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A lzheimer disease (AD) takes a heavy economic, social, physical, and psychological toll
on patients, families, and society. Because of the increasing life expectancy in the United
States, AD is expected to afflict approximately 14 million people within the next few
decades. There is currently no cure, only interventions that can temporarily amelio-

rate the profound cognitive losses and behavioral manifestations of the disorder. Community ser-
vices are fragmented and underutilized. Physicians, in their traditional role as gatekeepers, can
encourage more families to use supportive services. This article reviews the guidelines on the di-
agnosis and treatment of AD of the Agency for Health Care Policy and Research, the American
Academy of Neurology, the Veterans Health Administration, and the American Psychiatric Asso-
ciation. Although these guidelines contain valuable information, they do not adequately address
the role of the family physician and the need for continuity of care. Recommendations regarding
AD from the Council on Scientific Affairs, which were adopted as American Medical Association
policy in December 1997, are included in this article. Arch Fam Med. 1999;8:347-353

During the past few years, several docu-
ments containingguidelinesandpracticepa-
rameters on Alzheimer disease (AD) and re-
lated dementias have been published. In
1996, the Agency for Health Care Policy and
Research published a clinical practice guide-
line for the early recognition and identifi-
cation of AD and related disorders1; in 1994,
the Quality Standards Subcommittee of the
American Academy of Neurology pro-
duced practice parameters for the diagno-
sis and evaluation of dementia2; and in 1997,
the Dementia Technical Advisory Group,
convened by the Veterans Health Admin-
istration, developed guidelines for the iden-
tification and assessment of dementia.3

Lastly, in May 1997, the American Psychi-
atric Association published its guidelines for
the treatment of dementias of late life.4 Each
of these documents was developed after ex-
tensive literature review and with input from
experts in the field who served on advisory
boards and task forces or as reviewers. The
American Medical Directors Association is
currently developing guidelines for man-

agement of dementia in nursing homes. Or-
ganized medicine has taken an active role
in these processes and has contributed to
both the knowledge base and policy deter-
minations related to AD.

This article reviews and synthesizes
information from the existing guidelines,
reviews the most recent findings in the lit-
erature relative to AD, and makes policy
recommendations based on identifica-
tion of gaps with respect to patient and
caregiver education, financing of care, and
research needs.

BACKGROUND

Alzheimer disease is a chronic, degenera-
tive, dementing illness, the cause of which
is unknown and for which there is no cure.
Dementia involves a progressive, multifac-
eted loss of cognitive and intellectual abili-
ties such as memory, judgment, abstract
thinking, and higher cortical functions; dis-
orientation with regard to time, place, and
person; and difficulty in word-finding and
communication. The loss of intellectual
abilities is severe enough to interfere with
social and occupational functioning. In
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many cases, there are personality and
behavioral changes. These include
anxiety, irritability, agitation, with-
drawal, petulance, paranoid ide-
ation that can result in hostility and
violence, and nocturnal and diurnal
wandering.5,6 Although disease pro-
gression is highly variable, ranging
from 2 to 10 or more years, persons
with AD undergo progressive gen-
eral debilitation, become unable to
care for themselves, and eventually
die.7 While it is important to under-
stand that the disease does not af-
fect everyone in the same way, the fol-
lowing stages represent the general
pattern that the illness follows.8

Stage 1: Decrease in energy and
spontaneity, minor memory loss and
mood swings, slowed reaction and
learning, avoidance of new situa-
tions.

Stage 2: Slowing of speech and
comprehension, loss of train of
thought in midsentence, forgetting
to pay bills, and getting lost while
traveling. Awareness of loss of con-
trol may lead to depression, irrita-
bility, and restlessness.

Stage 3: Short-term memory
loss, disorientation to time, place,
and possibly person, paraphasic
speech.

Stage 4: Behavioral distur-
bances, increasing need for care, in-
continence.

Stage 5: Loss of ability to chew
and swallow; vulnerability to pneu-
monia and other illnesses. Frailty
precedes coma and death.

