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The American Association of Geriatric Psychiatry welcomes the invitation to offer
testimony regarding the development of specific indications for labeling of psychotropic
drugs to treat psychopathology in patients with dementia. The AAGP represents geriatric
psychiatrists nationwide, and is dedicated to improving the care of all elderly persons
with mental disorders. Among its primary missions is the dissemination of scientific and
clinical information to improve clinicians’ practice skills. As a large proportion of people
treated by geriatric psychiatrists suffer from dementing diseases complicated by
psychiatric symptoms, the diagnosis and treatment of dementia-related behavioral and
psychiatric symptoms is an issue of great importance to AAGP, whose members are
committed to ameliorating the suffering of patients and families across the outpatient,
inpatient and long-term care settings. We adhere to the principle that both diagnosis and

treatment require good research data to substantiate clinical decision-making.

BPSD. Behavioral and Psychological Symptoms of Dementia, or BPSD, is a generic
term useful in focusing attention on the broad range of psychiatric symptoms experienced
by patients with dementias of diverse etiologies, and in highlighting their importance in
patient management and public health. It also implies that while many of these
symptoms resemble those characteristic of other mental disorders such as schizophrenia
and major depression, their appearance in the context of dementia poses distinct and, in
some instances, unique problems in classification and treatment. As a group, psychiatric
symptoms and syndromes in demented patients are common (5,31,33), and they
frequently require pharmacologic, behavioral and environmental, or combined therapeutic

approaches to alleviate suffering or unsafe behaviors (6,12,16,18,25,30).

However, the AAGP endorses the soundness of the FDA position that “BPSD” does not
define a specific clinical entity for purposes of drug development. There is no evidence
that drugs used successfully for treatment of a primary psychiatric disorder, such as
antipsychotics for schizophrenia, antidepressants for major depression, or anticonvulsants
for bipolar disorder, are generically useful for all, or even a majority, of symptoms
encompasssed by the term “BPSD.” Clear definitions of psychiatric disorders in
demented patients are the Iynchpin of decisive research on interventions and a
prerequisite for appropriate choice of treatment, but have been insufficiently developed

for most of these syndromes. Currently, clinicians experienced in the treatment of



dementia make initial therapeutic decisions largely on the basis of the predominant
symptom picture, and revise therapy based on treatment outcome. In principle, this
practice most closely resembles that employed in the treatment of complex primary
psychiatric disorders such as schizoaffective disorder, which contain elements of both
psychosis and depression or mania. However, it is recognized that successful treatment
of a psychiatric symptom or syndrome with one class of drugs cannot be used to validate

a diagnosis unless supported by careful phenomenological study.
DEFINITIONS OF PSYCHOPATHOLOGY IN DEMENTIA

We agree with the FDA that development of reliable and specific criteria for identifying
psychiatric syndromes in dementia as potential targets of pharmacologic treatment is an

essential goal of research to improve clinical care.

Current Problems in Delineating Psychopathologic Entities in Dementia.

Symptom overlap. The DSM-1V allows for specification of subtypes in making
the diagnosis of dementia, i.e., with delirium, with depressed mood, with behavioral
disturbances, and with delusions. This approach does not directly address the common
problem of overlapping psychiatric symptoms in patients with dementia. In dementing
diseases, particularly Alzheimer’s disease, many patients have symptoms of both
psychosis and agitation, some have symptoms of agitation alone, and occasionally
patients have hallucinations or delusions alone without apparent distress, adverse
behavioral consequences, or agitation (5,22,31,33). Depressive symptoms and syndromes
often occur without psychosis or agitation, but may also co-occur, as can symptoms of
anxiety (15,31). These conclusions are drawn from the existing research literature,
recognizing that operational criteria that define the boundaries between various
psychiatric manifestations of dementia have not been fully clarified by research, and that
more needs to be done in this area. However, the presence of overlapping symptoms
does not by itself vitiate the definition of a syndrome. There is precedent for this in
accepted diagnostic schemes. For example, non-demented patients with major depression
often have symptoms of anxiety that could meet diagnostic criteria for an anxiety
disorder, based on the type, duration, and course of symptoms. In this instance, DSM-IV
recognizes that depression is commonly associated with symptoms of anxiety, but that
many patients have an anxiety disorder that occurs outside the timeframe of a depressive
episode, and correspondingly allows assignment of a separate anxiety disorder diagnosis

only when anxiety occurs during periods when depression is absent. DSM-IV adopts a



different strategy when depression occurs in a patient with clearly diagnosable
schizophrenia: since schizophrenia is usually a chronic disorder, there is no period during
which the disease is absent, but a separate depression diagnosis is permitted based on
syndromal and symptomatic criteria. Moreover, although the depression responds to an
atypical antipsychotic agent in many cases, adjunctive use of an antidepressant is
necessary n others. Here, DSM-IV permits assignment of a depression diagnosis in
addition to schizophrenia, without reference to timing.

