otros?

•

Piense cuidadosamente en el ambiente físico y social.
 ¿Son los niveles de ruido y la estimulación abrumadores para la persona?
 ¿Está la luz baja o la escasa iluminación contribuyendo a la malinterpretación de
objetos o eventos?
 ¿Están las personas a cargo del cuidado del paciente acercándosele de una manera
que asusta, confunde, o abruma a la persona?
 ¿Están las expectativas de conducta, dentro de las rutinas de la institución, en
concordancia con el nivel actual de las habilidades y hábitos de toda la vida de la
persona?
 ¿”Entiende” la persona su nuevo entorno?

•

Evalúe los problemas psiquiátricos que ocurren con la demencia.
 ¿Es la depresión la causa de la apatía, indiferencia, irritabilidad u otros problemas
relacionados con la conducta?
 ¿Son el miedo, la aprensión o preocupación excesiva resultado de la ansiedad?
 ¿Son las creencias erróneas realmente delirios (es decir, síntomas psicóticos) o
está la persona falseando los eventos u objetos?
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 Al igual que con la enfermedad física, ¿está el delirium (confusión aguda)
causando síntomas adicionales que se resolverían si el problema de salud fuera
tratado/resuelto? Consulte la revisión de una base de evidencias sobre la
Evaluación y Tratamiento del Delirium para más detalles.

Evaluar los nuevos problemas físicos de salud (p. ej., infección, deshidratación, etc.) es
particularmente importante en el contexto de múltiples condiciones médicas crónicas o de
polifarmacia sustancial. Un enfoque sistemático puede incluir, en primer lugar, evaluar los
signos vitales, la glucosa en la sangre y la orina. Otros análisis de laboratorio como un conteo
sanguíneo completo y de electrolitos (el sodio, el potasio, el nitrógeno ureico en la sangre y la
creatinina) puede ayudar a identificar una infección, una anemia y deshidratación. Dependiendo
de la historia clínica, una tomografía computarizada de la cabeza puede estar indicada si se trata
de una cuestión tal como una caída o lesión en la cabeza; y una medida de la saturación de
oxígeno con un oxímetro de pulso puede ayudar a detectar la hipoventilación de una enfermedad
pulmonar que puede afectar negativamente la lucidez mental y el comportamiento. Otras
medidas útiles pueden incluir una radiografía de tórax y un electrocardiograma, dependiendo de
los síntomas clínicos observados y las historias clínicas individuales.
Reducir o eliminar los factores desencadenantes es esencial. Cada detonante o antecedente
debe ser atendido para asegurarse que las necesidades de la persona se hayan cumplido, lo que a
menudo requiere la cooperación entre los responsables del centro de cuidados y las personas que
cuidan directamente de la persona. Algunos ajustes son relativamente simples, como ofrecer
alimentos para reducir el riesgo de conductas agresivas tales como ir a las habitaciones de otras
personas en busca de algo para comer. Hacer ajustes en la rutina de cuidados diarios que se
ajusten a las necesidades de la persona puede requerir hacer "malabarismos" con las
responsabilidades, como ofrecer periodos cortos de descanso durante el día con el fin de reducir
la confusión (síndrome del crepúsculo o del atardecer) vespertina. Otros ajustes requieren el
trabajo en equipo y la cooperación entre las diferentes disciplinas, como asegurarse de que el
personal de enfermería vespertino tenga actividades para realizar, distraer, y calmar a los
residentes después de que el personal de actividades se haya ido.
Si el problema persiste después de que los comportamientos desencadenantes han sido tratados,
el siguiente paso es usar una intervención no-farmacológica - un enfoque psicosocial, terapia o
actividad que no implique fármacos. La elección de una intervención no-farmacológica se
basa en las capacidades retenidas de la persona, sus preferencias y recursos. Evalúe los
siguientes factores para ayudar a seleccionar e individualizar una intervención nofarmacológica, ajustándose así a las necesidades de la persona en ese momento:

•

Nivel cognitivo: ¿Qué tanto déficit presenta la persona? ¿Qué habilidades ha retenido?
Tal vez sea necesario simplificar las actividades para tener mejores resultados con los
que presentan mayor déficit.
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•

•

•

•

Funcionamiento Físico: ¿Qué otros problemas de salud tiene la persona? ¿Qué puede
hacer sola? ¿Qué puede hacer con ayuda? ¿Qué aparatos de asistencia necesita para llevar
a cabo, con éxito, la actividad (gafas, aparatos auditivos, andadores ortopédicos, sillas de
ruedas)? ¿Es el dolor un factor?
Características de toda la vida: ¿Qué sabe de esta persona? ¿Cuáles son sus
características permanentes? ¿Qué métodos utiliza para hacerle frente a las cosas? ¿Qué
opciones de vida y experiencias tiene? ¿Cuáles son sus intereses personales, de
esparcimiento y de trabajo? ¿Qué puede construir a partir de éstos? ¿Qué debe evitar?
Rutinas preferidas: ¿Qué hacía la persona regularmente durante toda su vida? ¿Qué
rutinas diarias deben tomarse en cuenta a la hora de implementar la intervención? (p.ej.,
comer, dormir, descansar, actividades, socialización) que pueda guiar la selección y los
horarios de la intervención)
Recursos: ¿Qué recursos personales, familiares o de instalaciones tiene la persona?
Considere los recursos financieros, sociales, interpersonales y físicos que puedan facilitar
o impedir una intervención no-farmacológica.


Paso 2. Seleccione y Aplique las Intervenciones No-Farmacológicas
Una vez que usted tiene una buena comprensión de la habilidad de la persona, preferencias y
características, piense, de nuevo, en el tipo de problema de comportamiento a tratarse. Las
intervenciones se dividen en tres categorías principales: a) cambio de enfoques de las personas
encargadas del cuidado; b) cambio del entorno físico o social; y c) utilización de una
intervención no-farmacológica personalizada para la persona con demencia. Estas categorías de
intervenciones a menudo se superponen y se utilizan al mismo tiempo. Muchos de los
mismos principios sobre el cuidado descritos en "Ajuste de enfoques de los encargados del
cuidado" y "Cambios del entorno físico y social" son también parte de una intervención
individualizada. Los resultados óptimos, a menudo, se basan en hacer varias cosas a la vez.

Ajuste de enfoques de los encargados del cuidado. La capacitación para la demencia y las
actividades de formación y desarrollo del personal, son esenciales para ayudar a los encargados
del cuidado diario a comprender cómo pueden cambiar lo que ELLOS hacen para obtener
resultados diferentes. Aparentemente, hacer "simples" ajustes en los estilos de comunicación, la
atención dada y las rutinas diarias suele resultar en GRANDES cambios en el comportamiento.
Las principales ideas son simplificar las tareas y la comunicación, usar los antecedentes de la
persona como una guía, y evitar "confrontar" a la persona con lo que no puede recordar. Romper
las tareas e instrucciones en pasos "factibles", utilizando señales verbales y físicas, y aceptar las
"creencias erradas" como reales para la persona (validación vs. orientación de la realidad) puede
generar una gran diferencia.
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La capacitación del personal para poder utilizar enfoques múltiples para el tratamiento de la
demencia (p.ej., la comunicación, el cuidado diario, la atención a las necesidades insatisfechas)
es consistentemente asociada con niveles más bajos de problemas de conducta. Una gran
variedad de programas de capacitación de la demencia están disponibles a muy bajo costo o
gratuitamente y debe ser parte del desarrollo constante del personal, de la capacitación, y de los
programas educativos en todos los ámbitos relacionados con el cuidado de la demencia.
Cambios al entorno físico y social. Reducir el riesgo de problemas del comportamiento,
frecuentemente depende de cambios hechos al medio ambiente de la persona que sufre de
demencia. Al igual que los enfoques de los encargados del cuidado del paciente, simplificar el
mundo que rodea a la persona frecuentemente no requiere de gran inversión y bien vale la pena.
Un primer paso importante consiste en reducir la malinterpretación de los eventos de la vida real
o los objetos, pensando cuidadosamente en cómo “ve” y percibe el mundo la persona con
demencia. Cerrar las cortinas de noche para reducir los reflejos, reducir los sistemas de
radiofonía y megafonía, reemplazar los cuadros que son malinterpretados, y escuchar la radio o
la televisión sólo en ciertas áreas comunes, son todos pasos acertados. Dividir los espacios
grandes en fragmentos más pequeños (p.ej., usando mamparas bajas o arreglos con los muebles)
y usar letreros sencillos y artículos personales (p.ej., cajas con recuerdos fuera de las
habitaciones, señalamientos con dibujos) frecuentemente promueve la función y la comodidad.
El acceso fácil a un área interesante y segura al aire libre, ayuda a satisfacer necesidades como el
ejercicio, la exploración y las actividades de esta índole.
Tener demasiadas actividades puede ser tan riesgoso como tener muy pocas. Encontrar un
balance saludable en el nivel de estimulación (número y tipo de cosas que suceden al mismo
tiempo) es, con frecuencia, un reto al que vale la pena dedicarle esfuerzo. La clave, y lo más
importante, es tener una amplia variedad de actividades individuales y en grupos pequeños
disponible siempre- durante el día, la tarde y los fines de semana, cuando el personal de
actividades no está presente. La participación en actividades significativas, cosas que la persona
con demencia disfruta y puede realizar con éxito, es un freno a las conductas problemáticas. De
igual importancia, ciertas actividades específicas, recreativas y de esparcimiento, pueden ser
utilizadas como intervención para eliminar o reducir la conducta problemática una vez ocurrida.
Como se mencionó antes, los programas de capacitación y desarrollo del personal son de
importancia crítica para la utilización de enfoques de bajo costo o gratuitos, en la prevención de
problemas de conducta en la demencia.
Seleccione e individualice las intervenciones no-farmacológicas. Otra tarea importante es
seleccionar una o más intervenciones apropiadas al problema de conducta identificado y adecuar
la intervención a las necesidades individuales de la persona. Use la información sobre el nivel
cognitivo de la persona, el funcionamiento físico, sus características, hábitos e intereses de toda
la vida, sus rutinas preferidas y los recursos para individualizar (es decir, personalizar) la
actividad seleccionada.
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Intervenciones No-Farmacológicas

Una consideración importante a la hora de revisar las intervenciones no-farmacológicas para los
problemas de la conducta en la demencia es el hecho de que muchos estudios han sido pequeños
y/o no han seguido un diseño de estudio aleatorio controlado. Como resultado, la evidencia de
apoyo de las distintas intervenciones no ha sido fuerte (o tan fuerte como la evidencia de algunos
medicamentos). Sabemos que algunas intervenciones pueden funcionar muy bien en algunos
individuos, pero no todas funcionan en todos. Los pasos principales son:
•
•
•
•

Piense en la persona y sus características, intereses y habilidades,
Piense en el problema de conducta,
Seleccione un tipo de intervención, y
PERSONALICE la intervención para la persona y sus necesidades.

Por ejemplo, el tiempo y la duración de la intervención deben ser adaptadas para alcanzar los
mejores resultados posibles. Otra consideración importante es recordar que la intervención puede
ser adaptada para que “active” o “tranquilice” dependiendo de la necesidad. Por ejemplo,
escuchar música tranquilizadora puede ayudar a una persona agitada a calmarse. En contraste,
tocar música o cantar en grupo puede ayudar a una persona introvertida o apática a participar y
ser más activa.
Hay muchas formas diferentes de categorizar las conductas problemáticas. En este algoritmo
hemos agrupado las conductas que tienden a ocurrir juntas y suelen responder bien al mismo tipo
de intervenciones. Varias intervenciones están enumeradas para cada tipo de problema de la
conducta. Las descripciones dadas son breves e intentan ofrecer una comprensión básica de la
intervención. Para utilizar la intervención con un máximo beneficio, son necesarias más lecturas
y/o capacitación para personalizar la intervención de acuerdo a las necesidades de la persona con
demencia.
Agitación e Irritabilidad: Tal vez los comportamientos más frustrantes para las personas que
cuidan de los individuos con demencia, sean la agitación e irritabilidad. En algunos casos la
agitación puede incluir golpes físicos, combatividad, aferramiento, pellizcos, escupitajos y otras
conductas que señalan que la persona está bajo un nivel de estrés severo. Las intervenciones que
calman, tranquilizan y distraen a las personas de su angustia son, frecuentemente, efectivas.
Música individualizada: Tocar la música preferida (es decir, individualizada para la persona)
puede resultar útil para reducir la agitación. La clave es conocer la música preferida de la
persona. La música puede tocarse usando audífonos o bocinas, pero es mejor utilizada en un
contexto libre de distracciones (en la habitación de la persona) y apoyado por otras actividades
tranquilizadoras (p.ej., reducción del ruido, sillón cómodo).
Ruido de fondo: El sonido de baja intensidad, lento, continuo, rítmico, monótono (comúnmente
llamado ruido blanco) puede usarse como una intervención para reducir conductas agitadas.
Algunos ejemplos serían grabaciones de arroyos de montaña, olas de mar, lluvia u otros sonidos
naturales, y ventiladores girando, el ruido del aire acondicionado u otras fuentes generadoras de
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sonido. Al igual que con la música, las intervenciones basadas en las preferencias personales son
las mejores.

Aromaterapia: El uso de fragancias selectas como lavanda y aceite esencial de Melissa, puede
tener un efecto tranquilizador. Las fragancias pueden usarse en lociones o aceites y durante el
masaje, como vaporizadores o bolsitas aromáticas (p.ej., para la almohada).
Masaje manual: Masajear las manos de la persona suavemente usando una loción puede ayudar
a reducir la aflicción.
Tacto terapéutico: El personal especializado puede usar técnicas táctiles para ayudar a calmar a
las personas con demencia.
Terapia presencial: Algunas personas con demencia responden bien a los videos o audios de la
familia o amigos que “hablan con ellos”, recordándoles o contándoles una historia de un evento
placentero. Las grabaciones se hacen generalmente en primera persona (como si la persona
estuviera en la habitación hablando con el anciano).
Estimulación multisensorial (Snoezelen): Las habitaciones especialmente diseñadas que
contienen una variedad de estímulos sensoriales (luces, colores, sonidos, texturas) pueden reducir
la agitación. El ambiente Snoezelen fue desarrollado por terapeutas holandeses, combinando dos
verbos, “snuffelen” (buscar, explorar) y “doezelen” (relajarse), que son los conceptos básicos del
enfoque.
Placeres simples: Este es un grupo de intervenciones sensomotrices que pueden emplearse
alternativamente para reducir la agitación, el aburrimiento o la pasividad. Todas pueden llevarse
a cabo por voluntarios y las instrucciones se ofrecen gratuitamente en línea. Algunos ejemplos
incluyen tapices de desarrollo sensorial, bolsos de exploración, cajas de señuelos, manguitos para
las manos, máquinas de ondas e imágenes de dominó. Los detalles de estas intervenciones
pueden encontrarse en el siguiente sitio web:
http://www.health.ny.gov/diseases/conditions/dementia/edge/interventions/simple/index.htm
Terapia con mascotas: La terapia con mascotas incluye ambos, mascotas visitantes (aquellas
que visitan a la persona pero no viven con ella) y animales entrenados que forman parte de
programas especializados de terapia.

Actividad individualizada/interacción social: Las interacciones en grupos pequeños y las
interacciones personales están estructuradas para motivar a los individuos a participar en
actividades significativas/placenteras y promover intercambios sociales positivos. Los temas y/o
actividades simples están basadas en la historia personal, intereses recreativos, y
fortalezas/limitaciones del individuo o de los miembros del grupo. Las interacciones basadas en
la cocina, jardinería, juegos, expresiones artísticas como la pintura o el recuerdo de eventos
positivos, hacen que la persona participe; y reduce los problemas de la conducta.
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Terapia de validación: Responder a ideas erróneas tales como querer volver a casa o ver a un
padre que ya ha muerto, sin confrontar o corregir a la persona, es de gran importancia para un
cuidado de alta calidad. La validación es frecuentemente llamada “mentira terapéutica”, ya que
las personas encargadas del cuidado permiten que la persona siga viviendo su realidad en lugar
de corregirla.
Actividades físicas/al aire libre: Algunos individuos se benefician del ejercicio estructurado,
como un Club de Caminatas Matutinas que queme energías de forma beneficiosa y reduzca el
riesgo de agitación o inquietud posteriores. Ejercicios en silla, Tai Chi, tetherball, y otros
programas también pueden ser útiles para reducir la agitación. El acceso a áreas al aire libre
seguras puede ser también útil, como se explica en la sección “Vagabundeo, Inquietud y
Aburrimiento”.

Resistencia al Cuidado
Los adultos mayores que son etiquetados como “agresivos” frecuentemente se resisten al
cuidado. La persona puede empujar, agarrar o golpear a la persona encargada de cuidarle cuando
ésta trata de prestarle asistencia. Empujar, agarrar, zafarse e incluso golpear son formas similares
de decir “¡Deténgase! ¡Déjeme en paz!, ¡No me toque ahí! ¡No quiero hacer esto! ¡No me gusta
esto!” Sin embargo, la pérdida del lenguaje en la demencia puede impedir que la persona se los
comunique con palabras a los encargados del cuidado. Por lo tanto, los encargados del cuidado
deben “escuchar” la conducta para entender la posible causa del problema.
Tome su tiempo, comuníquese con claridad, dé pistas: Andar de prisa y olvidarse de hablar con
la persona sobre los cuidados ofrecidos puede detonar conductas problemáticas. Hacer las cosas
con calma, dar contacto visual, y explicar paso por paso, frecuentemente ayuda. Motive a la
persona a hacer todo lo que pueda dándole pistas y asistencia limitada.
Ajuste las rutinas para adecuarlas a los hábitos arraigados: La resistencia a bañarse, a las
comidas y a otras actividades programadas, puede evitarse utilizando las rutinas arraigadas. En
lugar de forzar a la persona a ajustarse a las rutinas del centro de asistencia, planee el cuidado
centrándose en patrones que le sean familiares a la persona.
Administre analgésicos para promover la comodidad: Las enfermedades de las articulaciones
son comunes en las etapas tardías de la vida y causan dolor durante el movimiento necesario
inherente a los cuidados personales (vestirse, asearse, bañarse, acicalarse). Administrar
analgésicos nocturnos (p.m.) conforme sea necesario, antes de ofrecerle los cuidados a la
persona, puede reducir el malestar y evitar conductas problemáticas detonadas por el dolor.
Use enfoques alternos durante el baño: El baño introduce una serie de amenazas a las que la
persona con demencia puede resistirse. Tanto malestares, físicos (frío, dolor al moverse, agua en
la cara) y psicológicos (vergüenza a la desnudez, miedo al contacto con el agua) contribuyen.
Adapte la decoración del baño de tal forma que sea acogedor, hogareño y confortable. Las
comodidades efectivas incluyen la temperatura del agua y la habitación, mantas suaves cuando
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no se esté lavando y distracciones como aromas placenteros, música favorita, tener un refrigerio
y cantar con la persona.