EPIDEMIOLOGY

Alzheimer disease is the fourth lead-
ing cause of mortality among elderly
persons intheUnitedStates, account-
ing for more than 100 000 deaths an-
nually.Between5%to10%oftheadult
population is estimated tobeaffected
by a dementing disorder, and the in-
cidence doubles every 5 years among
peopleaged65yearsandolder.1,9 Alz-
heimer disease is the most prevalent
form of the irreversible dementias,
which affect an estimated 3 to 4 mil-
lion patients, accounting for 60% or
moreof cases.10,11 Communityepide-
miologicalstudieshaveestimatedthat
as many as 40% of persons aged 85
yearsandolderhavesymptomsofAD.
It is projected that, with the increase
in lifeexpectancy intheUnitedStates,

asmanyas14millionindividualscould
develop AD within the next few de-
cades.12 Cognitive impairment is a
strong predictor of institutionaliza-
tion; approximately 50% of nursing
home residents have a dementing dis-
order.13-15TheincidenceofADishigher
in women than in men; this is most
likelybecausewomenlivelongerthan
men and therefore have a greater op-
portunity for disease expression.

Vascular or multi-infarct de-
mentia is the second most prevalent
form of irreversible dementia and ac-
counts for 10% to 25% of cases.16

Snowdon et al17 suggest that be-
cause both cerebrovascular disease
and AD can result in dementia, and
the prevalence of both increases with
age, a sizable number of older per-
sons might develop dementia as a re-
sult of both disease processes. A
group of disorders called frontal lobe
or frontotemporal dementia, which
includes Pick disease, accounts for
about 9% of cases. A recently de-
scribed condition, dementia of the
Lewy body type, may account for 5%
of cases. Other dementing disorders
account for much smaller propor-
tions. These include dementia asso-
ciated with Parkinson disease, Hun-
tington disease, and Creutzfeldt-
Jakob disease. Variation in prevalence
estimates among studies is due to the
difficulty inherent in evaluation and
differential diagnosis, differing cri-
teria used in epidemiological stud-
ies, and the infrequency of autopsy.

Anti-inflammatory drugs such
as ibuprofen, antioxidants, and es-
trogen replacement therapy have
been associated with delayed onset
of and decreased risk for AD in both
animal and human studies. How-
ever, results are conflicting and fur-
ther research is needed to support
or refute these findings.

Potentiallytreatablecausesofde-
mentia includedrug toxicity, alcohol
abuse,depression, tumors,metabolic
disorders, infections, vision or hear-
ing problems, trauma, normal-
pressurehydrocephalus,andnutrient
deficiencies.Estimatesoftheincidence
of these dementias range from 2% to
20% of cases.18-20 Variation in these
findingscouldbeexplainedbytheset-
ting in which cases were evaluated
(primary or tertiary care settings).

Because AD is the most preva-
lent form of dementing illness it is

used as the prototype for dementia
in this article.

ETIOLOGY AND
NEUROPATHOLOGY OF AD

Numerous investigations using vari-
ous approaches have provided evi-
dence for a genetic basis for AD.
These include family and pedigree
studies,21 life-table methods, and
monozygotic and dizygotic twin stud-
ies.22-25 Four loci that play a role in
genetic susceptibility to AD have been
identified thus far and others are
likely to be found. Mutated genes on
chromosomes 1,26 14, and 21 have
been linked to the familial form of the
disease, which has early onset (be-
fore age 60 years).27,28 Apolipopro-
tein E-4, which has been found on
chromosome 19, is implicated in the
risk for late- and early-onset famil-
ial AD, as well as nonfamilial AD.29-31

Although the presence of apolipo-
protein E-4 combined with demen-
tia increases the likelihood of an AD
diagnosis, the absence of the allele
does not confirm that an individual
does not have AD. An association be-
tween apolipoprotein E-4 and vas-
cular dementia has not been fully de-
termined.32,33 Closed-head injuries
and Down syndrome increase the risk
of developing AD in later life. Cere-
bral infarcts and atherosclerosis also
may play a role in the expression and
severity of AD. Thus, the cause of AD
is not a unitary factor, but a combi-
nation of factors that interact differ-
ently in different people.34,35