These varying rules for diagnostic criteria for overlapping syndromes in DSM-IV
indicate that the decision to define specific criteria in such cases cannot be based on a
one-size-fits-all approach, and that the specific clinical features and course of overlapping
syndromes need to be taken into account in the development of diagnostic criteria.

Heterogeneous combinations and time course of symptoms. Psychopathological
and behavioral symptoms in demented patients do not always have a clear onset and
offset, fluctuate in character and nature over time, evolve in overlapping and irregular
patterns in different patients, and vary considerably as the neurodegenerative disease
progresses (5,10). As a result, timing of symptoms as such cannot be used by itself to
delineate specific psychopathologic entitities, and phenomenologic criteria are required.

Confounding of diagnostic criteria with symptom severity. In schizophrenia, the
criteria used to diagnose the disorder differ in some respects from the symptoms
measured as monitors of change with treatment. Diagnostic criteria for schizophrenia
currently rely on the DSM-IV scheme, but clinical rating scales, such as the Brief
Psychiatric Rating Scale (BPRS), an accepted measure of symptom severity and
treatment response, include clinically important symptoms that do not appear in the
diagnostic scheme (for example, agitation). Only some of the BPRS items relate to the
symptoms required for the diagnosis of schizophrenia, and even these BPRS items do not
correspond precisely to the those described in DSM-IV (or SADS or other diagnostic
systems). In essence, the definition of a syndrome is primarily qualitative, but the
measurement of change with treatment is primarily quantitative and may bear only a
modest relationship to defining diagnostic criteria. In dementia, symptom ratings are
currently the primary means of identifying the full range of psychopathologic states that
may occur, and different scales contain non-overlapping domains; the recent publication
of proposed criteria for diagnosing psychosis in dementia (10) is a welcome sign of
progress toward formalizing the diagnostic process. We believe that a similar approach
should be employed in drug development for the treatment of the several specific
syndromes subsumed under the rubric of BPSD. Adoption of this approach might lead,

for example, to assignment of a diagnosis of psychosis in dementia, based on a symptom



cluster that may differ from those required to meet diagnostic criteria for a primary
mental illness such as schizophrenia; a scale like the BPRS might still be used effectively
in both disorders to measure change with treatment. This point is made not to advocate
the use of the BPRS but to establish the importance of distinguishing syndromal
definitions, using strict criteria, from the application of scales or instruments used for
descriptive purposes or to evaluate treatment response.

Heterogeneity in putative etiology and response to different treatments. Clinical
observations support the proposition that certain psychopathologic features emerge in
some demented patients only under specific environmental conditions and, in others, as a
result of individual vulnerabilities. For example, a patient with no history of affective
illness may develop a major depressive episode when subjected to abusive care; a change
in caregiver may alleviate the syndrome. Others may become depressed despite optimal
care and require an antidepressant drug for effective relief. Also, sleep disorder in
dementia may respond to treatment for pain in appropriate patients, while in others,
properly-timed bright light therapy, an antidepressant, or a sedative-hypnotic may restore
relatively normal sleep patterns (14,26).

Inadequately defined thresholds for treating neurobehavioral symptoms in
dementia. Careful clinical evaluation of the nature and impact of symptoms, and clinical
judgment, are currently the guideposts for choosing what symptoms to treat, particularly
when several are present concurrently that may suggest different therapeutic approaches.
Similarly, there are no scientifically-based benchmarks that establish a minimum level of
severity that justifies drug therapy. While these issues are moot when symptoms are very

severe, the threshold for decisions to treat require clearer delineation.

PSYCHOSIS

Prevalence. Psychosis in Alzheimer’s disease and other dementias is common, with
estimates ranging from 20-50% in systematic large-scale studies (5,22,31). This
relatively wide range in estimates may be due to the differing definitions and instruments
used to assess psychosis, but may also reflect selection factors and the reality that the
prevalence of psychosis changes over time as the disease progresses at different rates in

different regions in the brain.