Vagabundeo, Inquietud, Aburrimiento
Vagabundear se define a veces como caminar "inútilmente" y sin rumbo fijo. Sin embargo, el
comportamiento tiene a menudo una utilidad - reducir el aburrimiento, incrementar el ejercicio
físico o intentar volver a un lugar familiar. Entender la causa subyacente es esencial para reducir
el comportamiento. Distraerle para que no deambule (o busque salidas) e incitarle a participar en
actividades significativas son criterios fundamentales.
Estaciones de descanso en el camino: Unas estaciones de descanso atractivas, especialmente
diseñadas, dividen los pasillos muy largos u otros espacios que atraen a los individuos que gustan
de caminar de un lado a otro. Los cuadros asociados con un tema, aromas, música y muebles,
pueden distraer a aquellos que caminan para que se sienten e interactúen con el ambiente. Por
ejemplo, una escena de la naturaleza puede incluir murales de bosques, valles o vistas, plantas o
árboles artificiales, grabaciones de sonidos naturales, aromas con esencias de pino y una banca
acogedora o sillones cómodos.
Adapte el ambiente físico: Buscar una salida puede deberse al aburrimiento o a la curiosidad
(nada más qué hacer; a dónde dará esta puerta) en un intento de huida. Los colores, las texturas,
los murales, y los cuadros pueden utilizarse para disfrazar las salidas y redirigir a los individuos
con demencia a otras actividades.
Actividades físicas/al aire libre: Si el andar de un lado a otro y caminar sin rumbo fijo están
motivados por la necesidad de ejercicio, pueden cambiar ofreciendo actividades físicas
programadas, grupos de caminata y programas de ejercicio. La necesidad de actividades al aire
libre (señalada por la búsqueda de salidas) puede satisfacerse hacienda ciclismo en silla de
ruedas o estableciendo áreas protegidas para deambular, como patios y otras áreas al aire libre
que sean seguros y de fácil acceso.
Actividad individualizada/interacción social: Como se describió antes, las actividades
placenteras que son personalizadas a las necesidades individuales pueden reducir el aburrimiento
y la inquietud que provoca caminar sin rumbo fijo.
Placeres sencillos: Como se describió antes, un grupo de actividades multisensoriales llamadas
Placeres Sencillos pueden utilizarse para que participen las personas con demencia y se reduzcan
ciertas conductas como caminar de un lado a otro y sin rumbo fijo.
Vocalización Disruptiva:Las vocalizaciones problemáticas pueden incluir palabras o frases
repetitivas, palabras obscenas, poner apodos u otro uso del lenguaje que son socialmente
disruptivos. Trate a la persona que vocaliza como a una persona angustiada que posiblemente le
esté comunicando sus necesidades insatisfechas. ¿QUÉ está diciendo, CÓMO y DÓNDE? ¿Qué
significado puede tener? La distracción y participación son intervenciones clave para reducir las
vocalizaciones.
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Revise la comodidad física, la visión y el oído: La vocalización puede ser detonada por una o
más necesidades insatisfechas o una mala interpretación del ambiente. Asegurarse de estímulos
sensoriales apropiados (p.ej., ponerse las gafas, el aparato auditivo) y de la comodidad (p.ej.,
incontinencia, dolor, actividad/socialización significativa) son, a menudo, clave.
Música individualizada: Como se describió antes, la música preferida y disfrutada
personalmente puede distraer y tranquilizar a la persona, reduciendo las vocalizaciones.
Sonidos de la naturaleza: Los sonidos de la naturaleza (los murmullos de un arroyo, las olas del
océano) pueden también reducir la agitación verbal.
Actividad individualizada/Interacción social: Pasar individualmente tiempo con la persona que
vocaliza puede ayudar a distraer y ayudar a redirigir la conducta. Caminar, realizar alguna
actividad, mirar fotografías o hablar de un tema favorito, son actividades que pueden
programarse en horas de “alto riesgo” e implementarse con la ayuda de la familia y voluntarios.
Terapia presencial: Como se describió antes, simular la presencia de alguien usando
grabaciones de audio y video puede distraer a la persona, reduciendo los gritos u otras
vocalizaciones disruptivas.
Apatía/Introversión
Los individuos con demencia pueden volverse apáticos y socialmente introvertidos. Su
indiferencia y falta de atención al entorno, por lo regular no resulta en un problema para los
encargados de su cuidado. Sin embargo, su aislamiento social y falta de calidad de vida son
consecuencias comunes. Las actividades estimulantes que reavivan el interés y promueven la
participación resultan beneficiosas. Muchos de los mismos enfoques para tranquilizar y distraer a
una persona agitada o inquieta pueden modificarse para estimular a la persona apática o
introvertida. Como se mencionó con anterioridad, la meta es adecuar la actividad al individuo y
sus necesidades, fuerzas y habilidades.
Música individualizada: La música preferida y disfrutada personalmente puede activar y
estimular a una persona apática. Cantar y tocar música con instrumentos sencillos como las
maracas, flautas o panderetas, puede ayudar a una persona tímida a interactuar con los demás y
su entorno.
Placeres Sencillos: Como se describieron antes, un grupo de actividades multisensoriales
llamadas Placeres Sencillos, puede usarse para motivar la participación y estimular a aquéllos
que sufren de demencia, reduciendo la apatía.
Actividad individualizada/Interacción social: Como se describió antes, las actividades
placenteras personalizadas a las necesidades individuales pueden usarse para motivar la
participación y estimular a la persona apática e introvertida.

Preguntas Repetitivas, Peculiaridades o Conductas
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El lenguaje repetitivo puede fácilmente frustrar a los encargados del cuidado de la persona con
demencia. El individuo puede repetir palabras, frases y preguntas tales como ¡Alto! ¡Alto! ¡Alto!
O ¿Puede darme agua? ¿Puede darme agua? Muchas veces el mensaje sirve para dirigir al
encargado del cuidado a una necesidad insatisfecha (p.ej., resistirse al cuidado, desear un vaso de
agua). Las conductas repetitivas como golpetear, aplaudir y hacer gestos pueden también señalar
una necesidad insatisfecha y deben revisarse. En otras ocasiones, las necesidades han sido
satisfechas pero continúan los gritos. Tranquilizar e involucrar a la persona es el siguiente paso
para reducir la conducta.
Terapia de validación: Como se describió antes, responder a las ideas erróneas tales como
querer volver a casa o ver a un padre que ha muerto, sin confrontar o corregir a la persona es,
frecuentemente, importante para el cuidado de alta calidad. La validación es frecuentemente
llamada mentira terapéutica, ya que se le permite a la persona seguir viviendo su realidad en
lugar de corregirla.
Placeres Sencillos: Como se describió antes, un grupo de actividades multisensoriales llamadas
Placeres Sencillos, puede usarse para motivar la participación de las personas con demencia y,
por lo tanto, reducir las conductas repetitivas.
Actividades individualizadas/interacciones sociales: Como se describió con anterioridad, usar
actividades placenteras personalizadas a las necesidades individuales puede reducir el
aburrimiento que detona las conductas repetitivas.
Señalamientos, avisos, calendarios: En algunos casos, las preguntas repetitivas pueden
abordarse dando a la persona una señal o respuesta escrita a la pregunta. Si la persona no puede
constatar la respuesta independientemente, el encargado de cuidarla puede avisarle que “revise el
calendario” (p. ej., calendario de pared), que puede ser menos frustrante que repetir la respuesta.

Depresión y Ansiedad
La depresión y la ansiedad son condiciones psiquiátricas comunes en las personas con demencia.
En muchos casos la depresión hace que la persona parezca más incapacitada de lo que en
realidad está. Los síntomas de depresión incluyen tristeza y llanto, pérdida del interés en las
actividades usuales, fatiga/pérdida de energía, disminución de la concentración, interrupción del
sueño, entre otras conductas. La “discapacidad excesiva”, causada por la depresión, puede
reducirse empleando medicamentos antidepresivos y actividades, aunque la evidencia no apoya
fuertemente el uso de antidepresivos de manera efectiva en personas con demencia. La ansiedad
puede acompañar a la depresión o existir sola, e incluye estar nervioso, preocupado, temeroso,
irritable o tenso sin razón aparente y otra variedad de síntomas físicos y psicológicos. Ambos, la
depresión y la ansiedad, pueden ser tratadas utilizando “actividades antidepresivas” que
involucren a la persona de forma positiva.
Ejercicio físico: Hay una cantidad considerable de pruebas que apoyan el uso del ejercicio físico
para reducir la ansiedad y los síntomas de la depresión. Las opciones de ejercicio deben
adaptarse a las capacidades de la persona con demencia, como caminar, montar en bicicleta
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estática, bailar, hacer ejercicio, o moverse al ritmo de la música. La actividad física programada
produce resultados óptimos.

Actividades placenteras: Identificar y programar actividades divertidas tiene muchos efectos
antidepresivos y también puede ser útil para reducir la ansiedad y la preocupación. Las
actividades agradables deben ser personalizadas al individuo y a su historia, completadas de
forma independiente, de manera individual o en un pequeño grupo (las actividades en grandes
grupos no son tan eficaces), y programadas varias veces por semana. Esto también se denomina
"activación conductual" en la literatura de la psicología.
Terapia de Estimulación Cognitiva: Las actividades que estimulan el pensamiento (cognición)
se realizan en pequeños grupos y pueden incluir el uso de información de orientación (p.ej., tabla
de orientación de la realidad, nombres personales, nombre de grupo), actividades de
procesamiento de información (p.ej. caras, actividades que preguntan ¿quién se ve más joven?),
y reminiscencias de información objetiva. Algunos estudios han reportado una reducción de la
ansiedad y la depresión con esta terapia.
Ciclismo en silla de ruedas: Especialmente construidas, las "bicicletas duet" permiten que los
adultos mayores viajen en una silla de ruedas que adjunta la parte frontal a la parte "trasera" de
una bicicleta (p. ej., todos los mecanismos, excepto la rueda delantera, incluyendo la dirección,
los pedales, y la rueda trasera). Los paseos por este medio están asociados con niveles más bajos
de depresión.
En resumen, los proveedores de atención diaria tienen muchas oportunidades de adaptar los
distintos enfoques al cuidado y el ambiente para mejor satisfacer las necesidades insatisfechas de
la persona con demencia. Conocer bien a la persona, incluyendo sus hábitos antes de desarrollar
la demencia, intereses y patrones de vida diarios, es esencial para el desarrollo de intervenciones
individualizadas. La participación de la familia en el cuidado, cuando es posible, puede guiar los
enfoques personales de la vida diaria en establecimientos comunitarios. Una diversa gama de
intervenciones no-farmacológicas pueden adecuarse para satisfacer las necesidades
individualizadas de la persona con demencia y frecuentemente se superponen en cuestión de
propósito. Por ejemplo, las intervenciones musicales pueden resultar estimulantes para aquellos
que padecen de apatía e introversión, o tranquilizadoras para una persona agitada, dependiendo
de cómo se aplique la intervención. A la luz de las tasas de rotación del personal, las estrategias
para asegurar una capacitación continua relacionada con los enfoques del cuidado de la demencia
y las intervenciones, son esenciales para mantener un cuidado de calidad de los adultos mayores
con demencia. Finalmente, la monitorización de los resultados usando escalas de clasificación
del comportamiento para cuantificar el tipo, frecuencia, intensidad y duración de los problemas
de la conducta, así como el nivel de angustia de la persona y de otros, es crítica para desarrollar
soluciones duraderas.
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Paso 3. Monitoree Resultados y Ajuste el Curso Conforme Sea Necesario

El tercer paso en la evaluación de problemas de la conducta depende de monitorear y
documentar los resultados asociados con los ajustes hechos a los enfoques del cuidado, las
adaptaciones hechas al ambiente o a la rutina diaria, y la suma de intervenciones nofarmacológicas individualizadas. La resolución de los problemas de la conducta depende de
identificar y medir resultados que sean realistas y realizables. Estos resultados incluyen, pero no
se limitan al tipo, frecuencia, intensidad y duración de las conductas problemáticas, y el nivel de
angustia para la persona y otros que le rodean. Otros resultados pueden relacionarse a la calidad
de la salud como la nutrición, hidratación, ejercicios, socialización, y la participación en
actividades significativas que frenen el desarrollo de problemas conductuales.
Una vez que se ha desarrollado el plan y los resultados han sido identificados, el siguiente paso
es asegurarse de que las intervenciones y los enfoques individualizados sean implementados en
el cuidado diario como se planeó. Una comunicación clara y el trabajo de equipo entre los
miembros del equipo interdisciplinario (p.ej., enfermeros, asistentes de enfermería, trabajadores
sociales, personal de actividades, personal dietético, personal de limpieza y el personal
secundario, farmacéutico y médico) es necesario para asegurar que los enfoques sean
comprendidos y usados consistentemente (p.ej. suficiencia de “la dosis”). Los miembros del
equipo que tienen contacto diario con la persona están mejor posicionados para intervenir
eficazmente y reconocer los problemas o asuntos nuevos. Su éxito depende de tener un
conocimiento práctico de los enfoques del cuidado y su nivel de confort para implementar tales
estrategias. La capacitación del personal, en formato de grupo y en el trabajo, a través de la
modelación de roles y “sistemas de compañerismo” (combinando el personal de más experiencia
con el personal de menor experiencia) es necesaria para asegurarse de que haya una comprensión
y cooperación totales.
Una importante consideración final es que la intervención puede funcionar parcialmente, pero no
del todo. Por ejemplo, un enfoque o intervención puede funcionar a cierta hora del día, pero no
consistentemente durante el día. Las discusiones de los miembros del equipo que influyen los
resultados y posibles ajustes y alternativas del plan, se requieren con frecuencia para alcanzar
óptimos resultados. Como antes, la aportación y asistencia de la familia puede ayudar a guiar el
desarrollo de enfoques individualizados. Las intervenciones con fármacos antipsicóticos deben
usarse solamente cuando los comportamientos problemáticos o la psicosis son persistentes y
severos y satisfacen los criterios para su uso. Utilice la Guía Para Recetar Fármacos
Antipsicóticos que es parte del programa para facilitar las decisiones relacionadas con el uso de
estos medicamentos. Hay más detalles disponibles en la revisión de los exámenes fundados en
pruebas fehacientes del Uso de los Fármacos Antipsicóticos en la Demencia.

Traducido por:
Elvia Ardelini, PhD, Bernardo Ng, MD, Grelda Yazmin Juarez, MS.
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EVALUACIÓN Y TRATAMIENTO DEL DELIRIUM
Ryan Carnahan, Pharm.D., M.S., BCPP; Michelle Weckmann, M.D., M.S.; Susan Schultz, M.D.

Panorama General
Esta reseña describe los fundamentos y la evidencia para la guía de bolsillo “IA-ADAPT: Mejorando la
Pertinencia de los Fármacos Antipsicóticos en Pacientes con Demencia” (IA-ADAPT: Improving
Antipsychotic Appropriateness in Dementia Patients) sobre la evaluación y el tratamiento del delirium.
El delirium, también conocido como “confusión aguda”, es común en los adultos mayores con
enfermedades médicas graves. La gente con demencia corre un riesgo mayor de desarrollar delirium por
el daño cognitivo pre-existente que presentan y su sensibilidad a factores estresantes como
enfermedades médicas y los efectos secundarios de los medicamentos. Alrededor de dos tercios de los
casos de delirium ocurren en personas con demencia [Inouye 2006]. Se estima que la prevalencia del
delirium en adultos mayores hospitalizados con demencia varía de un 22% a un 89% [Fick et al. 2002].
Las tasas de delirium en gente con demencia no están tan bien caracterizadas en otros centros de
cuidado (p.ej., hogar, asilo) pero puede asumirse que es sustancial cuando una enfermedad médica
grave está presente. Un estudio del delirium en residentes de asilos encontró que aproximadamente un
22% presentó delirium en un periodo de observación de un mes. Las puntuaciones iniciales cognitivas
estuvieron, como se esperaba, asociadas con un riesgo más alto de delirium [Culp et al. 2004].
El delirium es un estado de grave deterioro cognitivo causado por un problema de salud. A diferencia de
la demencia, su aparición es rápida (horas o días), su gravedad fluctúa con frecuencia a lo largo del día, y
es reversible. Especialmente entre las personas con demencia concurrente, es posible tener síntomas
persistentes de delirium durante un largo período, incluso semanas o meses, por lo que en algunos
casos el momento exacto del comienzo de éste puede ser difícil de determinar. Los cambios en el ciclo
sueño-vigilia también son comunes, de tal forma que una persona puede estar tranquila y atenuada o
dormida durante el día, y despierta o agitada por la noche. Aunque el delirium se caracteriza
especialmente por agudos déficits cognitivos, las manifestaciones conductuales y psiquiátricas son
comunes. El delirium puede presentarse como hipoactividad, haciendo que la persona parezca muy
sedada o apagada, siendo difícil despertarla. A menudo esto se pasa por alto o se confunde con
depresión. También pueden presentarse como hiperactividad y agitación, o como una combinación de
características de hipo e hiperactividad. Es importante considerar el delirium como una posible causa de
los problemas del comportamiento y la psicosis en personas con demencia, dada la alta prevalencia del
delirium en estas personas [Fick et al. 2002, Fong et al. 2009].
Los criterios actuales para diagnosticar el delirium en Estados Unidos, al momento de escribir el
presente artículo, viene de la quinta edición revisada del Manual Diagnóstico y Estadístico de Trastornos
Mentales (DSM-V-TR, por sus siglas en inglés). Estos son:
1. Alteraciones de la atención (p.ej., reducción en la habilidad para enfocar, sostener o cambiar la
atención) y del estado de alerta.
2. Un cambio en la cognición (p.ej., déficit de la memoria, desorientación, trastornos del lenguaje,
trastornos en la percepción) que no se debe a un trastorno pre-existente, establecido o de
desarrollo de la demencia.
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3. El trastorno se desarrolla en un periodo breve (usualmente de unas horas a días) y tiende a
fluctuar durante el trascurso del día.
4. Existe evidencia del historial médico, los exámenes físicos o los resultados de laboratorio de que
el trastorno es causado por las consecuencias fisiológicas directas de una condición médica
general, una sustancia tóxica, uso de fármacos, o más de una causa.