Definitive diagnosis of AD is
made only at autopsy by patho-
logic examination of brain tissue, in
conjunction with a clinical history
of dementia.36 The hallmarks of AD
include neurofibrillary tangles, neu-
ritic plaques,37-39 and neuronal thread
protein.40 While these are manifest
in the brains of normal elderly per-
sons, they are overexpressed in the
brains of demented persons. Plaques
are external to the neuron and have
as a core component b-amyloid, a
protein that is present in abnormal
quantities in brains of patients with
AD.41 It is not known whether
b-amyloid is a neurotoxin that
causes destruction of neurons or if
it is a result of neuronal damage
caused by some other process. Neu-
rofibrillary tangles, which are intra-
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cellular, have as a core component
abnormally phosphorylated pro-
teins, especially t. Cognitive impair-
ment is more highly correlated with
the density of neurofibrillary tangles
than with the number of plaques. Re-
cent data suggest that persons with
AD have a decreased ability to re-
move excess phosphate from t pro-
tein.42 Plaques and tangles are not de-
tectable with presently available
neuroimaging techniques.

Neuronal thread proteins are ex-
pressed in brain cell lines and accu-
mulate in abnormal amounts in the
brains of patients with AD. Neuro-
nal thread proteins are detectable in
cerebrospinal fluid early in the course
of the disease, and levels in cerebral
tissue and cerebrospinal fluid in-
crease as the dementia progresses. It
is speculated that the increase in neu-
ronal thread protein expression is as-
sociated with chronic neuronal atro-
phy and synaptic disconnection.
Despite recent research advances, the
precise process by which cerebral
neurodegeneration occurs remains
undetermined.

CAREGIVER ISSUES

Caregiving in the context of dement-
ing illness is a demanding and dis-
tressing job for which most caregiv-
ers are untrained. Caregiving involves
tremendous financial costs and bur-
dens, including lost wages due to de-
creased work hours or the need to
stop working to provide full-time
care.43 Frequently, families become
socially isolated or social contacts are
diminished because of the demands
of caring for the patient with AD. A
sizable proportion of family caregiv-
ers experience profound burden,
characterized by emotions such as
anxiety, guilt, and anger.

Theeffectof caregivingonphysi-
cal and psychological health may re-
sult in blood pressure changes, al-
tered immune response, depression,
fatigue, and depersonalization. Pre-
existing health problems may be-
come exacerbated, and caregivers are
also at increased risk for back strain,
loss of sleep, gastrointestinal tract
problems, and headaches.44 The bur-
den of care has been described as a
“36-hour day” and an “ongoing fu-
neral.”45-47 Despite their best efforts at
caring for a demented relative, the

only outcome is deterioration and
loss. In effect, AD is an “ecologically
devastating” disorder, not only for the
victim, but also for the entire family.

Within the formal health care
system, there exists an array of sup-
port services, such as adult day care,
respite care, and supportive coun-
seling, which could be beneficial to
families of patients with AD. How-
ever, the system is fragmented and
varies from state to state. Services can
be very costly; however, even sub-
sidized services are often underuti-
lized.48 Nursing home placement is
usually considered as a last resort
and occurs when the family can no
longer cope with the patient at home.

THE ECONOMIC
BURDEN OF AD

The economic burden of dementia to
society and families is substantial. It
includes the direct costs of medical
care and social services, as well as the
indirect costs of disease-associated
morbidity and mortality and lost pro-
ductivity on the part of both patients
and family caregivers.49 Estimated
costs of AD range from $80 to $120
billion annually.50 While Medicaid
pays for nursing home care after the
patient’s resources have been con-
sumed, family out-of-pocket costs are
estimated to average $450 per month
for supplies, medicines, and ser-
vices. Given the potential duration of
the disease and the propensity for
families to keep their relatives at home
for as long as possible, these ex-
penses often lead to financial impov-
erishment of the family.9,16

STATUS OF CURRENT
PHARMACOLOGICAL

TREATMENTS

Despite many research endeavors,
there is currently no clinically proven
treatment available that either re-
verses or halts the neurological dam-
age of AD. In the absence of a cura-
tive treatment, the goals of therapies
for AD have been 3-fold: (1) to slow
the progression of the disease; (2) to
prevent further deterioration once the
process has started; and (3) to re-
duce symptoms.