Features. The types of psychotic symptoms prevalent in patients with dementia have
been relatively well characterized. For example, the delusion that someone is stealing

the patient’s possessions is commonly reported (23), and this symptom is rare in



schizophrenia. Delusional misidentification is also common, which some have argued is
a primary result of cognitive deficits and not a delusion according to standard psychiatric
definitions (20). Visual hallucinations are not uncommon in dementia but rare in
schizophrenia where auditory hallucinations predominate. These and other distinctions
between psychosis in Alzheimer’s disease and psychosis in schizophrenia have been well
summarized by Jeste and Finkel (10). Although the boundaries of psychosis in dementia,
i.e., which symptoms should and should not be included in the definition, are still the
subject of academic debate, the relative uniqueness of psychotic symptoms compared to
those seen in schizophenia strongly support the classification of psychosis in dementia, or
psychosis in Alzheimer’s disease, as a distinct entity. The criteria proposed by Jeste and

Finkel represent a sound approach to developing such a definition.

Validity and reliability. There is evidence for the construct validity of psychosis using
rating instruments developed specifically to evaluate dementia-associated symptoms of
psychopathology (1,4,7,22,31). From a psychometric perspective, strong inter-rater
reliability has been established for several different instruments used to evaluate
symptoms of psychosis in dementia (1,4,7,22,31). There is now considerable agreement,
across a range of studies using different scales, as to the existence of a core group of
psychotic symptoms, their clinical features, and their prevalence in patients with
dementia (1,5,22,31). Predictive validity, including treatment response, has also been
established in a number of studies (6,12,28,29).

Pathophysiology. The pathophysiology of psychosis in dementia is not fully understood,
as 1s the case for psychopathology in most psychiatric disorders. The FDA position paper
outlines a model of pain, and states that “the pathophysiology of pain is well understood.”
The peripheral pathophysiology of pain is indeed well understood, but its central nervous
system pathophysiology continues to be a subject of active research and is not yet fully
understood. The brain is the site of action of many effective analgesics, yet the
mechanism of action of analgesics in the brain was poorly understood during the several
decades when most analgesics were approved for human use. Therefore, it is not
necessary to insist upon consensus on the pathophysiology of psychosis in dementia as a
prerequisite for approving drugs that demonstrably treat it. However, there is evidence of
dopaminergic and noradrenergic abnormalities in psychotic dementia patients that differ
from those of non-psychotic demented patients (9,34). These and other data from

biological studies support the validity of the construct.



OTHER PSYCHOPATHOLOGIC FEATURES OF DEMENTIA

Agitation. Conceptually, agitation may be a final common pathway for the
expression of of symptoms of depression, anxiety, psychosis, and even pain in dementia;
alternatively, it may reflect a specific internal state change that may ultimately be defined
by studies of brain function, and it can clearly be a behavioral response to environmental
stressors, unskillful caregiving, or unmet psychosocial needs in patients with cognitive
and verbal communication deficits. This theoretical model is accepted and used by many
clinicians in making therapeutic recommendations, and multiple simultaneous
interventions involving drug therapies, caregiver-based, and environmental interventions
are frequently used in managing agitated patients in clinical practice. However,
insufficient research data currently exist to make definitive statements about the
specificity of agitation as a diagnostic entity in and of itself. Nevertheless, a case can be
made that agitation in dementia may represent a distinct entity, although this has been
better demonstrated for psychosis. There is some empirical evidence supporting the
uniqueness of agitation as a phenomenon in demented persons, but sufficient specificity
has not yet been established relative to agitation in other disorders to justify delineating it
as a clearly definable and distinct syndrome of dementia. Part of the problem may be
quantitative. If only severe forms of agitation in dementia are defined as the target, it
may be easier to identify and delineate as a separate entity. Since agitation has rarely
been a primary focus of either phenomenological classification or therapeutic intervention
in other psychiatric disorders, its definitions and boundaries have not been elucidated
with the precision accorded to delusions and hallucinations (and psychosis) in the
psychiatric nomenclature. Although this weakness has existed historically, the extant
database on evaluation of agitation, aggression, and related symptoms in dementia is
large enough that rapid progress should be possible in defining the parameters of
psychomotor agitation (and related symptoms/syndromes) in dementia more specifically
than has occurred to date. Another problem in defining agitation in demented patients is
confusion emanating from its multiple potential sources. For example, clinicians and
families may observe that agitation occurs only in the context of caregiving by one but
not by another individual. In such instances, agitation is best construed as a response that
has specificity for another person, rather than for a unique psychopathological state. The
delineation of the issues related to competing causes has been insufficiently addressed in

research thus far.