Detección del Delirium
Las pruebas de detección del delirium pueden ser usadas por personas sin experiencia específica para
diagnosticarlo y ayudan a identificar a los pacientes que potencialmente lo están sufriendo. Ya que el
delirium es usualmente inadvertido, el uso regular de pruebas de detección en pacientes de alto riesgo
es recomendado para ayudar a superar la posibilidad de un diagnóstico erróneo [Adamis et al. 2010].
Como es de esperarse, algunas pruebas de detección son muy sensibles e identifican a pacientes como
posiblemente delirantes cuando en realidad no sufren de delirium y otras no son lo suficientemente
sensibles por lo que no identifican a algunos pacientes que en realidad sí sufren de delirium. En general,
los pacientes con delirium hipoactivo tienden a no ser detectados con las pruebas de detección que
existen en la actualidad. Las mejores herramientas de detección incluyen algún tipo de pruebas
cognitivas básicas.
Nuestra guía de bolsillo ofrece una herramienta de detección del delirium adaptada a partir de varias
fuentes. Los criterios básicos coinciden con los de la versión corta del Método de Evaluación de la
Confusión (CAM, por sus siglas en inglés) [Inouye 2003], el cual está incluido en el Conjunto Mínimo de
Datos Básicos, versión 3.0. Las evaluaciones específicas de la falta de atención y pensamiento
desorganizado se extraen del Método de Evaluación de la Confusión para la Unidad de Cuidados
Intensivos (CAM-ICU por sus siglas en inglés) [Ely et al. 2001]. Estos fueron seleccionados por su facilidad
para administrarse. Puede encontrarse información adicional en el siguiente sitio web:
www.icudelirium.org . Existe evidencia de que el CAM-ICU no es particularmente sensible a la detección
del delirium en los pacientes en general [Neufeld et al. 2011]. Por lo tanto si una persona pasa las
pruebas, pero aun así parece más confundida de lo usual, se hace necesaria una evaluación más
exhaustiva para descartar la posibilidad de la presencia del delirium.
El primer paso para detectar el delirium puede ser preguntarle a la persona encargada del cuidado del
paciente, quien conoce bien a la persona, una pregunta muy sencilla: “¿Parece hoy la persona más
confundida de lo usual?”, de no estarlo no se hará necesaria la detección del delirium. Si la respuesta es
afirmativa, es posible que la persona sufra de delirium y será necesario hacerle más pruebas. A esta
pregunta se le llama Única Pregunta Sobre el Delirium (SQiD, por sus siglas en inglés). La pregunta fue
bastante acertada para identificar o desechar el delirium en pacientes con cáncer, especialmente al
compararla con otras pruebas de detección y una entrevista psiquiátrica [Sands et al. 2010].
El segundo paso en la detección del delirium es realizar una breve evaluación cognitiva. Hemos
recomendado algunas tareas sencillas que evalúan la atención sostenida, ya que la atención sostenida,
con frecuencia, permanece relativamente intacta en la demencia leve a moderada de la enfermedad de
Alzheimer, pero se daña en el delirium. En otros tipos de demencia, como la demencia vascular, las
deficiencias de atención pueden ser comunes desde las primeras etapas [McGuinness et al. 2010]. La
atención puede también sufrir en las etapas tardías de la enfermedad de Alzheimer, aún sin que haya
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delirium, lo que dificulta evaluar los cambios. Por consiguiente, esas pruebas están lejos de ser perfectas
para determinar si las deficiencias se deben al delirium o a la demencia. Son más útiles si los
proveedores de asistencia están conscientes de la capacidad usual de la persona para realizar estas
tareas y pueden determinar si su habilidad ha cambiado. Cuando se realizan las pruebas es también útil
observar el nivel de conciencia de la persona y sus patrones de comunicación para determinar si han
cambiado del estado normal de la persona.
Una simple evaluación de la atención puede consistir en pedirle al paciente que diga los nombres de los
meses o los días de la semana al revés, lo que puede ayudar a detectar la falta de atención en pacientes
con demencia leve. Para las personas con demencia moderada recomendamos hacerles contar de 20 a
1. Esta es una tarea aún más sencilla que una persona con demencia moderada debe poder llevar a cabo
si no sufre de delirium. Con la demencia severa la evaluación puede ser más sencilla todavía,
determinando si la persona está o no consciente del examinador o si puede responder a mandatos
sencillos que usualmente puede realizar.
Herramientas de Evaluación
Si se determina que es necesaria una evaluación más completa del delirium, la herramienta de
evaluación basada en el CAM (Método de Evaluación de la Confusión), en la guía de bolsillo, puede ser
utilizada. Hay cuatro dimensiones evaluadas, que se relacionan con los criterios del DSM-IV-TR. La
evaluación se considera positiva si los dos primeros criterios y al menos uno de los dos últimos criterios
se cumplen. En otras palabras, tiene que haber pruebas de la existencia de un inicio agudo y falta de
atención, y ya sea pensamiento desorganizado o una alteración del nivel de conciencia.
1. Inicio Agudo:
• ¿Existe evidencia de un cambio agudo en el estado mental de la persona desde el inicio?
o Esto distingue el delirium de la demencia. Si el estado mental de la persona
cambió rápidamente (p.ej., están más confundidos de lo habitual), entonces la
respuesta es sí.
2. Falta de Atención
• ¿Tiene la persona dificultades para enfocar su atención (p.ej., se distrae rápidamente o
no puede entender lo que se le dice)?
o Esto puede evaluarse utilizando los exámenes de atención sostenida
discutidos con anterioridad o por medio de la observación. El evaluador
puede también realizar los exámenes de detección descritos en la guía de
bolsillo.
3. Pensamiento Desorganizado
• ¿Está el pensamiento de la persona desorganizado o incoherente, como lo demuestran
el habla inconexa o la conversación irrelevante, un flujo de ideas confusas o ilógicas, o
cambios imprevisibles de un tema a otro?
o Las preguntas y comandos para evaluar esta dimensión se encuentran en
la guía de bolsillo. Cada pregunta cuenta un punto. El comando también
cuenta un punto. Un puntaje de cuatro puntos o menos, en cualquier
combinación, se considera positivo en cuanto a pensamiento
desorganizado.
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o

El pensamiento desorganizado puede estar presente en la demencia con o
sin delirium, añadiendo el desafío de tener que diferenciar los trastornos.
Puede ser mejor considerar un cambio en la reciente habilidad normal de
la persona.

4. Nivel Alterado de Conciencia
• ¿Está el paciente algo más que alerta, calmado y cooperativo (en el momento
presente)?
o

El delirium puede ser hiperactivo o hipoactivo. Así que los estados agitados o
hipervigilantes pueden indicar delirium. Un estado sedante o difícil de excitar
también puede indicar delirium. El delirium hipoactivo es más común en los
pacientes ancianos.

o

El retraso psicomotriz o aletargamiento, los movimientos o respuestas más lentos
de lo normal o mirar al vacío, pueden también contar como “sí” en esta dimensión.

Básicamente, el delirium puede ser difícil de evaluar en las personas con demencia, ya que éstas tienen
problemas cognitivos aun cuando no sufren de delirium. Cuando no se tenga la certeza, como regla
general es conveniente realizar una evaluación médica de las posibles causas de cualquier cambio
severo en el estado mental. Los síntomas de delirium pueden indicar problemas que varían desde
infecciones leves a efectos secundarios, hasta emergencias médicas. El delirium usualmente es causado
por más de un problema médico, por lo que es importante evaluar completamente las causas posibles.
Evaluar las Causas del Delirium
El delirium puede ser causado por casi cualquier condición médica incontrolada o severa, incluyendo
infecciones, dolor, privación del sueño, deshidratación, alteraciones metabólicas o de los electrolitos,
estreñimiento y muchas otras. Los fármacos también son causas comunes del delirium, especialmente
los medicamentos psicoactivos. Las personas con demencia tienen un alto riesgo, ya que su cognición
está de por si deteriorada. Las personas con deficiencias sensoriales, visuales o auditivas, también tienen
mayor riesgo, por lo tanto, es importante asegurarse que sus gafas y aparatos auditivos estén
disponibles y funcionando, si los necesitan; y que el cerumen en los oídos no esté causando deficiencias
auditivas [Inouye 2006, Gleason 2003, Fong et al. 2009, Fick et al. 2002].
Evaluación de las Condiciones Médicas
La evaluación de las condiciones médicas que puedan ser la causa del delirium es única, en el sentido
que necesita tomar en cuenta un gran número de causas posibles, ya que el delirium no es un síntoma
específico. Como con toda evaluación, comienza con un repaso general de los síntomas y el estado
actual de las condiciones médicas conocidas. La evaluación física puede enfocarse, inicialmente, en las
condiciones más comunes como el dolor, estreñimiento, úlceras cutáneas o neumonía, pero también
debe descartar condiciones severas como un infarto de miocardio o un derrame cerebral que
requerirían tratamiento inmediato. Revisar los signos vitales también puede dar pistas sobre la posible
causa del delirium. La temperatura y el ritmo cardiaco elevados indican infección, mientras que un ritmo
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cardiaco elevado y una baja presión sanguínea pueden indicar una septicemia. Las pruebas de
laboratorio tales como un análisis de orina, de electrolitos, de creatinina sérica/nitrógeno ureico en la
sangre, de glucosa y un conteo sanguíneo completo con fórmula leucocitaria, son útiles en la evaluación
de las infecciones o alteraciones metabólicas/electrolíticas, que suelen ser causas comunes del delirium
[Inouye 2006, Gleason 2003, Fong et al. 2009, Fick et al. 2002].
Además de examinar las condiciones médicas es importante evaluar el uso de dispositivos de
contención que puedan limitar el movimiento normal. Los catéteres, vías intravenosas, y otros
dispositivos de contención deben removerse si no son necesarios, o si la persona corre el riesgo de
hacerse daño al arrancarse las vías en el momento de la confusión. Existe alguna evidencia de que los
dispositivos de contención pueden empeorar la agitación e incrementar el riesgo de un empeoramiento
de las funciones cognitivas, por lo que es mejor evitarlos, de ser posible [Flaherty and Little 2011].
DELIRIUM (S) es una regla nemotécnica para recordar una serie de causas comunes de delirium, se
describe en la Tabla 1. Otras reglas nemotécnicas y más información sobre el delirium, pueden
encontrarse en el excelente sitio web de la Universidad de Vanderbilt (Vanderbilt University)
www.icudelirium.org . La información se enfoca en el delirium en la unidad de cuidados intensivos, pero
una gran parte es aplicable a otras situaciones
Table 1. DELIRIUM(S): Regla Nemotécnica para las Causas Comunes del Delirium (funciona en lengua
inglesa)
D
E
L
I
R
I
U
M
(S)

Fármacos, fármacos, fármacos (Drugs, Drugs, Drugs)
Ojos, oídos- Deterioro del oido y la visión son factores de riesgo (Eyes, ears)
Baja de oxígeno- infarto del miocardio, síndrome de distres respiratorio agudo, embolia
pulmonar, insuficiencia cardiaca congestiva, enfermedad pulmonar obstructiva crónica (Low
oxygen states)
Infección, inmovilización (Infection)
Retención (en la orina o las heces), dispositivos de contención (Retention)
Ictal—Las convulsiones pueden causar delirium (Ictal)
Deshidratación, malnutrición (Underhydration, undernutrition)
Anormalidades metabólicas (Metabolic abnormalities)
Subdural, privación del sueño

Evaluar los Medicamentos
Determinar el papel que juegan los medicamentos en el delirium puede ser un desafío. Las personas con
demencia corren un alto riesgo de deterioro cognitivo inducido por los fármacos. Esto ha sido ilustrado
en estudios que han administrado medicamentos, como los anticolinérgicos a personas con demencia y
controles normales, examinando su efecto en la cognición y otros síntomas [Carnahan et al. 2004]. Los
medicamentos pueden jugar un papel en la causa del delirium de diferentes maneras:
1. Los medicamentos pueden afectar directamente la cognición y ser una causa primordial del
delirium. Los medicamentos de inicio más reciente deben ser especialmente estudiados
como posibles causas. Un nuevo medicamento puede también afectar el metabolismo de
un fármaco que el paciente haya estado tomando desde antes y aumentar su impacto
adverso sobre la cognición.

212

2. Los medicamentos pueden afectar la cognición y reducir el umbral en el que otras
condiciones médicas o factores de estrés causen el delirium. Todos los medicamentos deben
ser examinados cuidadosamente para determinar si pueden estar contribuyendo al
deterioro cognitivo, incluso si no son una de las causas principales del delirium. El delirium
se debe, a menudo, a múltiples causas, y los medicamentos pueden ser factores que
contribuyen o predisponen.
3. Los medicamentos pueden inducir alteraciones de los electrolitos, alteraciones metabólicas,
u otras condiciones médicas que pueden conducir al delirium.
4. La interrupción de los medicamentos puede causar delirium. La interrupción de sedantes,
como las benzodiacepinas o el alcohol, debe ser considerada como una posible causa
dependiendo del paciente y de las circunstancias.

Nuestra guía de bolsillo sobre los medicamentos que pueden contribuir al delirium o a problemas
del comportamiento se centra en los fármacos que pueden tener un efecto negativo directo sobre
la cognición o los síntomas psiquiátricos. Se centra en aquellos medicamentos para los que las
pruebas indican que pueden causar estos problemas. La lista incluye la mayoría de los
medicamentos psicoactivos, incluidos los que tratan trastornos psiquiátricos, los anticonvulsivos
y los medicamentos para el dolor. También incluye los esteroides y ciertos medicamentos
cardíacos (la digoxina y los antiarrítmicos) [Gray et al. 1999, Karlsson 1999].
La presencia de un fármaco en la lista no significa que nunca deba administrársele a un paciente con
demencia, sino que estos fármacos deben ser utilizados con suma cautela. Si el delirium ocurre, el
balance de los riesgos y beneficios de su uso debe considerarse. Si la interrupción o la reducción de la
dosis no ponen al paciente en riesgo de desarrollar otros problemas, es, con frecuencia, una buena
opción. Sin embargo, esto no es siempre posible, particularmente con los opiáceos en personas con
dolor u otros fármacos necesarios para el tratamiento de condiciones médicas severas.
Algunos análisis casuísticos y otras evidencias sugieren que un número de antibióticos, antivirales, y
antimicóticos pueden causar efectos secundarios cognitivos o conductuales [Gray et al. 2009]. El
impacto de estos medicamentos puede ser difícil de determinar, ya que con frecuencia se administran a
personas con infecciones, y las infecciones pueden causar delirium. Sin embargo, la evidencia es lo
suficientemente fuerte como para considerarlos causas potenciales.
Los medicamentos anticolinérgicos pueden ser especialmente perjudiciales para las personas con
demencia. El sistema colinérgico se daña con la enfermedad de Alzheimer y otros tipos de demencia. Los
estudios han demostrado que las personas con la enfermedad de Alzheimer son muy sensibles a los
déficits cognitivos inducidos por los anticolinérgicos. Estos medicamentos también parecen empeorar
los problemas psicóticos y del comportamiento en algunos pacientes. Los inhibidores de la colinesterasa
se usan para ayudar a mantener la cognición en la demencia y actúan reduciendo la descomposición de
la acetilcolina. Por lo tanto, es probable que los anticolinérgicos disminuyan o anulen cualquier
beneficios cognoscitivo de los inhibidores de la colinesterasa ya que bloquean los efectos de la
acetilcolina, por lo que el uso de los medicamentos anticolinérgicos, generalmente, no se recomienda en
personas con demencia. Los criterios de Beers, un consenso de expertos sobre medicamentos
potencialmente inapropiados en los adultos de edad avanzada, apoyan el evitar los anticolinérgicos en
personas con demencia [Carnahan et al. 2004].
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Los fármacos anticolinérgicos incluyen aquellos utilizados específicamente por sus efectos
anticolinérgicos (p.ej., los antiespasmódicos urinarios y gastrointestinales, los medicamentos para el
mareo, los fármacos para los trastornos motores). También incluyen medicamentos con efectos
secundarios anticolinérgicos para los que el efecto anticolinérgico no es considerado central en cuanto a
su efecto terapéutico (p.ej., los antihistamínicos, los antidepresivos tricíclicos, ciertos fármacos
antipsicóticos). Nuestra guía de bolsillo se enfoca en aquellos medicamentos que se sabe tienen un
fuerte efecto anticolinérgico, o aquéllos que se asocian con el delirium.
La guía de bolsillo no es una lista completa de todos los medicamentos que pueden causar deterioro
cognitivo. Ésta se centra en los peores o los más comunes agresores, y sirve como punto de partida de
una profunda revisión. Otros fármacos que se deben tener en cuenta por el potencial que tienen de
causar deterioro cognitivo incluyen agentes quimioterapéuticos, las citosinas, los inmunosupresores, la
metoclopramida y los antihipertensivos [Gray et al. 2009, Karlsson 1999, Dyrud 2004]. Ya que es casi
imposible hacer una lista de todos los medicamentos que han sido asociados con efectos secundarios
cognitivos o conductuales, es importante revisar los posibles efectos secundarios potenciales de todo
medicamento que una persona cursando con delirium esté recibiendo y no confiar únicamente en la
guía de bolsillo para identificar tales fármacos.
Sólo porque un medicamento puede causar deterioro cognitivo no significa que éste sea la causa en una
persona determinada. Sin embargo, normalmente es mejor errar por el lado de la precaución y
suspender los medicamentos no-esenciales que puedan causar daño a un paciente delirante. Para
explorar más la relación entre el fármaco y la cognición, uno podría considerar la relación entre el
tiempo y el delirium (p.ej., se inició la administración del medicamento recientemente), si mejora la
cognición cuando el medicamento es discontinuado o cuando se ha disminuido la dosis, si la cognición
empeora cuando se vuelve a administrar el medicamento o se aumenta la dosis, y si los niveles medidos
de los medicamentos en la sangre, se encuentren en un nivel tóxico.
Tratamiento del Delirium
Lo primero y más importante, el tratamiento principal para el delirium es identificar y tratar los
problemas subyacentes que lo causan. Controlar los síntomas del delirium es importante, pero el único
tratamiento real es tratar la causa subyacente. Una vez que el problema médico subyacente haya sido
controlado, el delirium puede aún tardar en resolverse [Inouye et al. 2006, Gleason 2003, Fong et al.
2009]. Dado que muchos problemas médicos pueden causar delirium es imposible repasar aquí su
tratamiento. Por lo tanto, esta sección se enfoca en las estrategias para controlar los síntomas.
Control No-Farmacológico
Las estrategias de control no-farmacológicas del delirium se enfocan en optimizar la función y la
orientación, mantener un ambiente claro y tranquilo, asegurar la nutrición y la hidratación adecuadas,
normalizar los ciclos de sueño-vigía y garantizar la seguridad. Algunas estrategias para cada una de estas
cosas se enumeran a continuación [Inouye 2006, Gleason 2003].

Optimizar la función y la orientación:
•

Re-oriente y tranquilice a la persona frecuentemente.
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•
•
•
•
•
•

Presentarse usted mismo con el paciente con regularidad. Emplee un personal
congruente.
Comuníquese lentamente y con claridad. Use instrucciones sencillas, paso a paso
cuando asista al paciente. Evite la jerga.
Use un intérprete de ser necesario.
Involucre a la familia en visitas de baja estimulación.
Asegúrese de que las gafas, los aparatos auditivos y las dentaduras estén disponibles.
Limpie la cera de los oídos si es necesario.
Mantenga la movilidad y la capacidad para cuidarse a sí mismo hasta donde sea posible.