Two major pharmacological
agents are available for treatment of
cognitive deficits. These are the cho-

linesterase inhibitors tacrine hydro-
chlorideanddonepezilhydrochoride.
In 50% to 80% of patients, choliner-
gicagentsmayimproveorhelpmain-
tain cognitive function equivalent to
the deterioration observed during a
span of 6 to 12 months. However, ta-
crine may adversely affect the liver,
and liver function monitoring is nec-
essary.Donepezildoesnotcause liver
toxicityandmaycauselessnauseaand
vomiting.51 Both tacrineanddonepe-
zil have been approved for use with
patients in early to moderate stages
of the disease.

Psychoactive drugs commonly
usedtotreat thebehavioralsymptoms
of AD are the same classes of drugs
used in the general population, in-
cludingantidepressants,antipsychot-
ics, and antianxiety medication., Be-
causepatientswithADtendtobevery
sensitive to the central nervous sys-
tem effects of these drugs, they must
be used especially carefully.

REVIEW OF PUBLISHED
GUIDELINES

Agency for Health Care Policy
and Research

Recognition and Initial Assessment of
Alzheimer’s Disease and Related De-
mentias1 was developed principally
for primary care physicians to help
them recognize and assess the early
stages of AD and related demen-
tias. Recognition of early-stage de-
mentia is emphasized because of the
benefits that accrue to patients and
families. These include avoidance of
inappropriate treatments due to mis-
diagnosis and the opportunity to per-
form legal, financial, and medical
care planning. The following areas
are addressed:
• Triggers that should prompt an as-

sessment for early-stage demen-
tia, as distinct from ascribing signs
of decline to the aging process.

• The components of an initial as-
sessment, including history and
physical examination, mental sta-
tus tests, and tests of functional
performance.

• A flowchart for early recognition
and initial assessment, including
assessment for depression and de-
lirium (Figure 1).

• Guidelines for the interpretation of
test results and appropriate inter-
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ventions. Clinicians should take
intoaccountandassess factors such
as physical disability, sensory im-
pairment, and other variables such
as age, level of education, and cul-
tural influences when selecting and
interpreting test results.

• Algorithm for reassessment and re-
ferral.

• Theroleofneuropsychological test-
ing in cases of mixed test results.

• Collaborative continuity of care for
patient and caregivers.

• Knowledge of the individual pa-
tient is stressed, with emphasis on
changes in ability from a baseline
observation and the value of hav-
ing a reliable informant to aid in as-

sessment and clinical judgment.
The guideline does not address dif-
ferential diagnosis but does in-
clude a list of resources for fol-
low-up evaluation once probable
dementiahasbeen identified.There
is also an accompanying guide for
patients and families and a quick
reference guide for clinicians.

American Academy of Neurology

The practice parameter on the diag-
nosis and evaluation of dementia2 was
developed to inform neurologists
about diagnostic procedures, treat-
ment modalities, and related clini-
cal disorders. The essential require-
ments for diagnosis are assessment of
current level of cognitive function-
ing, documentation of a higher level
of previous functioning, or confir-
mation of a decline in intellectual
function over time. Cognitive defi-
cits due to nondementia disorders, in-
cluding psychiatric problems, must
be excluded. Diagnosis of dementia
requires further evaluation to deter-
mine etiology and to stage disease se-
verity. Accurate diagnosis enables the
physician to provide guidance to the
patient and family and facilitates le-
gal and financial planning and ac-
cess to community resources.

The American Academy of
Neurology document contains rec-
ommendations designated as “stan-
dards,” “guidelines,” and “op-
tions,” based on the strength of
supporting evidence. These recom-
mendations are as follows:
• Indications for evaluation for

dementia include memory loss
or other cognitive complaints
with or without functional
impairment. The following cases
should be evaluated: elderly per-
sons for whom there is a ques-
tion of competency, anxious or
depressed patients with cognitive
complaints, and persons with no
complaints who are suspected to
have cognitive impairment dur-
ing the interview.

• Substantiation of cognitive and
functional deficits by a reliable
informant; inquiry into family
history of AD or other dementia.