Depression. The definition of major depression in dementia is relatively less
problematic than the definition of agitation, i.e., the DSM-IV symptom criteria for major
depression can be applied directly to patients with dementia. While some symptoms of
depression do overlap with those that are common in dementia per se, e.g., apathy and
loss of interest, the symptom criteria for major depression in DSM-IV cover a large
enough range of severe depressive symptoms that an erroneous diagnosis of major
depression in patients with dementia (when depression does not “truly” exist) is unlikely
in the hands of skilled clinicians. Nevertheless, to avoid the potential pitfalls posed by
non-specific symptoms that are common to both depression and dementia, the presence of
depressed mood (and not the non-specific symptom of apathy alone) should be required

for the diagnosis of major depression in dementia.

Anxiety. Anxiety has received relatively less attention than other forms of
psychopathology in dementia, and there is no current consensus as to its treatment.
While recent paper suggests that symptoms of anxiety are both common and frequently
associated with other neurobehavioral symptoms (31,32), diagnostic criteria have not

been tested.
TREATMENT OF PSYCHIATRIC SYNDROMES IN DEMENTIA

Several published studies document moderate efficacy of both typical and atypical
antipsychotic drugs for psychosis and behavioral dyscontrol (primarily psychomotor
agitation and aggressive behavior) in dementia (3,6,8,12,27,28,29) and the anticonvulsant
carbamazepine (30). The evidence regarding antidepressant drug treatment for symptoms
of major depression in dementia is suggestive but not conclusive of efficacy
(11,17,18,19,21,24).

Antipsychotics have been studied far more systematically than any other class of
psychotropic medication in demented patients. For the use of antipsychotics to treat
target syndromes of psychosis or behavioral dyscontrol, the therapeutic window for both
atypical and atypical agents is narrow, emphasizing the importance of systematic
controlled studies to help guide clinical practice in other neuropsychiatric symptoms of
dementia as well. Before the 1990s, it was not uncommon for physicians to prescribe
relatively high doses of typical antipsychotics, e.g., haloperidol 5-15 mg daily or
chlorpromazine 400-800 mg daily, to treat psychosis and behavioral dyscontrol in

demented patients, resulting in severe short- and long-term neurologic side effects



including extrapyramidal signs and tardive dyskinesia. Recent clinical trials with an
emphasis on low-dose treatment strategies have helped to define the safe and effective
dose range for several typical and atypical antipsychotics (6,12,28,29), and led to
improved standards of clinical practice for those physicians who have become aware of
these findings. Given the widespread clinical applicability of such studies, it is unwise to
ignore their utility, and it is of great importance to extend the conceptual and
methodologic framework employed therein to studies of other classes of psychotropic

drugs.
CONCLUSION

A large number of physicians currently prescribe psychotropic medications, off-label, at
fairly high frequency, to treat a variety of psychiatric symptoms in patients with dementia
(2,13). This use will only increase as a result of the rapid rise in prevalence of dementia
due to the aging of the population. The need is pressing to establish reliable criteria for
diagnosing specific syndromes within the domain of BPSD, in order to facilitate the
development of optimal treatment strategies. If the FDA cannot establish clear guidelines
that permit approval of labeling based on appropriate clinical trials for the treatment of
psychosis and other syndromes in demented patients, opportunities to establish treatment
efficacy and safety, and the impetus for industry support of these efforts, will greatly
diminish in the future. With respect to specific antipsychotic drugs, efficacy has been
satisfactorily established, the parameters of safety have been satisfactorily defined, and
clinical practice in geriatric psychiatry has been improved independent of the FDA
labeling process. Any diminution of research efforts is likely to have a detrimental
impact on the treatment of patients with dementia who develop significant
psychopathology. The AAGP strongly supports all efforts to avoid this adverse result of

unwarranted hesitancy in the regulatory process.

Respectfully submitted for the Board of the American Association for Geriatric

Psychiatry.