Mantenga un ambiente tranquilo y claro:
•
•
•
•
•
•
•
•

Reloj, calendario/fecha y horario claramente visibles.
Reducir el ruido excesivo y las alarmas.
Simplificar el área de cuidados. Remover los objetos innecesarios, excepto los objetos familiares
que le puedan reconfortar.
Considere una habitación privada.
Considere tocar la música favorita del paciente durante el día.
Las luces encendidas durante el día
Mantenga la habitación a una temperatura cómoda.
No corrija las ideas erróneas que no hagan daño. Por ejemplo, si el paciente dice que visitó
antes, durante el día, a un amigo (a quien no visitó), muéstrese de acuerdo y pregunte cómo le
fue.

Asegure una nutrición e hidratación adecuadas:
•
•

Vigile la ingestión de alimentos. Ofrezca alimentos fáciles de comer durante las horas de vigilia y
claridad.
Mantenga la bebida favorita disponible y a mano. Evite la cafeína excesiva ya que ésta puede
contribuir a la deshidratación.

Normalice el ciclo de sueño-vigilia:
•
•
•

Mantenga las luces encendidas durante las horas normales de vigilia. Abra las persianas
/cortinas, si hay ventanas, para permitir que entre la luz natural.
Evite las siestas.
Permita el sueño ininterrumpido por la noche.

Mantenga la seguridad:
•
•
•

Utilice cuidadores.
Use estrategias no-farmacológicas para la agitación (p.ej., música, masaje, técnicas de
relajamiento).
Evite los dispositivos de sujeción. Remueva las vías y catéteres.

Medicamentos para Controlar los Síntomas del Delirium
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Fármacos Antipsicóticos
Los fármacos antipsicóticos son la piedra angular del tratamiento para controlar las alucinaciones
angustiosas, las ideas delirantes, o la agitación que puede ocurrir en el delirium. No es necesario tratar
a todos los pacientes delirantes con antipsicóticos, pero los medicamentos pueden ser útiles para
aquellos con angustiosos síntomas psicóticos o de agitación. Algunos médicos apoyan el uso de
antipsicóticos para el delirium hipoactivo, en el que el paciente parece sedado en lugar de agitado, pero
esto es controversial y puede exponer al paciente a los riesgos de los antipsicóticos innecesariamente
[Fong et al. 2009].
El haloperidol ha sido usado extensamente para controlar los síntomas del delirium, y con frecuencia es
una buena opción, a menos que el paciente tenga un alto riesgo de efectos secundarios
extrapiramidales. Otros fármacos antipsicóticos pueden ser también usados [Fong et al. 2009].
Recomendamos precaución con aquellos que producen más sedación o que tienen un efecto
anticolinérgico significativo, como la olanzapina o la quetiapina, ya que es posible que éstos empeoren
el delirium en algunos pacientes [Lim et al. 2006, Sim et al. 2000, Huang and Wei 2010]. Sin embargo,
existe poca evidencia en las pruebas clínicas que sugieran que un antipsicótico es más seguro o más
efectivo que otro para el control del delirium [Fong et al. 2009].
Los fármacos antipsicóticos deben empezarse en dosis bajas, como las recomendadas en las guías de
bolsillo, y valorando el efecto. La dosis debe minimizarse en pacientes ancianos para evitar los efectos
secundarios. La dosis total requerida para controlar los síntomas puede ser usada como guía para la
dosificación programada, disminuyendo su dosis hasta la suspensión cuando el delirium se resuelve.
Algunos clínicos recomiendan continuarlo o disminuirlo de 5 a 7 días después de la resolución para
prevenir el resurgimiento del delirium. La respuesta y la necesidad del tratamiento con antipsicóticos
deben ser evaluadas al menos cada 24 horas durante un episodio de delirium [Gleason 2003].
Las Benzodiacepinas y Otros Sedantes Hipnóticos
Las benzodiacepinas no se recomiendan usualmente para el tratamiento del delirium. Pueden empeorar
la confusión y prolongar el delirium, ya que dañan la cognición y pueden causar exceso de sedación. Lo
mismo sucede con otros sedantes hipnóticos y medicamentos para dormir, la mayor parte de los cuales
dañan la cognición. La estrategias no-farmacológicas son preferibles para promover el sueño [Fong et al.
2009]. Si las estrategias no-farmacológicas son inefectivas puede probarse con una dosis baja de
melatonina, p.ej., 2.5 a 10 mg. La evidencia para esta estrategia es limitada e inconclusa, pero algunas
observaciones sugieren que puede ser efectiva y segura para algunos pacientes con delirium y
trastornos circadianos [de Jonghe 2010].
Si el delirium se debe al alcohol o a la abstinencia de los sedantes hipnóticos, la benzodiacepina es el
fármaco a elegir. Otros medicamentos, como los fármacos antipsicóticos o los anticonvulsivos, también
se utilizan en algunas ocasiones pero, en general, como medios auxiliares a las benzodiacepinas. Las
señales de la abstinencia del alcohol o de los sedantes e hipnóticos incluyen aumento de la presión
arterial, aumento de la frecuencia cardíaca, aumento de la temperatura, náuseas, vómitos, sudoración,
temblor, ansiedad, insomnio, y agitación. Las convulsiones, alucinaciones o espejismos también pueden
ocurrir [Bayard et al. 2004]. Una revisión completa de la abstinencia del alcohol o de los sedantes
hipnóticos está fuera del alcance de este sitio web, por lo que los lectores deben consultar otros
recursos si necesitan más información.
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Los Inhibidores de la Colinesterasa
Los inhibidores de la colinesterasa no se recomiendan como tratamientos de primera línea en caso de
delirium. Aunque algunos beneficios han sido reportados en algunos casos, como en la sobredosis de
anticolinérgicos o en la demencia con cuerpos de Lewy, la evidencia es demasiado débil para apoyar su
uso regular en el tratamiento del delirium. Algunos ensayos controlados aleatorizados, realizados hasta
la fecha, no han apoyado la eficacia de los inhibidores de la colinesterasa para el delirium [Grover et al.
2011].
Un ensayo controlado aleatorizado evaluó la adición de la rivastigmina al haloperidol para el delirium,
en la unidad de cuidados intensivos, encontrándose un aumento del riesgo de mortalidad con la
rivastigmina en comparación con el placebo (22% vs. 8%) [van Eijk et al. 2010].
Se requiere un estudio ulterior de los inhibidores de la colinesterasa para que puedan ser considerados
seguros o eficaces para el tratamiento del delirium. Por otro lado, hay poca razón para recomendar la
suspensión de un inhibidor de la colinesterasa que el paciente con delirium ya estaba recibiendo para la
demencia, a no ser que los efectos secundarios puedan ser una preocupación.
Resumen
El delirium es un estado de grave deterioro cognitivo causado por una condición médica, y las personas
con demencia corren un alto riesgo de desarrollarlo. El delirium debe ser considerado como una posible
causa de nuevas alteraciones psiquiátricos o conductuales en una persona con demencia. El tratamiento
del delirium consiste en controlar la condición médica subyacente que lo causó. Los medicamentos
deben ser examinados en los pacientes delirantes para asegurarse de que no estén causando o
contribuyendo al delirium. Pueden utilizarse estrategias no-farmacológicas para controlar muchos casos
de delirium. Si el tratamiento es necesario, los fármacos antipsicóticos son, generalmente, los
medicamentos a elegir.

Traducido por:
Elvia Ardelini, PhD, Bernardo Ng, MD, Grelda Yazmin Juarez, MS.
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El Uso de Fármacos Antipsicóticos en la Demencia

Ryan Carnahan, PharmD, MS, BCPP; Jeffrey Reist, BS, PharmD, BCPS; Michael Kelly, BS, PharmD, MS;
Susan Schultz, MD

Panorama General
Esta página provee la base y evidencia para las guías de bolsillo y otros recursos “IA-ADAPT: Mejorando
la Pertinencia del Uso de los Antipsicóticos en Pacientes con Demencia”, (Improving Antipsychotic
Appropriateness in Dementia Patients, IA-ADAPT, por sus siglas en inglés) en cuanto a su relación con el
uso de fármacos antipsicóticos. La mayor parte de esta evidencia proviene de la revisión sistemática del
uso de antipsicóticos fuera de etiqueta, comisionado por la Agencia para la Investigación y Calidad del
Cuidado de la Salud (Agency for Healthcare Research and Quality, AHRQ). Al momento de escribirse el
presente artículo, la última actualización fue publicada el 27 de septiembre del 2011[Maglione et.al.
2011]. Recomendamos a los usuarios ver el resumen de las guías y el reporte completo en el sitio web
de la AHRQ, para mayores detalles.
http://www.effectivehealthcare.ahrq.gov/index.cfm/search-for-guides-reviews-andreports/?pageaction=displayproduct&productid=786
Otras fuentes clave de evidencia para nuestras guías de bolsillo incluyen las directrices sobre el uso de
fármacos antipsicóticos en asilos de ancianos de los Centros de Servicios de Medicare y Medicaid 2011
[Centros de Servicio de Medicare y Medicaid 2011, Centros de Servicio de Medicare y Medicaid 2011] y
otros análisis, así como estudios de investigación individuales.
Este panorama general resumirá los puntos clave en cuanto al uso de fármacos antipsicóticos a la par
que otras opciones de tratamiento médico comúnmente estudiadas. En este artículo se discutirán,
medicamentos antipsicóticos “convencionales” (o “típicos”). Los antipsicóticos convencionales son, en
su mayoría, productos más antiguos, y generalmente presentan un riesgo mayor de producir efectos
secundarios motores comparados con los antipsicóticos atípicos más nuevos. Los medicamentos
antipsicóticos atípicos, tambien seran discutidos y son llamados ocasionalmente antipsicoticos de
“segunda generación”.
Antes de Considerar un Fármaco Antipsicótico
Los antipsicóticos no deben ser considerados un tratamiento de primera línea para los problemas de la
conducta, incluso de la psicosis, en gente con demencia. Deben considerarse únicamente cuando otras
estrategias no-farmacológicas para el tratamiento de la conducta han fracasado, y el comportamiento o
los síntomas específicos, causan peligro o aflicción severa a la persona con demencia o a los demás. Esto
se debe a que los antipsicóticos presentan un serio riesgo de efectos secundarios, incluyendo un
incremento en el riesgo de muerte cuando se compara con el efecto de medicamentos placebo [Jeste et
al. 2008]. También es importante explorar completamente las posibles causas del problema de la
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conducta o la psicosis y abordar estas causas antes de considerar el uso de un medicamento antipsicótico.
Una excepción sería el uso a corto plazo, en situaciones de emergencia fuertemente peligrosas, cuando el
fármaco antipsicótico puede usarse, primero, para la seguridad inmediata de la persona u otros, y siempre
y cuando una evaluación completa de la causa subyacente del problema pueda realizarse, después de
resolver la situación crítica. Abordar las posibles causas de la conducta puede incluir el tratamiento de una
condición médica, la descontinuación de medicamentos, y la alteración del ambiente, rutinas, actividades,
planteamientos sobre el cuidado u otros factores que puedan estar contribuyendo al problema. Para más
información sobre la evaluación y estrategias de tratamiento no-farmacológicas, por favor consultar El
Algoritmo para el Tratamiento de Síntomas Conductuales y Psicológicos de la Demencia: Evaluación y
Tratamiento No-Farmacológico.
Metas de Tratamiento Apropiadas e Inapropiadas de los Fármacos Antipsicóticos
La guía del CMS para los inspectores de centros de atención de largo plazo, enumera las metas apropiadas e
inapropiadas de los tratamientos con antipsicóticos. Esta guía fue sustancialmente revisada a finales de 2014
(Centro de Servicios de Medicare y Medicaid 2011, Centro de Servicios de Medicare y Medicaid 2014, por sus
siglas en inglés). Las nuevas revisiones a la guía enfatizan la importancia de realizar una evaluación a fondo
para descartar las causas reversibles de los síntomas antes de considerar el uso de medicamentos. También
enfatiza que las intervenciones no farmacológicas deben intentarse y documentarse en el plan de cuidado
del paciente antes de considerar un antipsicótico. Solamente si tales intervenciones fallan y un síntoma
continúa persistiendo debe considerarse el uso de un antipsicótico. Una excepción a esto sería el uso de
emergencia a corto plazo, aunque continuaría siendo necesario documentar que se emplearon estrategias no
farmacológicas para reducir la posibilidad de una situación de “emergencia” antes de utilizar un
medicamento antipsicótico. “Emergencia” implica que la gente estuvo en peligro y que ninguna otra
estrategia razonable logró difuminar la situación y asegurar la seguridad. Si los antipsicóticos son usados en
una situación de emergencia debe realizarse una evaluación interdisciplinaria en un plazo de siete días para
buscar las causas potencialmente reversibles de los síntomas y determinar si es necesario continuar el
tratamiento con fármacos antipsicóticos. Para las personas que son admitidas a un asilo bajo un
medicamento antipsicótico, la evaluación apropiada para determinar si debe continuarse el tratamiento
deberá hacerse en un plazo de dos semanas después de la admisión, al momento de administrársele la
Evaluación del Conjunto Mínimo de Datos (Minimum Data Set Assesment). Si el fármaco antipsicótico no está
justificado por esta evaluación deberá hacerse el intento de reducir la dosis y finalmente descontinuarla si no
surgen síntomas que justifiquen su uso continuo. Los asilos que no provean un cuidado consistente con estos
lineamientos podrán recibir citaciones y multas.
Un cambio fundamental en la guía, distinto de las versiones anteriores, se refiere al impacto de un síntoma
que es necesario para justificar el uso de antipsicóticos en un residente de un asilo. La versión anterior de la
guía indica que para ser considerado un objetivo de un tratamiento adecuado, el síntoma debe presentar un
peligro para la persona con demencia o para los demás, o hacer que la persona con demencia experimente
uno de los siguientes síntomas:
•

Aflicción inconsolable o persistente

•

Un declive significativo en la función

•

Dificultad sustancial para recibir el cuidado necesario

La guía actualizada remueve estos tres criterios de tal forma que no pueden utilizarse para justificar el uso de
antipsicóticos en un residente de un asilo. Según la guía actualizada, un medicamento antipsicótico puede
justificarse en un residente de un asilo de ancianos, únicamente si el síntoma indicado posee un peligro para
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el residente o para los demás, y no ha respondido a otras intervenciones. El peligro para la persona o para

demás puede tomar distintas formas. La más obvia es cuando existe un peligro físico debido a una conducta
agresiva como golpear, por ejemplo. El daño a sí mismo también puede justificar el uso, tal como un
residente que no come porque tiene el delirio de que la comida está envenenada. Sin embargo, algunos
inspectores de asilos de ancianos han también respaldado que otros tipos de daño no físico puede justificar
su uso, tales como el daño psicosociológico causado por un delirio angustioso que impida que el individuo
interactúe con otros. Además, el amenazar con lastimar a otra persona físicamente puede justificar que el
individuo sea un peligro para otros debido a sus síntomas, aún si todavía no han lastimado a nadie. Por
ejemplo, gritar declaraciones amenazantes a otros puede justificar un medicamento si hay una posibilidad
real de que el paciente ponga en práctica sus amenazas. El peligro que el síntoma posee necesita ser
claramente documentado para justificar el medicamento.
Para las personas que no están en asilos, quienes recetan pueden considerar algunos criterios relativamente
diferentes para justificar el uso de los fármacos antipsicóticos. Los antiguos criterios parecen bastante
razonables para determinar lo apropiado del tratamiento antipsicótico para las personas que son cuidadas en
casa por un ser amado. Si una persona sufre un delirio que le causa mucha angustia y hace muy difícil para
quien le cuida darle el cuidado necesario, por ejemplo, entonces un antipsicótico puede ser justificado si
otras intervenciones no consiguen aliviar el problema, aún si ningún daño obvio resulta del delirio. El factor
clave para decidir si un antipsicótico es la opción adecuada es si éste mejora la calidad de vida del paciente.
Independientemente del impacto del síntoma, los medicamentos antipsicóticos deben usarse únicamente
para algunos síntomas específicos. A continuación se repasan los síntomas que generalmente son
considerados objetivos apropiados o inapropiados del tratamiento antipsicótico. Típicamente un
antipsicótico debe utilizarse para tratar la conducta agresiva, las alucinaciones o los delirios. Estos son
consistentes con los síntomas típicos evaluados en los ensayos clínicos del uso de antipsicóticos en la
demencia.
Las metas de tratamiento apropiadas incluyen:
•

Conducta Agresiva
o

•

Alucinaciones
o
o

o

•

Incluyen conductas particularmente agresivas físicamente o comportamientos violentos que
no pueden controlarse usando estrategias no-farmacológicas (excluyendo los sistemas de
sujeción, ya que éstos tienen sus propios riesgos serios).

Delirios

Generalmente incluyen ver o escuchar cosas que no son reales. Por ejemplo, escuchar
voces o ver personas que no están ahí.
Los antipsicóticos deben usarse únicamente si las alucinaciones causan problemas
significativos, como se describió anteriormente. Las alucinaciones que no crean angustia o
peligro alguno deberán ser vigiladas como fuentes potencialmente tratables (ej. disfunción
visual o auditiva) pero que de otra forma no requieren intervención alguna.
Los fármacos antipsicóticos deben usarse solamente si las alucinaciones producen
aflicción en el paciente o si presentan peligro, un deterioro significativo en el
funcionamiento del paciente o dificultad sustancial para darle el cuidado necesario.
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o

Creencias erróneas que tiene la persona a pesar de la evidencia de que no son ciertas.
Por ejemplo, una persona puede creer que su esposo(a) está teniendo una relación
extramarital sin fundamento alguno o puede creer que los miembros de su familia son
impostores.

o

Es importante reconocer que conforme la demencia progresa, los pacientes no pueden
discernir lo que es real de lo que no lo es. En general no es buena idea discutir con ellos sobre
estas creencias erróneas o recordarles de cosas tristes que ya han olvidado (p.ej. la muerte
de su cónyuge). Esto puede empeorar la conducta y la agitación. El olvido y la falta de
orientación en la realidad actual no deben confundirse con delirios.

o

Como con las alucinaciones, los delirios sólo deben ser tratados con fármacos
antipsicóticos si causan problemas significativos, como se describió anteriormente.