• Cognitive or mental status testing
shouldincludeassessmentofatten-
tion,levelofarousal,orientation,re-
centandremotememory,language,

Memory Complaint or Other Decline in Cognitive Function

History
Functional Evaluation
Psychiatric Assessment
Mental Status Examination
Neurological/Physical Examination
Caregiver Assessment

Meets Criteria for
Dementia?

Yes

Cause of Dementia
Apparent?

No

Laboratory Test 
Results Abnormal;

Medical Illness
Present?

No

Neuroimaging
Indicated and
Abnormal?

No

Motor System
Disorder Present?

No

Evidence of a
Depression Syndrome

Present?

No

Nondementia Memory Disturbances Including
Age-Related Cognitive Changes, Delirium,
Amnesia, Memory Complaints With Depression

No

Yes

Yes

Yes

Yes

Yes

Patients With a History of Trauma, Anoxic Insult or 
Other Definite Cause of Their Dementia (eg,
Huntington Disease, Parkinson Disease), If 
Stable, Require No Further Diagnostic Assessment

Specific Diagnosis: Hypothyroidism, B12 Deficiency, 
Syphilis, Systemic Illness, Human Immunodeficiency
Virus Encephalopathy, or Other Illness

Tumor
Abscess
Hydrocephalus
Subdural Hematoma
Multiple Sclerosis
Stroke/Vascular Dementia

Extrapyramidal Syndromes
Progressive Supranuclear Palsy
Lewy Body Dementia
Other Movement Disorders With Dementia

Creutzfeldt-Jakob Disease

Dementia Syndrome of Depression

Alzheimer Disease Memory, Language, and Visuospatial Disturbances; Indifference, Delusions, Agitation

Frontotemporal Dementia Marked Personality Changes; Relative Preservation of Visuospatial Skills; 
Executive Dysfunction

Lewy Body Dementia Marked Visual Hallucinations, Delusions, Fluctuating Mental Status, Neuroleptic Sensitivity

Beginning/Ending Point

Action

Decision

Figure 1. Algorithm guiding the differential diagnosis of dementia. Adapted from Dementia Identification
and Assessment.3 Copyright 1997, Veterans Health Administration.
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visuospatial function,calculations,
and judgment.Techniquesused to
assessthesedomainsarediscretion-
ary and may include tests and
screening instruments combined
withclinicalimpressions.Clinicians
areadvisedtotakeintoaccountedu-
cational and cultural factors when
interpreting test results.

• Neurologicalhistoryandexamina-
tionwithspecialattentiontogaitdis-
orders, focalabnormalities,andex-
trapyramidal signs.

• Diagnostic tests recommended to
rule out metabolic and structural
causes depend on suspected diag-
nosis, and may include complete
bloodcell count, serumelectrolyte
level, glucose level, blood urea
nitrogen/creatininelevels, liverand
thyroid function tests, serum vita-
minB12 andfolate levels,andsyphi-
lis serology.

• Neuroimagingshouldbeconsidered
basedon theclinicalmanifestation
andtoaidintheidentificationofpo-
tentially treatable conditions that
otherwise might be missed.

The practice parameter lists the
signs, symptoms, and other clinical
criteria necessary to perform a dif-
ferential diagnosis.

Veterans Health Administration

Dementia Identification and Assess-
ment3 provides specific recommen-
dations for procedures at each step
of the assessment process, com-
plete with formulated questions, ap-
propriate flowcharts, and listing of
required laboratory tests. The docu-
ment also contains instructions for
the administration of subtests and
scoring for the Mini-Mental State Ex-
amination, as well as a listing of other
standardized screening tests. A list
of drugs in current use, under study,
and awaiting Food and Drug Ad-
ministration approval is also pro-
vided. The Veterans Health Admin-
istration guidelines recommend
referral for neuropsychological test-
ing as an important aid in defining
cognitive deficits, differential diag-
nosis, and treatment planning.

Suggested guidelines for refer-
ral to neuropsychological services
include:
• Complaints of memory and other

cognitive impairments without
functional impairment.

• Report of functional change with
normal performance on cogni-
tive screening tasks.

• Established diagnosis and need for
further information for future
clinical decision making, treat-
ment, and patient and family edu-
cation and counseling.