D. P. Devanand MD Soo Borson MD

Chair, AAGP Research Committee President, AAGP
Professor of Clinical Psychiatry Professor of Psychiatry
Columbia University University of Washington

New York NY Seattle WA



10.

11.

12.

13.

14.

REFERENCES

Allen NHP, Gordon S, Hope T, Burns A. Manchester and Oxford Universities Scale
for Psychopathological Assessment of Dementia (MOUSEPAD). Brit J Psychiatry
169:293-307, 1996.

Avorn J, Soumerai SB, Everitt DE, et al. A randomized trial of a program to reduce the
use of psychoactive drugs in nursing homes. New Engl ] Med 1992; 327:168-173.

Barnes R, Veith R, Okimoto J, et al. Efficacy of antipsychotic medications in
behaviorally disturbed dementia patients. Am J Psychiatry 1982; 139:1170-1174.

Cummings JL, Mega M, Gray K, Rosenberg-Thompson S, Carusi DA, Gornbein J.
The Neuropsychiatric Inventory: comprehensive assessment of psychopathology in
dementia. Neurology 44:2308-2314, 1994.

Devanand DP, Jacobs DM, Tang M-X, Castillo-Castaneda CD, Sano M, Marder K,
Bell K, Bylsma FW, Brandt J, Albert M, Stern Y. The course of psychopathologic
symptoms in mild to moderate Alzheimer’s disease. Arch Gen Psychiatry 54:257-
263, 1997.

Devanand DP, Marder K, Michaels KS, Sackeim HA, Bell K, Sullivan MA, Cooper TB,
Pelton GH, Mayeux R. A randomized, placebo-controlled, dose-comparison trial of
haloperidol for psychosis and disruptive behaviors in Alzheimer’s disease. American
Journal of Psychiatry, 155:1512-1520, 1998.

Devanand, D.P., Miller, L., Richards, M., Marder, K., Bell, K., Mayeux, R, and Stern,
Y.: The Columbia University Scale for Psychopathology in Alzheimer’s disease.
Archives of Neurology: 49:371-376, 1992.

Finkel SI, Lyons JS, Anderson RL, Sherrell K, Davis J, Cohen-Mansfield J, Schwartz A,
Gandy J, Schneider L: A randomized, placebo-controlled trial of thiothixene in agitated,
demented nursing home patients. Int J Geriatr Psychiatry 1995;10:129-136.

Forstyl H, Burns A, Levy R, Cairns N (1994). Neuropathological correlates of
psychotic phenomena in Alzheimer’s disease. British Journal of Psychiatry, 165, 53-
59

Jeste DV, Finkel SI: Psychosis of Alzheimer’s disease and related dementias:
Diagnostic criteria for a distinct syndorme. American Journal of Geriatric Psychiatry.
2000; 8(1): 29-34.

Katona CLE, Hunter BN, Bray J. A double-blind comparison of the efficacy and
safety of paroxetine and imipramine in the treatment of depression with dementia. Int
J Geriatr Psychiatry 1998 13:100-108.

Katz IR, Jeste DV, Mintzer JE, Clyde C, Napolitano J, and Brecher M for the
Risperidone Study Group. Comparison of risperidone and placebo for psychosis and
behavioral disturbances associated with dementia: a randomized, double-blind trial. J
Clin Psychiatry 1999; 60:107-115.

Lantz MS, Louis A, Lowenstein G, Kennedy GJ. A longitudinal study of psychotropic
prescriptions in a teaching nursing home. Am J Psychiatry 1990; 147:1637-1639.
Lovell BB, Ancoli-Israel S, Gevirtz R. Effect of bright light treatment on agitated
behavior in institutionalized elderly subjects. Psychiatry Research 1995; 57:7-12.



15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

29.

Lyketsos CG, Steele C, Galik E, Rosenblatt A, Steinberg M, Warren A, Sheppard JM.
Physical aggression in dementia patients and its relationship to depression. Am J
Psychiatry 156:66-71, 1999.

Mittelman MS, Ferris SH, Shulman E et al. A family intervention to delay nursing
home placement of patients with Alzheimer’s disease: A randomized controlled
clinical trial. JAMA 1996 276:1725-1731).

Nyth AL, Gottfries CG, Lyby K, Smedegaard-Andersen L, Gylding-Sabroe J,
Kristensen M, Refsum H-E, Ofsti E, Eriksson S, Syversen S. A controlled
multicenter clinical study of citalopram and placebo in elderly depressed patients with
and without concomitant dementia. Acta Psychiatr Scand 1992; 86:138-145.