Las indicaciones de tratamiento con medicamentos antipsicoticos inapropiadas incluyen:
•
•
•
•
•
•
•
•
•
•
•
•

Deambular
Insociabilidad
Cuidado personal deficient
Insomnio
Agitación
Nerviosismo
Inquietud constante
Ansiedad moderada
Deterioro de la memoria
Falta de cooperación sin conducta agresiva
Falta de atención e indiferencia a lo que le rodea
Tristeza o llanto en solitario

No se recomiendan los antipsicóticos en estos casos porque los beneficios generalmente no justifican
los riesgos. Para la mayoría de estos síntomas, los antipsicóticos no traerían ningún beneficio. Tampoco
se considera apropiado usar medicamentos antipsicóticos para inducir sedación y que sea más fácil
cuidar del paciente, excepto en casos extremos, cuando los síntomas imposibilitan el cuidado médico
necesario y presentan un riesgo para la persona o los demás.
La Selección de Fármacos Antipsicóticos
Si se considera necesario el uso de un medicamento antipsicótico en la persona con demencia, su
efectividad y efectos secundarios deben ser considerados al seleccionar un medicamento específico para
un paciente específico. Las comorbilidades del paciente pueden ayudar a determinar qué efectos
secundarios son más importantes de evitar. Esto se discutirá más adelante, en la sección de efectos
secundarios.
El costo también puede ser un factor. Los cinco antipsicóticos discutidos en esta revisión están ahora
disponibles como productos genéricos, no siendo así antes, en el momento de la filmación de nuestra serie
de conferencias. Sin embargo, en el momento de este escrito, el costo todavía varía dramáticamente. En
una farmacia de una cadena conocida a nivel nacional en los Estados Unidos, por ejemplo, un suministro
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de 30 días del haloperidol cuesta $ 4. Treinta dosis de risperidona de 0,5 mg o 25 mg de quetiapina, tienen

precios de lista de menos de $ 100. Treinta dosis de olanzapina de 2,5 mg tiene un precio de lista de $ 210.
Treinta dosis de aripiprazol de 2 mg tiene un precio de lista de más de $ 900. De los antipsicóticos atípicos,
la risperidona es la opción con el precio más bajo y la mayor evidencia de eficacia.

Eficacia de los Antipsicóticos/Efectividad en la Demencia
Antipsicóticos Atípicos: La revisión de evidencias financiada por la AHRQ (Agencia para la Investigación y
Calidad del Cuidado de la Salud, por sus siglas en inglés) en relación al uso fuera de etiqueta de los
antipsicóticos atípicos, resumió la fuerza de la evidencia en el uso de los antipsicóticos atípicos para
tratar la agitación o la psicosis en la demencia. Los lectores deben tomar en cuenta que la agitación no
es un síntoma que deba ser tratado con fármacos antipsicóticos, si no que se refiere a un grupo de
síntomas que pueden incluir conducta agresiva u otros objetivos apropiados del tratamiento. La revisión
de la evidencia describe el resultado de los ensayos controlados aleatorios de cuatro antipsicóticos
atípicos estudiados en personas con demencia: el aripiprazol (Abilify®), la olanzapina (Zyprexa®), la
quetiapina (Seroquel®), y la risperidona (Risperdal®). Al momento de escribir este artículo no hay
resultados que presenten fuertes evidencias en los ensayos controlados aleatorios, sobre la eficacia de
otros antipsicóticos atípicos para este propósito. La tabla 1 resume la evidencia de la eficacia de los
antipsicóticos atípicos en la demencia.

Table 1: Resumen de una Base de Evidencias sobre la Eficacia de los Antipsicóticos Atípicos en la
Demencia
Aripiprazol

Olanzapina

Quetiapina

Risperidona

(Abilify®)

(Zyprexa®)

(Seroquel®)

(Risperdal®)

++

+

+

++

Psicosis de la Demencia

+

+/-

+/-

++

Agitación de la
Demencia

+

++

+/-

++

Demencia en general

+ + = moderada o alta evidencia de eficacia
+
= baja o muy baja evidencia de eficacia
+/ - = resultados mixtos

Como puede observarse en la Tabla 1, la risperidona presenta la evidencia más fuerte y consistente,
sugiriendo que es efectiva en el tratamiento de la agitación y la psicosis en la demencia. El aripiprazol
también presenta una fuerte evidencia en general, basándose en valoraciones globales de severidad,
aunque la evidencia está clasificada como baja o muy baja para la psicosis y la agitación. “Demencia en
general” no debe confundirse con una explicación de que estos medicamentos mejoran la cognición u
otros aspectos de la demencia más allá de los objetivos apropiados del tratamiento con antipsicóticos.
Estas categorías reflejan los diversos tipos de escalas de medición usadas en estos estudios. La
olanzapina presenta una evidencia de eficacia moderada o alta para la agitación en la demencia, pero
muestra resultados mixtos para la psicosis. Esto tiene relación con los resultados de ensayos clínicos que
sugieren que la olanzapina puede empeorar la psicosis en algunos pacientes.
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No recomendamos el uso de la quetiapina como antipsicótico de primera línea para la demencia,
basados en la evidencia disponible. De cuatro ensayos controlados aleatorios de la quetiapina para la
agitación o la psicosis en la demencia, ninguno encontró que la quetiapina fuera más efectiva que el
placebo en el análisis principal de la medida del resultado primario. El análisis secundario de un estudio
sugirió que 200mg/día pueden ser más efectivos que el placebo, pero esto excede la dosis máxima
permitida por el CMS para el tratamiento crónico en centros de asistencia a largo plazo (150 mg/día). En
general, la evidencia de los estudios sobre la demencia, que en su mayoría incluyen gente que sufre de
Alzheimer, sugiere que tiene una efectividad mínima o nula. Sin embargo, el medicamento produce
somnolencia, por lo que puede confundirse con una falsa apariencia de efectividad.
Algunos estudios sugieren también que la quetiapina empeora la cognición en la demencia ([Ballard et
al. 2005, Schneider et al. 2006]. Esto no debe sorprender, ya que su metabolito activo, la norquetiapina,
tiene propiedades anticolinérgicas [Seroquel XR® Package Insert 2011]. Se sabe que los medicamentos
anticolinérgicos deterioran la cognición en la demencia, y pueden presenter un factor de riesgo de
psicosis [Cancelli et al. 2009]. Sin embargo, todos los antipsicóticos atípicos resumidos aquí, muestran
cierta capacidad de agravar la cognición y causar confusión en personas con demencia, sean o no
anticolinérgicos. La olanzapina parece presenter el peor riesgo de este efecto secundario. [Schneider et
al. 2006]. Es también altamente anticolinérgica, mientras que la risperidona y el aripiprazol tienen
efectos anticolinérgicos insignificantes [Chew et al. 2008].
Fármacos Antipsicóticos Convencionales: Desafortunadamente, los antipsicóticos convencionales como
clase no han sido objeto reciente de un estudio meticuloso de su uso en la demencia, como los
antipsicóticos atípicos. En general, su efecto en la demencia no ha sido estudiado tampoco en grandes
ensayos clínicos, como los antipsicóticos atípicos, ya que por muchos años han estado fuera de patente.
Sin embargo, la Colaboración Cochrane (Cochrane Collaboration) ha publicado reseñas sistemáticas del
uso de algunos antipsicóticos convencionales en la demencia, como el haloperidol y la tioridazina
[Lonergan et al. 2002, Kirchner et al. 2001].
La reseña del haloperidol sugiere que es útil en su uso para el tratamiento de la agresión en la demencia,
a dosis de 1.2-3.5 mg/día. Se concluyó que no se encontró ninguna evidencia sólida de mejoría general
significativa en las manifestaciones de la agitación, solamente en la agresión [Lonergan et al. 2002]. Es
notable que el haloperidol muestra un riesgo más alto de efectos secundarios motores (p. ej.,
parkinsonismo) que los antipsicóticos atípicos. En ensayos clínicos sobre la demencia, las caídas debidas
a efectos secundarios motores eran dos veces más comunes con el haloperidol que con placebo. Las
caídas debidas a la sedación, eran también dos veces más comunes con el haloperidol [Lonergan et al.
2002]. Sin embargo, algunos pacientes pueden tolerar el medicamento en dosis muy bajas.
La reseña de la tioridazina señaló que “no hay evidencia que apoye el uso de la tioridazina para la
demencia.” También se señala que el medicamento es bastante sedante y tiene marcadas propiedades
anticolinérgicas que pueden empeorar la cognición en personas con demencia. En general, la reseña
recomienda no usar la tioridazina para la demencia [Kirchner et al. 2001].
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En contraste con esta reseña, en los metaanálisis más antiguos había dificultad para identificar
diferencias significativas entre los antipsicóticos convencionales que han sido estudiados para tratar
síntomas neuropsiquiátricos en la demencia, a pesar de encontrar, en general, algo de evidencia en su
eficacia. Una revisión sistemática publicada en 2005, en la que se revisaron estos metaanálisis y otros
datos, concluyó que no hay evidencia clara de que los antipsicóticos convencionales sean efectivos para
el tratamiento de los síntomas neuropsiquiátricos cuando son ampliamente definidos. Esta revisión
afirmó lo encontrado en la reseña Cochrane, respecto a que el haloperidol puede ser eficaz en reducir
conductas agresivas [Sink et al. 2005]. Es notable que muchos antipsicóticos de baja potencia (p.ej., la
clorpromazina), tienen potentes propiedades anticolinérgicas, y tambien pueden causar hipotensión
ortostática importante.
Comparación de los Efectos Secundarios de los Antipsicóticos:
Los fármacos antipsicóticos son clasificados con frecuencia como “convencionales” o “atípicos.” Los
antipsicóticos atípicos causan más pocos efectos secundarios extrapiramidales motores en comparación
con los antipsicóticos convencionales. Sin embargo, la amplia categoría de fármacos atípicos vs
convencionales, contiene, en realidad, muy diversos fármacos dentro de cada una de las mismas. El
haloperidol es el único antipsicótico convencional que se discute en nuestras guías de bolsillo, porque es
el único cuya eficacia para la demencia ha sido ampliamente apoyada por una fuerte revisión
sistemática. El haloperidol presenta un riesgo más alto de efectos secundarios extrapiramidales motores
comparado con los antipsicóticos atípicos. Esto se refleja en la Tabla 2, que se encuentra en nuestras
guías de bolsillo. Los efectos secundarios extrapiramidales motores incluyen:
•

Parkinsonismo
o

•

Acatisia
o

•

Síntomas semejantes a los de la enfermedad de Parkinson, incluyendo temblor,
músculos rígidos, rigidez en rueda dentada, pasos cortos o tambaleantes, dificultades
para deglutir y otros. Estos son generalmente los efectos secundarios extrapiramidales
motores más comunes en personas mayores.

Sensación de inquietud interna que provoca la urgencia irresistible de moverse o
caminar de un lado a otro. Dificultad para sentarse. Esto puede verse como agitación
para el observador. Este efecto secundario es menos frecuente en adultos mayores y
la inquietud ocurre comunmente como consecuencia de la demencia misma.

Distonía
o

Tensión o contracción abrupta de un grupo de músculos que no se pueden relajar. Con
frecuencia esto ocurre en los músculos del cuello o del tronco. La persona se queda
“atascada” en una posición y no puede mover los músculos. Esto requiere tratamiento
rápido con medicamentos anticolinérgicos (p. ej., benzotropina), y puede ser necesaria
también una benzodiazepina para la resolución del problema. Una reacción aguda
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puede requerir tratamiento por vía parenteral para alcanzar una respuesta rápida
adecuada.
•

Discinesia Tardía
o

Efecto secundario de uso a largo plazo, frecuentemente caracterizado por
movimientos musculares involuntarios en la cara o el tronco. Esto puede ser
irreversible.

Además de los síntomas secundarios motores, es importante considerar el riesgo de mortalidad de
varios de los medicamentos. Todos los antipsicóticos parecen incrementar el riesgo de mortalidad en la
demencia. El riesgo absoluto ha sido estimado en 3.5% en personas que reciben antipsicóticos
comparado a 2.3% con placebo. El riesgo relativo es de 1.6 a 1.7. El número necesario de daño es 83, lo
que significa que por cada 83 personas, una muerte adicional, aproximadamente, ocurrirá en pacientes
tratados con fármacos antipsicóticos. El número necesario a tratar ha sido estimado entre 5 y 14,
dependiendo del medicamento, lo que significa que entre 5 a 14 personas deben recibir trataiento para
que una pueda responder al antipsicótico. Esto quiere decir que de cada 9 a 25 personas que han sido
ayudadas por un medicamento antipsicótico, una muerte se asocia con el tratamiento antipsicótico
[Jeste et al. 2008].
Los ensayos de control aleatorio proveen evidencia insuficiente para comparar el riesgo de mortalidad
de los medicamentos antipsicóticos. Todos los antipsicóticos parecen incrementar el riesgo de muerte
[Jeste et al. 2008]. Sin embargo, un cuerpo creciente de evidencia, que incluye cohortes de pacientes
viviendo en la comunidad y cohortes de pacientes viviendo en unidades de cuidado a largo plazo,
sugieren que el riesgo puede ser más alto con los antipsicóticos convencionales. En un estudio de
residentes de asilos de ancianos que eran beneficiarios de Medicaid, incluyendo datos de 45 estados con
más de 80,000 pacientes, se encontró que aproximadamente el 30% de los pacientes que recibían
antipsicóticos convencionales morían dentro de un plazo de 180 días desde su iniciación, comparados
con el 20% de los pacientes que recibían antipsicóticos atípicos. Los investigadores usaron multiples
aproximaciones contemporáneas para ajustarse a las características de los pacientes y consistentemente
encontraron un riesgo elevado con los antipsicóticos convencionales. Estos estudios
dan lugar al debate de que los antipsicóticos convencionales, como el haloperidol, pueden presentar un
riesgo de mortalidad más alto comparado con los antipsicóticos atípicos [Huybrechts et al. 2011].
Además de un incremento en el riesgo de mortalidad, los fármacos antipsicóticos parecen incrementar
el riesgo de un derrame cerebral en las personas con demencia. En 2006, en un análisis combinado de
ensayos controlados aleatorios de antipsicóticos atípicos, se encontró que hubo ocurrencia de eventos
cardiovasculares en el 1.9% de aquellos que recibieron antipsicóticos atípicos, comparado con el 0.9%
que recibieron un placebo [Schneider et al. 2006b]. La tasa no se elevó con la quetiapina, aunque los
datos disponibles no eran suficientes para descartar ese riesgo. Algunos estudios de observación han
hallado un riesgo comparable entre las personas que reciben antipsicóticos convencionales o atípicos
[Jeste et al. 2008].
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La Tabla 2 compara los medicamentos antipsicóticos en cuanto al riesgo de otros efectos secundarios
importantes. Decidimos usar recuadros y colores para comparar el riesgo de cada uno de los efectos
secundarios entre los antipsicóticos atípicos, en lugar de usar números específicos para ilustrar el riesgo
de estos efectos. Esto se debe a que cada fuente provee información distinta y es difícil decidir qué
número específico usar como tasa. La evidencia usada para crear esta tabla proviene de la reseña
sistemática de AHRQ sobre el uso, fuera de etiqueta, de los medicamentos antipsicóticos [Maglione et
al. 2011], el CATIE-AD (por sus siglas en inglés), Ensayos Clínicos de Antipsicóticos Sobre el Estudio de la
Efectividad de la Intervención en la Enfermedad del Alzheimer (Clinical Antipsychotic Trial of
Intervention Effectiveness study for Alzheimer's disease), que comparó los antipsicóticos en la demencia
[Schneider et al. 2006], dos reseñas sistemáticas Cochrane [Lonergan et al. 2002, Ballard et al. 2006], y
una reseña de los riesgos cardiovasculares de los antipsicóticos atípicos [Drici and Priori 2007]. El
número de recuadros que reflejan riesgos, debe ser interpretado como un resumen cualitativo y
subjetivo de las varias tasas de eventos adversos halladas en diferentes fuentes, y no un reflejo de
índices absolutos.
La tabla puede ser usada para seleccionar un medicamento basándose en las comorbidades del
paciente. Por ejemplo, la olanzapina es probablemente una mala elección para una persona con
obesidad, diabetes o hiperlipidemia, ya que puede inducir efectos secundarios metabólicos por sí misma
y exacerbar las condiciones pre-existentes. En una persona que es sensible a los efectos secundarios
extra piramidales motores, el haloperidol no es, usualmente, la mejor elección. La quetiapina causa más
sedación que ningún otro, pero tiene un riesgo muy bajo de efectos secundarios motores. Puede ser una
opción para personas con alto riesgo de efectos secundaros motores, excepto que gran parte de la
evidencia sugiere que es inefectiva.
Los síntomas urinarios relacionados con los fármacos antipsicóticos, fueron identificados como una
señal de seguridad en la reseña sistemática del AHRQ [Maglione et al. 2011]. La comparación de
medicamentos en este sentido fue difícil. El índice más alto de síntomas urinarios se reportó en
personas que recibieron aripiprazol, comparado con los reportes de otros medicamentos. Por lo tanto,
se le asignó un recuadro extra que sugiere un riesgo más alto. Sin embargo, el índice fue también más
alto en grupos que tomaban placebos en estudios del aripiprazol, al grado de que el rango promedio
para síntomas urinarios del aripiprazol, comparado con el placebo, no fue significativo (o 1.37, 95% CI
0.92-2.09). Por lo tanto, el índice más alto pudo haber reflejado un mejor reporte de los síntomas
urinarios en estos estudios o diferencias en las poblaciones de pacientes tratadas.El rango promedio
para síntomas urinarios, en realidad, fue numéricamente más alto con la olanzapina, a pesar de un
rango reportado de síntomas urinarios mucho más bajo (o 9.51, 95% CI 1.47-401.07), el siguiente más
alto fue para la quetiapina (o 2.37, 95% CI 1.16-5.15), y el siguiente más alto fue para la risperidona
(1.55, 95% CI 1.13-2.13). Los números necesarios para daño fueron 16 para la quetiapina, 21 para la
risperidona y 36 para la olanzapina. Al fin de cuentas, es difícil diferenciar completamente el riesgo de
estos efectos secundarios con estos fármacos, dada la variabilidad en los índices entre los grupos
tratados con placebo en estos ensayos.
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Tabla 2: Comparación de Efectos Secundarios de los Antipsicóticos
Fármaco
Nombre de la marca
(rango de dosis diarias)
Efectos secundarios
motores
Sistema Nervioso Central
Sedación
Confusión, delirium,
deterioro cognitivo
Empeoramiento de
síntomas psicóticos

Haloperidol
Haldol
(0.25-2 mg)

Olanzapina
Zyprexa
(2.5-7.5 mg)

Quetiapina
Seroquel
(12.5-150 mg)

Risperidona
Risperdal
(0.25-2 mg)















0










0

0



0

0

?
?
0



?

0
?





0


?