• Lack of physician experience with
cognitive screening tests and their
interpretation, or when a second
opinion is desired.

• Techniques regarding behav-
ioral and environmental interven-
tions and the need for caregiver
information and education.

The Veterans Health Adminis-
tration document also provides an
algorithm to guide the differential di-
agnosis of dementia (Figure 2). It
is accompanied by a pocket refer-
ence guide and a videotape. An ex-
tensive list of resources for caregiv-
ers is included.

American Psychiatric Association

The practice guideline for the treat-
ment of patients with AD and other
dementias of late life4 is intended to
aid psychiatrists in managing pa-
tients with dementia. It assumes a di-
agnosis of dementia, according to Di-
agnostic and Statistical Manual of
Mental Disorders, Fourth Edition cri-
teria; a prior evaluation for coexist-
ing mental disorders, such as de-
pression and delirium; and an
evaluation for treatable factors that
might cause or exacerbate the de-
mentia. Most of the emphasis is on
management of behavioral symp-
toms because almost all of the effec-
tive treatments available for demen-
tia are in this domain. Additional
treatment suggestions are aimed at
cognitive and functional deficits, and
stress is placed on providing sup-
port for caregivers.

The recommendations in the
American Psychiatric Association
guideline are classified into 3 cat-
egories, representing different lev-
els of clinical confidence. The fol-
lowing are the essential components
of the document:
• Psychiatric management, includ-

ing: ongoing assessment, includ-
ing symptom monitoring at 4- to
6-month intervals and prompt in-
tervention, patient and family
counseling with regard to driv-

ing, environmental manage-
ment, types of supportive ser-
vices, and legal and financial
planning.

• Behavioral management, includ-
ing pet and art therapies, envi-
ronmental interventions, behav-
ior modification, and reality
orientation.

• Discussion of treatment with psy-
choactive and general medica-
tions relative to sensitivity and ad-
verse effects.

• Treatment of cognitive symp-
toms with cholinesterase inhibi-
tors, vitamin E, and seligilene.

• Treatment of depression and sleep
disorders.

With the exception of the
American Academy of Neurology
document, all the guidelines dis-
cussed have extensive lists of re-
sources to help physicians direct
families to supportive services. Both
documents intended for primary care
physicians1,3 have excellent graph-
ics that can be easily used in the clini-
cal setting. Only the American Psy-
chiatric Association and the Veterans
Health Administration documents list
current pharmacological agents in use
or under investigation. Neither the
Veterans Health Administration nor
the Agency for Health Care Policy
and Research guides, both intended
for primary care physicians, pro-
vide direction for continuity of care.
For most AD cases, follow-up care is
most likely to be provided by pri-
mary care practitioners. Because of
the volume of research being con-
ducted into AD, it is likely that any
guideline or practice parameter will
need frequent revision.

RESEARCH DIRECTIONS

Research on AD can be categorized
in 3 broad overlapping areas: causes/
risk factors, diagnosis, and treat-
ment/caregiving. Two primary ap-
proaches are used to resolve the
question of AD pathogenesis. The
first are biochemical studies de-
signed to explicate the molecular na-
ture and formation of plaques and
tangles; the second involves the use
of molecular genetic techniques to
study mutant genes that may cause
AD in families with the autosomal
dominant form of the disease. Re-
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search into the basic neurobiology
of aging is also vital to the under-
standing of neurodegenerative pro-
cesses and in leading to the discov-
ery of a cause, or causes, of AD.

Research also has sought pre-
dictors of which cognitively im-
paired, nondemented patients will ul-
timately meet criteria for AD.52

Algorithms are being developed to
predict the rate of progression of the
disease to end stage and length of time
to institutionalization.53 These ap-
proaches may facilitate preparation

and planning, but also pose ethical
quandaries; eg,howdoesknowing the
likelihood of developing AD affect the
quality of life and well-being?

Research is continuing on im-
proved methods for diagnosis and
symptom management as well as
strategies for supporting caregivers
and improving care of patients
with AD.