0


0








0


Aripiprazol
Abilify
(2-10 mg)

Cardiovascular/Metabólico
Hipotensión Ortostática
Edema
Aumento de
peso/glucosa ↑
Triglicéridos ↑
Incontinencia urinaria, IVU

= más recuadros indican mayor riesgo. Los colores son más oscuros con riesgo incrementado.
? = evidencia pobre en cuanto a la demencia, pero evidencia en otras condiciones indica algún riesgo

0 = no hay clara evidencia de que este medicamento cause este efecto secundario de una manera clínica importante, o muy raramente.
1
Efectos secundarios motores = parkinsonismo, acatisia (inquietud), distonía, discinesia tardía

Dosificación de Fármacos Antipsicóticos y Dosis de Forma
Dosis: El CMS ofrece recomendaciones específicas para dosis antipsicóticas aceptables para uso crónico
en centros de asistencia a largo plazo. Éstas ofrecen guías razonables para la gama de dosificación
aceptable en pacientes con demencia. Ocasionalmente, las dosis más altas son utilizadas para
tratamientos agudos. Generalmente se recomienda empezar con una dosis muy baja para reducir la
posibilidad de efectos secundarios, y asegurarse de que la dosis más baja necesaria esté siendo utilizada.
La gama de dosis consideradas aceptables por el CMS para uso en centros de asistencia a largo plazo
están enumeradas en la Tabla 3.
Horario: Usualmente los medicamentos antipsicóticos son administrados una vez al día, generalmente
por la noche, antes de acostarse. Esto puede ayudar a reducir los efectos adversos relacionados con la
sedación. A los pacientes con Síndrome del Crepusculo o comportamientos y síntomas psicóticos que
surgen en la tarde o al anochecer, se les administra por la tarde, antes de la hora en la que
generalmente aparecen los síntomas. Es importante observar si hay efectos adversos relacionados con
la sedación, especialmente si el medicamento es administrado algunas horas antes de acostarse.
Productos Farmacéuticos: La tabla a continuación describe varios productos farmacéuticos disponibles,
aparte de las tabletas regulares. Debe hacerse notar que las tabletas de desintegración rápida son
absorbidas a la misma velocidad que las tabletas regulares, de acuerdo a los estudios farmacocinéticos
de estos medicamentos [Currier and Medori 2006]. Pueden presentar ventajas para los pacientes que
tienen dificultad para degultir. Para estos mismos pacientes las tabletas regulares pueden molerse y
mezclarse con alimentos como el puré de manzana.
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La preparación de antipsicóticos en forma de inyección intramuscular de corta duración puede usarse en
casos de emergencia pero, en general, no se usan si el paciente está tomando oralmente el
medicamento. En la tabla no se discute la disponibilidad de fórmulas inyectables de acción prolongada.
El haloperidol, la olanzapina y la risperidona están disponibles como inyecciones de larga duración o de
depósito, pero raramente o casi nunca, son recomendadas para pacientes con demencia.
Tampoco recomendamos el uso de antipsicóticos de vía tópica que, a veces, son mezclados en las
farmacias. Desconocemos las evidencias que puedan guiar una dosificación apropiada, y no queda claro
si son absorbidos consistentemente o si son absorbidos en absoluto. Como ejemplo, en un estudio
reciente de un gel tópico que contenía haloperidol, lorazepam y definidramina, se encontró que no
había rastro detectable de haloperidol o lorazepam en el torrente sanguíneo 4 horas después de la
aplicación. La absorción de la definidramina era minima y errática [Smith et al. 2011]. Las dudas sobre la
absorción sucita inquietudes respecto a la efectividad, la seguridad del paciente, y la responsabilidad de
quien receta si un efecto adverso ocurriera. Aunque algunos pacientes pueden mejorar si se les aplican
formulaciones antipsicóticas de vía tópica, uno se debe cuestionar si es porque se les ha brindado
atención y contacto físico cuando se les ha aplicado la formulación o si es realmente por el antipsicótico
contenido en la formulación tópica.
Table 3: Dosificación de los Antipsicóticos y Formas Farmacéuticas
Dosis para
Dosis Máxima para Formas
Comenzar
Mantenimiento*
Especiales de
(mg/day)
(mg/day)
Dosificación**
Aripiprazol
2-5
10
ODT, L , IM
Haloperidol

0.25

2

Olanzapina

2.5-5

7.5

ODT, L , IM

Quetiapina

12.5-25

150

XR

Risperidona

0.25-0.5

2

L , IM

ODT, L

*de acuerdo a las regulaciones del CMS para centros de cuidado a largo plazo. Las dosis para un tratamiento agudo
exceden, a veces, las de mantenimiento [CMS 2011].
**ODT = tableta oral que se desintegra, L = líquido, IM = intramuscular de acción corta, XR = de liberación
prolongada.