Among the ethical consider-
ations to be addressed in research
protocols are situations in which pa-
tient competence precludes in-

formed consent to research or ex-
perimental treatments that might
improve functioning or enhance
quality of life but where there are no
surrogate decision-makers. In cases
where surrogates have been ap-
pointed by the courts, the process of
informed consent has been pro-
longed. Some experts have argued
that a substitute procedure should be
put in place; for example, empower-
ing appropriate medical profession-
als to make surrogate decisions on be-
half of patients may be desirable.54

CONCLUSIONS

Alzheimer disease and related disor-
ders are a common and costly pub-
lic health problem. Owing to the in-
creasing life expectancy in the United
States, AD is expected to afflict ap-
proximately 14 million people within
the next few decades. Irreversible de-
mentia takes a heavy economic, so-
cial, physical, and psychological toll
on patients and family members, who
provide most of the care for affected
individuals. The financial costs to so-
ciety are enormous. There is cur-
rently no cure for AD, only interven-
tions that ameliorate to some extent
the profound cognitive losses and dif-
ficult behavioral manifestations of the
disorder. While community ser-
vices exist to provide relief for the
burden of care, they are underuti-
lized. As traditional gatekeepers for
services, physicians can encourage
more families to use supportive ser-
vices. Several authoritative docu-
ments on the diagnosis and treat-
ment of AD and related disorders are
available. However, there is a need for
increased and intensive medical edu-
cation, seminars, and continuing
medical education whereby the in-
formation contained in these docu-
ments can be widely disseminated.

RECOMMENDATIONS

The following statements, recom-
mended by the Council on Scien-
tific Affairs, were adopted as Ameri-
can Medical Association (AMA)
policy in December 1997.

1. The AMA encourages physi-
cians to make appropriate use of
guidelines for clinical decision mak-
ing in the diagnosis and treatment of
AD and other dementias.

1. Result Normal:
Mental Status Normal,
No Functional Losses

3. Result Mixed:

Reassure
(Suggest Follow-up

in 6-12 mo)

Consider Referral
for Second Opinion
or Further Clinical

Evaluation

Reassure
Evaluate,
Treat, and
Reassess

Conduct Further Clinical Evaluation
or Refer for Second Opinion

Follow-up

Follow up on
Nondementia

Problems

Refer for
Neurological or
Psychiatric and,

as Indicated,
Neuropsychological

Evaluation

3b. Mental Status
Normal, Functional

Losses Present

Symptoms
of Possible
Dementia
Remain?

Conduct Initial Clinical
Assessment

• Focused History
• Focused Physical Examination
• Functional Status
• Mental Status (Consider
    Confounding and
    Comorbid Conditions)

Interpret Results of
Functional and Mental

Status Tests
(Consider Confounding

Factors)

2. Result Abnormal:
Mental Status

Impaired, Functional
Losses Present

Refer for
Neuropsychological
and, as Indicated,

Neurological
or Psychiatric

Evaluation

3a. Mental Status
Impaired. No

Functional Losses

Evidence
of

Dementia?

Evidence
of

Dementia?

Remaining
Concern?

Delirium
or Depression

Present?

Yes

No

Yes

No

No

Yes

No Yes NoYes

Symptoms Possibly
Indicating Dementia

(“Triggers”)

Clinical State

Decision Box

Action Box

Figure 2. Flowchart for recognition and initial assessment of Alzheimer diesase and related dementias.
Adapted from Recognition and Initial Assesment of Alzheimer’s Disease and Related Dementias.1

Copyright 1996, Agency for Health Care Policy and Research.
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2. The AMA encourages physi-
cians to make available information
aboutcommunity resources to facili-
tate appropriate and timely referral
to supportive caregiver services.

3. The AMA encourages stud-
ies to determine the comparative
cost-effectiveness/cost benefit of as-
sisted in-home care vs nursing home
care for patients with AD and re-
lated disorders.

4. The AMA encourages stud-
ies to determine how best to pro-
vide stable funding for the long-
term care of patients with AD and
other dementing disorders.

Accepted for publication April 9, 1998.
Reprints: Barry D. Dickinson,

PhD, Secretary Council on Scientific
Affairs, American Medical Associa-
tion, 515 N State St, Chicago, IL
60610.
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