Guía para Poblaciones Especiales: Demencia frontotemporal, enfermedad de Parkinson, demencia con
cuerpos de Lewy, insuficiencia renal, insuficiencia hepática
Demencia Frontotemporal (FTD por sus siglas en inglés)
La demencia frontotemporal difiere de otras demencias en su patofisiología y en su respuesta al
tratamiento. El daño predominante de los lobulos frontales y temporales en este tipo de demencia es el
responsable de la mayoria de las conductas problematicas. Este daño puede resultar en conductas
socialmente inapropiadas, cambios en la personalidad, falta de empatía hacia los demás, falta de juicio
financiero, impulsividad, y apatía. Las deficiencias del lenguaje son comunes, particularmente problemas
de expresión, dificultades para nombrar objetos y dificultades para recordar el significado de las
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palabras. Al principio de la enfermedad la memoria está usualmente intacta, aunque empeora mas
tarde. Esto contrasta con la enfermedad de Alzheimer, en la cual, usualmente, se mantiene la propiedad
de la conducta en las etapas iniciales, pero los problemas de la memoria son una característica
fundamental en las etapas tempranas. Otros síntomas de la demencia frontotemporal incluyen comer en
exceso, incluyendo patrones dietéticos compulsivos inusuales.El parkinsonismo puede ocurrir en ciertos
tipos de demencia frontotemporal. Los primeros síntomas de la demencia frontotemporal
comúnmente se diagnostican erróneamente como desórdenes psiquiátricos primarios [McKhann et al.
2001]. Aunque apenas conforma una proporción relativamente pequeña de las demencias en general, la
FTD es tan común como la enfermedad de Alzheimer en personas de 45-64 años de edad, ocurriende en
aproximadamente 15 de cada 100,000 personas. El Alzheimer y otras demencias predominan entre los
grupos de personas mayores [Cardarelli et al. 2010].
Medicamentos para Síntomas de la Conducta de la Demencia Frontotemporal
Se han hecho varios ensayos clínicos de distintos medicamentos para la demencia frontotemporal,
aunque estos fármacos no han sido estudiados tanto como otros utilizados en otros tipos de demencia
más comunes. Desafortunadamente, el resultado de estos ensayos clínicos a la fecha no ha sido
prometedor. Por lo tanto, recetarlos en la práctica clínica se reduce a pruebas de ensayo y error o
ensayos N de 1 [Huey et al. 2006]. Se han conducido pequeños ensayos que sugieren posibles beneficios
de ciertos medicamentos, los que que proveen ciertas guías para la selección de posibles opciones de
tratamiento.
Antidepresivos: Los antidepresivos que afectan la serotonina han sido estudiados para síntomas de la
conducta en la demencia frontotemporal, basados, en parte, en el daño ocasionado al sistema de la
serotonina en la demencia frontotemporal. A pesar de estas observaciones, algunos estudios no
pudieron mostrar una reducción en los metabolitos de la serotonina en el líquido cefalorraquídeo en la
demencia frontotemporal, aunque algunos estudios mostraron tendencias no significativas en esa
dirección [Huey et al. 2006]. Se han conducido, por lo menos, tres pequeños estudios controlados de
antidepresivos [Deakin et al. 2003, Moretti et al. 2002, Lebert et al. 2004].
La paroxetina (Paxil®) se estudió en una dosis de 40mg/día durante 6 semanas en ensayos aleatorios
controlados con placebo en pacientes con demencia frontotemporal. En contraste con estudios abiertos
que sugerían un beneficio de los inhibidores selectivos de la recaptación de serotonina (SSRI por sus
siglas en inglés) en la conducta, este estudió no mostró ningún beneficio de la paroxetina en síntomas
de la conducta. Las tendencias en las escalas de clasificación, en realidad, sugieren que la paroxetina
puede haber empeorado los síntomas de la conducta. La cognición empeoró significativamente en el
grupo de la paroxetina en comparación con el placebo, posiblemente reflejando las propiedades
anticolinérgicas de este fármaco [Huey et al. 2006, Deakin et al. 2003].
La paroxetina se estudió en una dosis de 20mg/día en otro ensayo aleatorio controlado de 14 meses,
comparándola con el piracetam. El estudio incluyó 8 pacientes por grupo. No se encontraron diferencias
en la cognición, con ambos grupos empeorando desde la línea base. Sin embargo, los síntomas
neuropsiquiátricos mejoraron en el grupo de la paroxetina y fueron significativamente menos que con el
piracetam. Sufrieron náusea transitoria 3 de 8 pacientes que recibieron paroxetina y se resolvió en 10
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días. No se observó ningún otro efecto secundario, aparte de un empeoramiento en la agitación y la
agresividad en la mitad de los pacientes tratados con piracetam. Es difícil determinar si ambos, la
paroxetina y el piracetam, empeoraron las condiciones durante este estudio o si fue el resultado del
progreso de la enfermedad y no del fármaco. Por lo tanto, este estudio apoya el uso de la paroxetina en
el tratamiento de la demencia frontotemporal, particularmente en dosis bajas, sin embargo, deja
algunas preguntas sin contestar respecto a su seguridad [Moretti et al. 2002].
La trazodona, un antidepresivo con una farmacología única y mixta, se estudió en 26 pacientes con
demencia frontotemporal en un estudio cruzado de doble ciego controlado con placebo en dosis de
hasta 300mg/día. En contraste con otros, este estudio mostró una disminucion significativo en los
síntomas neuropsiquiátricos con el fármaco y ningún cambio en la cognición. A pesar de mostrar algo de
eficacia, aproximadamente la mitad de los pacientes sufrieron de eventos adversos relacionados con el
tratamiento. Estos incluyeron fatiga, mareos, hipotensión, y extremidades frías. Es difícil discernir si los
beneficios observados en estos estudios se debieron a otras causas aparte de la sedación. Sin embargo,
este estudio sugiere que la trazodona puede ser una opción razonable para ayudar a controlar la
conducta en la demencia frontotemporal, dadas las limitaciones de la evidencia en otros tratamientos
[Huey et al. 2006, Lebert et al. 2004].
Inhibidores de Colinesterasa: La evidencia del uso del inhibidor de la colinesterasa en la demencia
frontotemporal sugiere muy pocos beneficios, si es que los hay del todo, y un daño potencial en algunos
sujetos. La falta de beneficio es consistente con las observaciones de que el sistema neural colinérgico
permanence relativamente intacto en la demencia frontotemporal [Huey et al. 2006].
Solamente un ensayo controlado aleatorio del inhibidor de la colinesterasa en la demencia
frontotemporal ha sido publicado hasta la fecha. La galantamina (Razadyne®) se estudió en un grupo de
36 pacientes con demencia frontotemporal con manifestaciones de conducta predominante o afasia
progresiva primaria. En este estudio todos los pacientes recibieron galantamina por 18 semanas.
Después fueron distribuidos al azar para continuar con la galantamina o un placebo por 8 semanas más.
No hubo diferencias identificadas en la conducta o el lenguaje del grupo en su totalidad, lo que sugiere
que la galantamina no produce beneficios en los síntomas de la conducta. Un subgrupo de pacientes con
afasia progresiva primaria mostró mejores puntuaciones de gravedad general, pero esto no fue
estadísticamente significativo después de hacer los ajustas para las comparaciones múltiples. Mostraron
también puntuaciones estables del lenguaje en contraste con un deterioro en el grupo del placebo. En
general este estudio no apoya el uso de la galantamina en la demencia frontotemporal [Kertesz et al.
2007].
Aunque no se trató de un estudio aleatorizado controlado con placebo, otro estudio abierto examinó el
donepezilo (Aricept®) en 12 sujetos por 6 meses, utilizando 12 pacientes con demencia frontotemporal
que no recibieron el medicamento como control. El grupo del donepezilo tuvo un peor inventario de las
puntuaciones de la demencia frontotemporal después de 6 meses de tratamiento, pese a resultados
similares entre los grupos de base, lo que sugiere un efecto nocivo del fármaco. No hubo cambios en las
funciones cognoscitivas o de otra índole. Los responsables del cuidado de 4 pacientes que recibieron
donepezilo informaron de un aumento en los actos compulsivos o desinhibidos, que condujeron a la
interrupción del medicamento. Estos problemas regresaron a los niveles normales después de 4
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semanas de que fuera interrumpido el medicamento. Cuando estos 4 pacientes no fueron incluidos en el
análisis, no hubo diferencias entre los grupos. En general, este estudio no apoya el uso de este
medicamento, y sugiere que algunos pacientes pueden ser vulnerables al deterioro de la conducta
cuando reciben el donepezilo [Méndez et al. 2007].
Antipsicóticos o Estimulantes: Déficits de dopamina han sido encontrados en la demencia
frontotemporal. Esto ha llevado a algunos a creer que los estimulantes puede ser útiles, ya que
aumentan la neurotransmisión de la dopamina y mejoran la función ejecutiva en algunas condiciones (p.
ej., trastorno hiperactivo de déficit de atención). Existe una limitada evidencia que apoya esta teoría. Los
fármacos antipsicóticos, en cambio, generalmente bloquean la dopamina, por lo que podría empeorar
esta condición. A menudo se utilizan clínicamente para controlar la conducta en la demencia
frontotemporal a pesar de una falta general de la evidencia para apoyar su uso. Es de destacar que
algunos pacientes con demencia frontotemporal parecen ser muy sensibles a los efectos secundarios
extrapiramidales motores de los antipsicóticos, posiblemente debido a estos déficits dopaminérgicos
[Huey et al. 2006].
No se identificó ningún estudio aleatorio controlado con placebo de antipsicóticos o estimulantes en la
demencia frontotemporal, aunque se condujo un estudio cruzado comparando un antipsicótico con un
estimulante [Huey et al. 2008]. La dextroanfetamina de 20mg/día y la quetiapina de 150mg/día se
compararon en 8 pacientes con la variante conductual de la demencia frontotemporal en un estudio
cruzado doble ciego, en el que el orden del fármaco fue aleatorio. Cada fármaco fue administrado
durante 3 semanas, con un periodo de lavado de una semana entre tratamientos. El estudio mostró una
mejoría de los síntomas neuropsiquiátricos con la dextroanfetamina comparada a la línea de base,
aunque no hubo diferencias significativas entre la quetiapina y la línea de base o entre la quetiapina y la
dextroanfetamina. Aunque este estudio es pequeño y por lo tanto preliminar, sugiere que podría haber
un beneficio en el uso de los estimulantes. Los efectos a largo plazo de estos tratamientos en la
demencia frontotemporal aún no se conocen [Huey et al. 2008].
La Enfermedad de Parkinson y la Demencia con Cuerpos de Lewy
La demencia de la enfermedad de Parkinson (PDD, por sus siglas en inglés) y la demencia con cuerpos de
Lewy (LBD por sus siglas en inglés) comparten similitudes. Algunos han argumentado que la distinción es
arbitraria, ya que son, en definitiva, manifestaciones ligeramente distintas de los mismos procesos
patológicos subyacentes, posiblemente distinguidas por las áreas del cerebro que se ven afectadas
inicialmente o en mayor medida. Ambos suelen implicar déficits cognitivos, manifestaciones
psiquiátricas y trastornos del movimiento. La enfermedad de Parkinson se diagnostica si los síntomas
motores se han producido más de 12 meses antes de la aparición de la demencia. La demencia con
cuerpos de Lewy se diagnostica si los síntomas de la demencia se presentan antes de la aparición de
síntomas motores o en un plazo de 12 meses a partir de la aparición de síntomas motores [McKeith
2007].
La demencia con cuerpos de Levy se caracteriza por alucinaciones visuales, fluctuaciones en la atención
y la cognición, y parkinsonismo. Aunque uno podría esperar que las alucinaciones respondieran a los
fármacos antipsicóticos, estos medicamentos, a menudo, son perjudiciales para los pacientes con
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demencia con cuerpos de Lewy. La atención y la cognición pueden empeorar, y pueden conducir al fatal
síndrome neuroléptico maligno (NMS por sus siglas en inglés). EL NMS se presenta con fiebre, rigidez y
fluctuaciones autonómicas, entre otros síntomas. Las personas con la enfermedad de Parkinson son
también más vulnerables al síndrome neuroléptico maligno. En general, las personas con la enfermedad
de Parkinson y la demencia con cuerpos de Lewy, pueden tener sustancialmente una más lenta actividad
motora y cognitiva, pero comparativamente su memoria puede estar más intacta que en el resto de los
pacientes con demencia. Por esta razón, los enfoques de comportamiento que permiten más tiempo
para completar las tareas y actividades de la vida diaria pueden ser útiles para evitar la agitación y la
necesidad de fármacos antipsicóticos
Las personas con la enfermedad de Parkinson o la demencia con cuerpos de Lewy también son
extremadamente sensibles a los efectos secundarios extrapiramidales motores de los antipsicóticos.
Muchos tratamientos para las manifestaciones del movimiento de estos trastornos, funcionan
aumentando la dopamina o estimulando los receptores de la dopamina (p. ej., agonistas de la
dopamina). Los antipsicóticos bloquean la dopamina, contrarrestando los efectos de los agonistas de la
dopamina, y por lo tanto empeoran los síntomas motores en las personas que ya tienen un trastorno
primario del movimiento. Por lo tanto, si se van a emplear antipsicóticos, es mejor elegir uno con un
riesgo muy bajo de efectos secundarios motores y en una dosificación muy baja. No está claro que estos
fármacos sean eficaces para la enfermedad de Parkinson y la demencia con cuerpos de Lewy, e incluso
los que tienen el riesgo más bajo de efectos secundarios motores pueden causar reacciones graves en
estos pacientes. La evidencia se discutirá con más detalle en las siguientes secciones sobre clases de
medicamentos específicos.
Antes de considerar un fármaco antipsicótico, es importante tener en cuenta que los tratamientos para
la enfermedad de Parkinson, tales como los agonistas de la dopamina, con frecuencia empeoran la
psicosis. Con frecuencia, es aconsejable reducir la dosis de fármacos antiparkinsonianos para ver si los
síntomas psicóticos pueden controlarse o resolverse antes de considerar un antipsicótico [Weintraub y
Hurtig 2007].
Medicamentos para la Psicosis y Síntomas Relacionados en la Enfermedad de Parkinson y la Demencia
con Cuerpos de Lewy
El número de estudios bien controlados de los medicamentos para tratar síntomas neuropsiquiátricos
en la enfermedad de Parkinson y la demencia con cuerpos de Lewy es limitado. Sin embargo, los
estudios que se han llevado a cabo proporcionan información útil. Los medicamentos que han sido
estudiados incluyen inhibidores de la colinesterasa, memantina, y antipsicóticos atípicos. Las pruebas
indican que los inhibidores de la colinesterasa, específicamente la rivastigmina, podrían reducir las
alucinaciones y mejorar la atención en algunos pacientes. La memantina parece beneficiar la gravedad
global de la enfermedad, pero su efecto en los síntomas neuropsiquiátricos no está claro. Los
antipsicóticos presentan riesgos importantes, y los pocos estudios que se han realizado no apoyan su
uso en la enfermedad de Parkinson y en la demencia con cuerpos de Lewy.
Inhibidores de la Colinesterasa: Los inhibidores de la colinesterasa han sido estudiados para el
tratamiento de los síntomas neuropsiquiátricos en la enfermedad de Parkinson y la demencia con
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cuerpos de Lewy. Varios pequeños ensayos controlados por placebo del donepezilo en la demencia de
la enfermedad de Parkinson no mostraron beneficio alguno en los síntomas psiquiátricos; sin embargo,
estos estudios incluían sólo a personas con un mínimo de base en los síntomas psiquiátricos [weintraub
and hurtig 2007]. Un gran estudio controlado con placebo de la rivastigmina durante 24 semanas en 541
pacientes con demencia de la enfermedad de Parkinson fue más positivo. El grupo de la rivastigmina fue
menos propenso a reportar alucinaciones como un evento adverso [emre et al. 2004, Weintraub and
Hurtig 2007]. Un análisis de seguimiento sugiere que la rivastigmina tuvo el mayor beneficio en
pacientes con alucinaciones en la línea de base [burn et al. 2006, Weintraub and Hurtig 2007]. Esta
evidencia complementa los informes de casos y las observaciones de los médicos, sugiriendo que los
inhibidores de la colinesterasa pueden reducir la psicosis en la demencia de la enfermedad de Parkinson
[Weintraub and Hurtig 2007]. Los efectos secundarios del medicamento incluyen náusea, vómito,
temblor, anorexia y mareos. Los síntomas motores, en general, no difirieron entre los grupos. [Emre et
al. 2004, Weintraub and Hurtig 2007].
Otro estudio aleatorio controlado durante 24 semanas comparó el donepezilo con un placebo en 550
pacientes con demencia de la enfermedad de Parkinson [dubois et al. 2009, Ballard et al. 2011]. El grupo
del donepezilo funcionó mejor que el grupo del placebo en una prueba cognitiva, pero no en otra. Los
resultados generales de severidad calificados por el médico favorecieron el donepezilo, pero las medidas
de las actividades de la vida diaria y los síntomas neuropsiquiátricos no mostraron diferencias
significativas respecto al placebo. El beneficio del donepezilo no está claro en estos datos. Es notable
que el síncope e hipersensibilidad del seno carotídeo que conduce a caídas, se ha observado con el
donepezilo [mclaren et al. 2003]. Esto puede ser una preocupación particularmente en la demencia de la
enfermedad de Parkinson y en la demencia con cuerpos de Lewy, ya que la disfunción autonómica es
común. No está claro si los inhibidores de la colinesterasa difieren en su probabilidad de inducir la
disfunción autonómica [ballard et al. 2011] .Un ensayo aleatorizado controlado con placebo evaluó la
rivastigmina en 120 pacientes con demencia con cuerpos de Lewy [mckeith et al. 2000]. Una escala
compuesta de síntomas neuropsiquiátricos mostró una mejoría con la rivastigmina en comparación con
el placebo, aunque las puntuaciones de las subescalas de los síntomas psicóticos no se dieron a conocer.
Sin embargo, las alucinaciones en la línea de base no predijeron mejorías en la atención con el
tratamiento con rivastigmina [mckeith et al. 2004]. Los efectos secundarios incluyeron náuseas, vómitos,
anorexia, y somnolencia. No se observó ninguna diferencia de los síntomas motores entre los grupos
[mckeith et al. 2000, Weintraub and Hurtig 2007].
En general, los datos más fuertes apoyan el uso de los inhibidores de la colinesterasa en la demencia de
la enfermedad de Parkinson o en la demencia con cuerpos de Lewy, sobre todo en aquellos pacientes
con alucinaciones. La mayor evidencia es para la rivastigmina. Los efectos secundarios más comunes son
de tipo gastrointestinal, pero los efectos cardiovasculares que conducen a caídas son también un motivo
de preocupación.
La memantina parece tener algún beneficio en pacientes con demencia de la enfermedad de Parkinson y
demencia con cuerpos de Lewy, particularmente los que sufren de alucinaciones. Sin embargo, no está
claro si ayuda a resolver los síntomas neuropsiquiátricos.
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La memantina ha sido estudiada en tres ensayos aleatorios controlados con placebo en personas con
demencia de la enfermedad de Parkinson y demencia con cuerpos de Lewy, variando en tamaño de 25 a
195 participantes [Ballard et al. 2011]. Los 3 estudios permitieron que las personas diagnosticadas con
ambos tipos de demencia pudieran participar. El estudio más pequeño demostró que la memantina fue
bien tolerada, y hubo una tendencia hacia un mejor resultado global con la memantina [leroi et al.
2009]. Los 2 ensayos más grandes, ambos de 24 semanas de duración, mostraron mejorías globales con
la memantina. En uno de ellos, el grupo de la memantina mostró mejoría en los síntomas
neuropsiquiátricos pero no en la cognición. En el otro, el grupo de la memantina mostró una mejoría en
la cognición, pero no en los síntomas neuropsiquiátricos. Los estudios tambián variaron en cuanto a si la
gente con demencia de la enfermedad de Parkinson o con demencia con cuerpos de Lewy, mejoraron en
gran medida [Ballard et al. 2011]. Dadas las similitudes en la patofisiología y los síntomas de estos
transtornos, cualquier diferencia observada entre las personas clasificadas con uno u otro trastorno, es
irrelevante. Un análisis secundario de un estudio sugirió que se observó una mejoría en el sueño en el
grupo de la memantina, la cual ha sido señalada como una posible explicación de la mejoría general
observada con el medicamento [Ballard et al. 2011].
En general estos estudios sugieren que la memantina beneficia a personas con ambos tipos de
demencia, pero resultan inconclusos en cuanto a su beneficio para los síntomas neuropsiquiátricos. Los
efectos secundarios fueron similares tanto con la memantina como con el placebo en todos los estudios,
lo que sugiere que es bien tolerada [Ballard et al. 2011].
Fármacos Antipsicóticos: Los riesgos de los fármacos antipsicóticos en personas con demencia de la
enfermedad de Parkinson o demencia con cuerpos de Lewy no pueden exagerarse. La exacerbación de
los síntomas motores es un resultado probable del uso de los antipsicóticos, y en el peor de los casos, las
reacciones severas tales como el síndrome neuroléptico maligno, pueden ser fatales. Los fármacos
antipsicóticos también pueden dar como resultado problemas cognitivos.
La quetiapina y la clozapina tienen el menor riesgo de efectos secundarios piramidales motores.
Posiblemente esto ocurre porque rápidamente se disocian de los receptors de la dopamina [Seeman
and Tallerico 1999]. Por lo tanto, han sido recomendados como los fármacos antipsicóticos de eleccion
para la psicosis en la enfermedad de Parkinson y a veces son usados en muy bajas dosis para tratar la
psicosis en este trastorno [Weintraub and Hurtig 2007]. Sin embargo, sólo un estudio controlado con
placebo en la demencia de la enfermedad de Parkinson ha evaluado un antipsicótico en ambos tipos de
demencia. La quetiapina en dosis baja fue probada en pacientes con demencia de la enfermedad de
Parkinson, demencia con cuerpos de Lewy, o enfermedad de Alzheimer con parkinsonismo, y no se
encontró ningún beneficio [Kurlan et al. 2007, Weintraub and Hurtig 2007]. Otros estudios con personas
que sufren de la enfermedad de Parkinson y psicosis relacionada con fármacos dopaminérgicos ha
apoyado la eficacia de la clozapina en dosis bajas, pero su impacto en la demencia no está claro
[Weintraub and Hurtig 2007]. Además, hasta la clozapina ha causado síndrome neuraléptico maligno en
algunos pacientes con demencia de la enfermedad de Parkinson o demencia con cuerpos de Lewy
[Ballard et al. 2011]. La clozapina es altamente anticolinérgica y la quetiapina tiene un metabolito activo
altamente anticolinérgico [Seroquel XR prescribing information, Young et al. 1998]. Por lo tanto existe el
riesgo de empeoramiento cognitivo en la demencia de la enfermedad de Parkinson y en la demencia con
cuerpos de Lewy, ya que los anticolinérgicos pueden afectar la cognición [Cancelli et al. 2009]. El uso de
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la clozapina se complica también por la necesidad de frecuentes tomas de sangre para monitorear la
cuenta de glóbulos blancos.
En general, la evidencia sugiere que los fármacos antipsicóticos deben evitarse para la demencia de la
enfermedad de Parkinson y la demencia con cuerpos de Lewy, por los riesgos sustanciales que
presentan y su cuestionable eficacia. La primera opción que se recomienda para tratar la psicosis es
bajar la dosis de los agonistas dopaminérgicos u otros tratamientos para los síntomas motores. Si un
fármaco antipsicótico se considera absolutamente necesario en un caso de extrema necesidad, la
quetiapina o la clozapina son, probablemente, mejores opciones que otros antipsicóticos, por su bajo
riesgo de efectos secundarios motores. Sin embargo, se necesita precaución extrema y una cuidadosa
vigilancia de los efectos adversos.
Insuficiencia Renal
La etiqueta del producto recomienda precaución y una valoración lenta de la risperidona en las personas
con insuficiencia renal. Esto es primordialmente porque tiene un metabolito activo que es eliminado por
los riñones (9-OH-risperidona, comercializada también como paliperidona o Invega®). Las etiquetas de
otros antipsicóticos descritas en las guías de bolsillo no recomiendan cambios en la dosificación en el
caso de insuficiencia renal.
En la demencia los fármacos antipsicóticos deben empezarse en dosis bajas y valorarlos lentamente,
independientemente de si la función renal es insuficiente. Sin embargo, es importante reconocer que la
risperidona y su metabolito activo se tardan más en alcanzar niveles constantes cuando hay
insuficiencia renal.
Insuficiencia Hepática
La etiqueta del producto recomienda precaución, valoración lenta y posiblemente dosis más bajas de
olanzapina, quetiapina y risperidona cuando se usa en personas con insuficiencia hepática. Los cinco
fármacos antipsicóticos subrayados en nuestras herramientas son metabolizados por el hígado, así que
es aconsejable tener precaución al usarlos y generalmente titular las dosis más lentamente en personas
con problemas hepáticos severos.
La Monitorización de la Reacción a los Fármacos Antipsicóticos
El consejo más importante para monitorizar la reacción es ser tan específicos y objetivos como sea
posible a la hora de documentar problemas de la conducta o síntomas psicóticos. Existen una serie de
herramientas disponibles para monitorear la conducta. Por ejemplo, la palabra “agitación” no ofrece
una buena descripción de la conducta, mientras que las palabras “golpea”, “patea”, “muerde”, sí son
más específicas. Es importante describir en la documentación las circunstancias que rodean el
comportamiento, ya que pueden ofrecer pistas sobre lo que está desencadenando la conducta. Con una
documentación objetiva es posible crear historiales que describan los cambios en la conducta durante
cierto tiempo. Si los comportamientos disminuyen en severidad y frecuencia después de empezar un
medicamento antipsicótico, el fármaco puede haber sido efectivo.
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Es importante recordar que la conducta cambia con el tiempo, con o sin tratamiento farmacológico. Si
las conductas han sido tratadas por cierto tiempo, es muy razonable reducir la dosis o descontinuar el
medicamento para ver si es realmente necesario. Aunque las directrices de los asilos requieren
documentación, cada seis meses, de la reducción de dosis o bien razones por las que no se han
reducido, algunos expertos recomiendan hacer pruebas en periodos más cortos de los antipsicóticos y
reducir la dosis o descontinuarla después de uno o dos meses de tratamiento para determinar si el
medicamento sigue siendo necesario. Algunos estudios sobre la suspension de antipsicóticos en la
demencia han demostrado que mucha gente no empeora después de descontinuarse el fármaco
antipsicótico y algunas, de hecho, mejoran. [Thapa et al. 1994, Ballard et al. 2008, Ballard et al. 2011]. El
seguimiento a largo plazo, en un ensayo de decontinuación de un antipsicótico, mostró un riesgo de
muerte más alto entre la gente que continuó con el antipsicótico (sobre todo la risperidona y el
haloperidol) comparado con los aleatorizados con placebo [Ballard et al. 2008, Ballard et al. 2011].
Además, no hubo diferencias en los síntomas entre los grupos aleatorios después de la interrupción del
antipsicótico, sugiriéndose así que la mayoría no se benefició del uso continuado del fármaco
antipsicótico. Sin embargo, se sugirió que aquéllos con niveles más altos de síntomas neuropsiquiátricos
al comenzar, pueden haberse beneficiado de la continuación del tratamiento [Ballard et al. 2008].
Vigilancia de los Efectos Adversos de los Fármacos Antipsicóticos
Los fármacos antipsicóticos pueden causar una multitud de efectos adversos. Algunos de los efectos
adversos más catastróficos de los antipsicóticos incluyen caídas que conducen a fracturas, derrames
cerebrales, arritmias, síndrome neuraléptico maligno y muerte. Otros efectos adversos incluyen efectos
secundarios piramidales motores, sedación, confusión, empeoramiento de síntomas
psicóticos,hipotensión ortostática, edema, aumento de peso, hiperglicemia o diabetes, aumento de
triglicéridos, y problemas urinarios como infecciones del tracto urinario, incontinencia o retención
urinaria.
La monitorización de estos síntomas debe ocurrir a través de una observación cuidadosa del paciente.
Cualquier cambio significativo en el estado de salud del paciente o en los nuevos síntomas debe dar
lugar a una evaluación más meticulosa.
Los efectos adversos como la hipotensión ortostática, otros cambios en la presión sanguínea, aumento
de peso y cambios en el nivel de azúcar en la sangre o lípidos pueden ser monitorizados objetivamente.
Las recomendaciones en las guías de bolsillo para la monitorización de la glucosa y los lípidos en
personas que reciben fármacos antipsicóticos atípicos están basadas en las recomendaciones del
consenso de un panel de expertos [American Diabetes Association et al. 2004]. No fueron desarrolladas
específicamente para personas con demencia que recibían estos medicamentos, así que los
profesionales de la salud deberán usar su propio juicio sobre si se deben hacer excepciones.
Frecuentemente las personas con demencia sufren pérdida de peso, así que el aumento de peso no
siempre es un efecto indeseable [Smith and Greenwood 2008]. Sin embargo, el hambre inducido por
algunos antipsicóticos podría resultar, en algunos pacientes, en agitación [Balt et al. 2011]. Otras
recomendaciones de monitoreo objetivas se basan en el tiempo de la aparición de los efectos adversos,
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así como en las evaluaciones que sean necesarias y en los calendarios de evaluación estándar para los
residentes de los hogares de ancianos.
Algunos de los efectos adversos pueden ser evaluados mediante escalas de valoración clinica, por
ejemplo, la Escala de Movimientos Involuntarios Anormales (Abnormal Involuntary Movement Scale) es
la escala utilizada comúnmente para evaluar la discinesia tardía, un inicio tardío de un efecto secundario
motor que puede ser permanente. Debe ser administrada en la línea de base y cada seis meses a las
personas que reciben antipsicóticos, y también en caso de que se noten nuevos movimientos
anormales.
Los fármacos antipsicóticos pueden prolongar el intervalo QT, dependiendo de la dosis, lo que puede
contribuir a las arritmias y muerte súbita. Mientras que un electrocardiograma estándar a menudo se
recomienda para las personas que reciben antipsicóticos, no siempre se hace, ya que es poco práctico en
algunos escenarios y con algunos pacientes. Los profesionales de la salud deben tener en cuenta,
especialmente, la monitorización de ECG en personas con enfermedades cardiovasculares conocidas, un
historial familiar de síncope, alteraciones de los electrolitos, o que están recibiendo otros medicamentos
que prolongan el intervalo QT [gupta et al. 2007, Vieweg et al. 2009]. Una lista de medicamentos que
prolongan el interval QT se puede encontrar en este enlace http://www.azcert.org/medical-pros/druglists/bycategory.cfm.
Las recomendaciones para la monitorización de los efectos secundarios de los antipsicóticos se pueden
encontrar en las Tablas 4 y 5, extraídas de las guías de bolsillo. Nótese que la Tabla 4 está diseñada para
clínicos. La Tabla 5 es para provedores de asistencia sanitaria con menos capacitación en condiciones de
salud y efectos secundarios médicos. Provee más detalles de observaciones específicas que deben dar
lugar a que contacten a un clínico o a la persona que recete para que evalúen más una señal o un
síntoma.
Tabla 4: Monitorización de los Efectos Fármacos Antipsicóticos Secundarios de los: Tabla para Clínicos
Otros efectos adversos posibles incluyen: caídas, estreñimiento, infecciones del tracto urinario,
incontinencia urinaria o retención, derrame cerebral, arritmias, y síndrome neuraléptico maligno.
Efecto Secundario

Monitorización

Efectos Secundarios
Motores

Observar si hay temblor, cambios en la forma de caminar, dificultad
para tragar, señales de parkinsonismo, inquietud (acaticia),
movimientos inusuales (discinesia tardía).
Escala de Movimientos Involuntarios Anormales (AIMS) al inicio,
cada 6 meses, o si se sospecha de efectos secundarios motores.

Sistema Nervioso Central
Sedación
Confusión, delirio, u
otros deterioros
cognitivos

Observación, escala de sedación, de ser necesaria.
Observación del estado mental o cambios en la conducta.
Herramienta de detección del delirio, p.ej., CAM (Método de
Evaluación de la Confusión) si se sospecha de delirio.

239

Síntomas psicóticos
Observar si hay empeoramiento de los síntomas.
Cardiovascular / Metabólico
Ortostático
Observación de señales de mareo o caídas.
hipotensión
Presión sanguínea ortostática (de ser posible). Mensualmente, o si

Edema
Aumento de peso

Hiperglicemia / Diabetes

Triglicéridos ↑

ocurren señales de mareo. Más frecuentes al inicio o después de
incrementar la dosis.
Observar si hay hinchazón de las extremidades.
Pesar al paciente mensualmente. Considere pesarlo semanalmente
por un mes si hay sobrepeso. Observar si hay incremento del
apetito.
Glucosa sanguínea en ayunas basal, 3, 6 meses, y después cada 6
meses. También cambios en los síntomas o en el estado mental
conforme sea necesario. Monitorizar los síntomas: aumento de la
sed, micción, hambre, debilidad.
Perfil de lípidos en ayunas basal, 3, 6 meses, y después cada 6
meses. Especialmente si el paciente presenta factores de riesgo
cardiovasculares: p. ej., obesidad, diabetes, hiperlipidemia.

Otros posibles efectos adversos incluyen caídas, estreñimiento, infeccion de vias urinarias, incontinencia
urinaria o retención, derrame cerebral, arritmia, y síndrome neuroléptico maligno.
Tabla 5. Monitorización de los Efectos Secundarios de los Fármacos Antipsicóticos: Tabla para
Proveedores de Salud
Efecto Secundario
Reportar al enfermero o al profesional encargado de recetar si
estos problemas ocurren
Efectos secundarios
motores

Temblores, rigidez muscular, cambios en la marcha, caídas,
movimientos faciales anormales (p.ej. tics), sialorrea.

Sistema Nervioso Central
Sedación

Somnolencia, lentitud para responder, dificultad para despertarse.

Confusión, delirio, u
otros deterioros
cognitivos

Empeoramiento del estado mental en comparación del estado
normal. Parece más confundido; sedado o agitado; deterioro de las
habilidades comunicativas; problemas para poner atención;
movimientos o habla más lentos. Estas pueden ser señales de una
enfermedad médica seria o un efecto secundario del medicamento.

Empeoramiento de
síntomas psicóticos
(delirios o alucinaciones)

Alucinaciones: ver, oir, oler, probar o sentir cosas que no están ahí.
Delirios: creencias fijas erróneas que la persona sostiene a pesar de
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la evidencia de que no son ciertas. Usualmente los antipsicóticos
disminuyen estos síntomas, pero, a veces, los empeoran.
Cardiovascular / Metabólico
Baja súbita en la presión
arterial al incorporarse

Señales de mareo o caídas. Medir la presión arterial con el paciente
acostado y de nuevo a un minuto de ponerse de pie. Los
medicamentos causan, a veces, una baja en la presión arterial al
cambiar de posicion.

Edema

El edema es más común en las piernas y en los tobillos, pero puede
ocurrir en otros lugares.

Aumento de peso

Gran aumento del apetito. Hambre aún después de comer.
Aumento indeseado de peso corporal.

Nivel Alto de azúcar en la
sangre

Confusión, aumento de sed, micción frecuente, cansancio inusual,
vision borrosa. Se puede medir el nivel de azúcar en la sangre para
ver si ésta puede ser la causa de los síntomas.

Síntomas urinarios

Cambios en la frecuencia—aumento, o disminución con retención
urinaria. Empeoramiento de la incontinencia. Dolor al orinar. Puede
tratarse de una infección o de problemas relacionados con el
medicamento.

Estreñimiento

Menos deposiciones. Heces duras. Poco apetito. Dolor abdominal o
Disminucion en la frecuencia deevacuaciones, y distención
abdominal.

Otras Opciones de Terapia Farmacológica para Controlar Problemas de la Conducta o la Psicosis
Muchas terapias farmacológicas para el tratamiento de problemas conductuales y psicosis han sido
estudiadas. Pocas han demostrado ser efectivas en estudios controlados aleatorios, el tipo de estudio
que ofrece la evidencia más sólida. Esta sección resume la evidencia de varias opciones de tratamiento
que han sido históricamente usadas en la práctica clínica. Es notable que la mayor parte no se
recomiendan, dados los datos disponibles actualmente, mientras que la evidencia es desigual en otros,
tales como los antidepresivos. Un algoritmo para control del dolor, aún en ausencia de una fuente
identificada de éste, fue también efectivo en un estudio reciente. Esta evidencia se aplica más que nada
a la enfermedad de Alzheimer y, en algunos casos, a la demencia mixta o vascular. La evidencia de
tratamiento de la demencia frontotemporal, la demencia de la enfermedad de Parkinson, y la demencia
con cuerpos de Lewy se discutirá bajo la sección Guía para Poblaciones Especiales en la página 9 de esta
reseña.
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Control del Dolor
El dolor incontrolable puede contribuir al desarrollo de síntomas de comportamiento y psiquiátricos en
personas con demencia [Tosato et al. 2011]. Las personas con demencia pueden tener dificultad para
comunicar su dolor, por lo que la agitación puede reflejar, a veces, un dolor incontrolable. Un estudio
aleatorio en grupo, reciente, que utilizó un protocolo gradual de medicación del dolor y una capacitación
del personal para mejorar el control del dolor, encontró que éste redujo la agitación de
residentes con demencia en los asilos. Es importante señalar que estos pacientes no fueron
seleccionados porque se supiera que tenían dolor, pero porque habían mostrado síntomas de agitación
por lo menos por una semana. Los pasos de tratamiento y el porcentaje del grupo de intervención que
lo recibieron fue: paso 1- acetaminofén (68%), paso 2- morfina oral (2%), paso 3 – parche transdérmico
de buprenorfina (23%) y paso 4-pregabalina (7%). Esta intervención resultó efectiva en la reducción de la
agitación en un estudio de 8 semanas. La agitación empeoró en las 4 semanas después de la
descontinuación de la intervención, apoyando aún más la efectividad del tratamiento. Las actividades de
las medidas de la vida diaria y de la cognición fueron similares entre los grupos [Husebo et al. 2011].
Aunque algunos factores deben ser considerados a la hora de analizar estos resultados, tales como la
capacitación del personal, en general apoyan la efectividad del control del dolor para reducir la
agitación. La mayoría de los pacientes en el grupo de intervención recibió solamente acetaminofén, un
medicamento relativamente seguro en dosis apropiadas. Por lo tanto, el acetaminofén puede
considerarse un tratamiento de primera línea para la agitación sin causa conocida. Otros medicamentos
para el dolor deben ser considerados si el paciente muestra señales y síntomas consistentes de dolor
pobremente controlado.
Anticonvulsivos
El valproato (Depakote®) y la carbamazepina (Tegretol®) han sido estudiados para tratar conductas
agitadas en estudios controlados aleatorios de la demencia. El valproato ha resultado,
consistentemente, inefectivo [Lonergan y Luxenberg 2009]. En el estudio más grande y reciente hasta la
fecha, se halló que era inefectivo y dañino [Tariot et al. 2011]. El grupo que recibió el valproato mostró
un rápido deterioro cognitivo comparado con el grupo que recibió placebo. El hipocampo, un área del
cerebro relacionada con la memoria, se redujo en mayor medida en el grupo del valproato comparado
con el grupo que recibió el placebo [Fleisher et al. 2011]. Por lo tanto, es posible que el valproato
acelere el daño cerebral en la demencia. Otros efectos secundarios del valproato que son dignos de
atención incluyen transtornos motores (p.ej., temblor y alteración de la marcha), sedación, diarrea y
debilidad [Tariot et al. 2011]. Dada la evidencia disponible, no recomendamos el uso del valproato.
La poca evidencia respecto a la efectividad de la carbamazepina para la agitación o agresión en la
demencia ha sido desigual [Sink et al. 2005, Konovalov et al. 2008]. Muchos clínicos no la utilizan por los
efectos secundarios. Su interacción con otros fármacos es también problemática. Los primeros efectos
secundarios de la carbamazepina incluyen ataxia, deterioro cognitivo, sedación y náusea. Muchos de
estos efectos secundarios se reducen después de cierto tiempo, pero la tolerancia sigue siendo
preocupante, especialmente porque los estudios de gente mayor con demencia no se han caracterizado
por su seguridad a largo plazo y su tolerabilidad. Además, la carbamazepina es un inductor fuerte de las
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enzimas 2C19 y 3A4 de los citocromos P450, que son importantes en el metabolismo de muchos
fármacos. El uso de la carbamazepina requiere de una cuidadosa atención a la interacción de estos
medicamentos y su efecto en otras terapias farmacológicas recibidas por el paciente. Es difícil
recomendar la carbamazepina como un medicamento de primera línea dada la limitada evidencia y las
preocupaciones existentes sobre los efectos secundarios, aunque puede ser una opción razonable para
algunos pacientes, siempre que se realice una estrecha vigilancia de los posibles efectos adversos y las
interacciones farmacológicas.
Antidepresivos
Los antidepresivos han sido estudiados tanto para la agitación como para la depresión en personas con
demencia. La mayoría de las pruebas sugiere que no son muy efectivos, si lo son del todo, para el
tratamiento de la depresión en personas con demencia [Bains et al. 2002]. Hay evidencia limitada e
inconsistente que sugiere que ciertos antidepresivos pueden reducir la agitación y la psicosis en
personas con demencia [Seitz et al. 2011].
Depresión: Recientes estudios aleatorizados y controlados han evaluado la sertralina (Zoloft®), un
inhibidor selectivo de la recaptación de serotonina (SSRI por sus siglas en inglés) para la depresión en la
demencia, de los cuales el estudio más grande no encontró efectos benéficos [Rosenberg et al. 2010].
Algunos creen que un estudio anterior mostró pequeños efectos positivos porque los criterios de
inclusión fueron más estrictos y capturaban una depresión más severa. La diferencia clave es que el
estudio anterior requería una semana de placebo durante un período para confirmar que la depresión
era persistente (p.ej. ambos grupos obtuvieron un placebo y las personas que respondían eran excluidas
a partir de ahí, a fin de que solo aquellos con depresión más persistente se incluían) [Lyketsos et al.
2003]. El ánimo fluctúa con frecuencia en el ámbito de las demencias, por lo tanto, una persona puede
verse deprimida en un momento dado, pero cambiar a un mejor estado de ánimo con el tiempo o como
resultado de interacciones positivas. Otra explicación, propone que los cuidadores recibieron
capacitación y apoyo en el estudio más reciente en el que la sertralina no fue más efectiva que el
placebo. Tanto el grupo de la sertralina y los grupos de placebo experimentaron una mejoría, lo que
sugiere que la capacitación y apoyo a los cuidadores puede ser más importante que el medicamento en
el mejoramiento de los síntomas depresivos en las personas con demencia [lyketsos 2010]. A pesar de la
evidencia desigual, puede ser razonable considerar un SSRI para casos más severos y persistentes de
depresión en las personas con demencia. Sin embargo, debe considerarse la posibilidad de que la
presencia de la demencia limite la eficacia de estos tratamientos, a pesar de que a menudo son eficaces
en personas sin demencia y pueden ser moderadamente eficaces incluso en el contexto de la demencia.
Los efectos secundarios más comunes de los SSRI incluyen dolor de cabeza y trastornos
gastrointestinales tales como diarrea o náusea. La hiponatremia (bajos niveles de sodio) debida al
síndrome de secreción inadecuada de la hormona antidiurética es otro efecto secundario que hay que
tener en cuenta en las personas mayores. Éste puede conducir a confusión o delirio, irritabilidad, fatiga,
dolor de cabeza, síntomas gastrointestinales, y otros síntomas. El SSRI puede también incrementar el
riesgo de caídas, sangrados (p.ej. sangrado gastrointestinal), parkinsonismo, y acatisia (inquietud), entre
otros efectos secundarios comunes [Murphy et al. 2008, Spigset 1999, Jacob and Spinler 2006].
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Agitación y psicosis: Algunos ensayos controlados aleatorizados sugieren que algunos antidepresivos
pueden producir ligeras reducciones en la agitación y los síntomas psicóticos en comparación con el
placebo, pero los datos no son concluyentes y la mayoría de los estudios fueron relativamente
pequeños. Por lo tanto, una mayor investigación es recomendada por los autores de la revisión
sistemática sobre el tema [seitz et al. 2011]. Notablemente, un ensayo controlado aleatorio grande, en
el que se encontró que el citalopram resultó efectivo para reducir la agitación en la enfermedad de
Alzheimer, fue publicado después de esta revisión sistemática [Porsteinsson et al 2014].
SSRI: Estudios de la sertralina (zoloft®) y el citalopram (celexa®), otro SSRI, mostraron una ligera
disminución en la agitación y los síntomas psicóticos con estos fármacos, en comparación con el
placebo. El análisis combinado de todos los estudios de los SSRI frente al placebo también mostró algún
beneficio, aunque este hallazgo fue principalmente el resultado de un estudio grande. No todos los
estudios muestran ventajas de los SSRI frente al placebo. El citalopram mostró una eficacia similar a la
risperidona, un antipsicótico atípico, en un estudio, con menos efectos adversos. Tres estudios que
compararon los SSRI con los antipsicóticos convencionales (el haloperidol -2 estudios, la perfenazina 1
estudio) no mostraron diferencias estadísticamente significativas entre los SSRI y los antipsicóticos,
incluso cuando los estudios se combinaron y analizaron en un meta-análisis. Es probable que el tamaño
reducido de las muestras en estos estudios puede haber impedido el identificar las diferencias en la
eficacia y la seguridad [Seitz et al. 2011]. Más recientemente, un ensayo de 9 semanas que comparó el
citalopram 10 a 30 mg y un placebo como complemento a una intervención psicosocial en pacientes
con la enfermedad de Alzheimer y clínicamente se informó agitación significativa. El tratamiento con el
Citalopram resultó en mayores mejoras en varias escalas de calificación con respecto al placebo, así
como también redujo la angustia de la persona a cargo de cuidar al paciente. Las mejoras fueron
similares a las observados en los ensayos de antipsicóticos atípicos. Sin embargo, se identificaron
algunos riesgos. Además de los efectos adversos típicos de los ISRS, el grupo del citalopram tuvo
alrededor de un 1 punto más de disminución en las puntuaciones del Mini Examen del Estado Mental
(Mini Mental State Examination). Una prolongación del intervalo QT clínicamente significativa se
observó en el grupo del citalopram, lo que sugiere que la dosis de 30 mg fue demasiado alta para esta
población [Porsteinsson et al 2014]. Esto puede resultar en arritmias y muerte súbita en pacientes de
riesgo. La Administración de Alimentos y Fármacos (Food and Drug Administration) giró una
advertencia sobre este efecto y recomendó una dosis diaria máxima de 20 mg / día en los adultos
mayores [FDA 2012]. En general, existe alguna evidencia de que el citalopram o la sertralina podrían
reducir la agitación o la psicosis. Dados los efectos secundarios de los antipsicóticos, es razonable
considerar el citalopram o la sertralina como opciones de tratamiento antes de usar un antipsicótico.
Sin embargo, la precaución es especialmente justificada con el citalopram debido a los riesgos
documentados del empeoramiento del deterioro cognitivo y la prolongación del intervalo QT. Un
electrocardiograma puede ser aconsejable antes y después del inicio del tratamiento con citalopram
para ayudar a garantizar la seguridad cardíaca, sobre todo en pacientes de riesgo con enfermedades
cardíacas o trastornos de los electrolitos, y las dosis deben reducirse al mínimo para evitar efectos
adversos.
La trazodona: La trazodona también se ha estudiado en personas con demencia o psicosis y agitación,
en ensayos controlados aleatorizados. A veces se utiliza por sus propiedades sedantes, que algunos
piensan pueden ser útiles para calmar a una persona extremadamente agitada. En algunas ocasiones,
los profesionales que recetan utilizan pequeñas dosis (p. ej., 25 mg) varias veces al día por los efectos
sedantes. En cuanto a las pruebas, un estudio comparó la trazodona con un placebo y no se observaron
diferencias en la eficacia y la tolerabilidad. Dos estudios compararon la trazodona con el haloperidol, y
tampoco se encontraron diferencias estadísticamente significativas en la eficacia y la tolerabilidad. Hay244

que destacar que todos estos estudios fueron pequeños, lo que limita su capacidad para identificar las
diferencias entre los tratamientos. En general, la evidencia de la trazodona en el tratamiento de la
agitación o psicosis no es concluyente, por lo que es difícil hacer una fuerte recomendación a favor o en
contra de su uso. Algunos posibles efectos secundarios a tener en cuenta son hipotensión ortostática,
caídas y sedación, entre otros [seitz et al. 2011].
Benzodiacepinas
Las benzodiacepinas no se recomiendan, por lo general, en la demencia. Informes de casos y otras
pruebas sugieren que su uso puede empeorar la confusión y aumentar el riesgo de caídas. Casos de
mayor agitación, paradójicamente, también se han observado en el ámbito de las demencias, lo que
puede ser debido a la desinhibición relacionada con la intoxicación ocascionada por estos
medicamentos. Por lo general, las benzodiacepinas empeoran la cognición y deben ser evitadas. Las
recomendaciones del consenso de expertos refuerzan esta postura. El uso ocasional de las
benzodiacepinas para la ansiedad aguda puede ser aceptable, pero no deben ser usadas a largo plazo
[lavabo et al. 2005]. En particular, las benzodiacepinas de acción larga, como el clonazepam y el
diazepam, tienen una mayor probabilidad de inducir efectos adversos, como caídas, en las personas
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mayores, que las benzodiacepinas de acción corta. La duración de la acción es esencialmente
equivalente a la duración del riesgo con las benzodiacepinas, y las benzodiacepinas de acción larga
pueden acumularse con el tiempo y causar sedación excesiva.

Inhibidores de la Colinesterasa
La mayoría de los estudios de inhibidores de la colinesterasa para la demencia no se han diseñado para
abordar sus efectos sobre los síntomas neuropsiquiátricos, tales como problemas del comportamiento y
la psicosis. Se han visto pequeños beneficios en algunos de los estudios y un meta-análisis comparando el
efecto de estos medicamentos con el placebo en síntomas neuropsiquiátricos. Las diferencias eran
pequeñas y no es probable que sean clínicamente significativas. Además, los estudios que han
examinado estos fármacos, específicamente para los pacientes con síntomas neuropsiquiátricos, no han
mostrado ningún beneficio, por lo que estos medicamentos no son específicamente recomendados para
tratar problemas de comportamiento en la demencia o la psicosis [Lavabo et al. 2005]. La demencia con
cuerpos de Lewy o la demencia de la enfermedad de Parkinson son excepciones, pues los inhibidores de
la colinesterasa parecen reducir las fluctuaciones en el nivel de conciencia y alucinaciones en algunos
pacientes [ballard et al. 2011, Ballard et al. 2009].
Memantina
Similar a los inhibidores de la colinesterasa, la mayoría de los estudios de la memantina no utilizan el
fármaco específicamente para tratar problemas de comportamiento o psicosis. Dos estudios realizados
en personas con enfermedad de Alzheimer, moderada a severa, que examinó síntomas
neuropsiquiátricos como resultados secundarios, obtuvieron resultados diferentes. Uno no encontró
diferencias entre memantina y placebo. El otro mostró un leve empeoramiento de los síntomas en el
grupo placebo y ningún cambio significativo en el grupo de memantina, pero esta diferencia era
pequeña y de dudoso significado clínica. Por lo tanto, no parece que haya un beneficio importante de la
memantina sobre estos síntomas. En base a estos datos, la decisión de usar o no usar la memantina,
probablemente no debe ser motivada por la presencia de comportamientos problemáticos o de psicosis
[lavabo et al. 2005].
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