Nyth AL, Gottfries CG. The clinical efficacy of citalopram in treatment of emotional
disturbances in dementia disorders. A Nordic multicenter study. Br J Psychiatry 1990;
157: 894-901.

Petracca G, Teson A, Chemerinski E, Leiguarda R, Starkstein SE. A double-blind
placebo-controlled study of clomipramine in depressed patients with Alzheimer’s
disease. The Journal of Neuropsychiatry and Clinical Neurosciences 1996; 8:270-
275.

Raskind MA, Risse SC. Antipsychotic drugs and the elderly. J Clin Psychiatry 1986;
47:17-22.

Reifler BV, Teri L, Raskind M, Veith R, Barnes R, White E, McLean P. Double-
blind trial of imipramine in Alzheimer’s disease with and without depression. Am J
Psychiatry 1989; 146: 45-49.

Reisberg B, Auer SR, Monteiro IM. Behavioral pathology in Alzheimer’s disease
(BEHAVE-AD) rating scale. Int Psychogeriatr 8 Suppl 3: 301-308, 351-354, 1996.

Reisberg B, Borenstein J, Salob SP, et al. Behavioral symptoms in Alzheimer's Disease:
phenomenology and treatment. J Clin Psychiatry 1987; 48:9-15.

Roth M, Mountjoy CQ, Amrein R, and the International Collaborative Study Group.
Moclobemide in elderly patients with cognitive decline and depression. An
international double-blind, placebo-controlled trial. Brit J Psychiatry 168:149-157,
1996.

Rovner BW, Steele CD, Shmuely Y, Folstein MF. A randomized trial of dementia
care in nursing homes. J Am Geriatr Soc 44:7-13, 1996.

Satlin A, Volicer L, Ross V, Herz L, Campbell S. Bright light treatment of behavioral
and sleep disturbances in patients with Alzheimer's disease. American Journal of
Psychiatry 1992; 149:1028-32.

Schneider LS, Pollock VE, Lyness SA: A meta-analysis of controlled trials of
neuroleptic treatment in dementia. J Am Geriatr Soc 1990;38:553-563.

Street J, S Clark, S Mitan, R Tamura, D Kadam, T Sanger, KS Gannon, GD
Tollefson. Olanzapine in the treatment of psychosis and behavioral disturbances
associated with Alzheimer’s disease. ACNP Meeting, San Juan, Puerto Rico, 1998.
Tariot P, Salzman C, Yeung P, Pultz J, Raniwalla J. Clinical improvement and

tolerability is maintained long-term in elderly patients treated with quetiapine.
Abstract 120, ACNP Meeting, Acapulco, December 1999.



30.

31

32.

33.

34.

Tariot PN, Erb R, Podgorski CA, Cox C, Patel S, Jakimovich L, Irvine C. Efficacy
and tolerability of carbamazepine for agitation and aggression in dementia. Am J
Psychiatry 155:54-61, 1998.

Tariot PN, Mack JL, Patterson MB, et al. The CERAD behavior rating scale for dementia
(BRSD). Am J Psychiatry 1995;152:1349-1357.

Ter1 L, Ferretti LE, Gibbons LE et al. J Gerontol A Biol Scit Med Sci 1999; 54:
M348-342.

Wragg RE, Jeste DV. Overview of depression and psychosis in Alzheimer's disease. Am
J Psychiatry 1989; 146:577-587.

Zubenko GS, Moossy J, Marinez AJ et al: Neuropathological and neurochemical
correlates of psychosis in primary dementia. Archives of Neurology. 1991; 48: 619-
624.



SPH3E2
FedEx. USA Airbill 5 8L1333534788 . 0210 Recipients Copy
n From

Date g

Delivery commitment may

m Express Package Service _Packages under 150 Ibs. be lgter in some 2ceas.
l:‘ FedEx Priority Overnight @fedEx Standard Overnight *

{Next business morning} Next business afternoon}

|:| FedEx First Overnight

(Earliest next business morning delivery to select locations) [Higher rates apply)

Phone | 301) &54-7850 B FedFx 2Day [ ] FedEx Express Saver

(Second business day) {Third business day) —
FedEx Letter Rate not available. Minimum charge: One pound rate.

compary . AMERICAN ASSOC GERIATRIC PSY ab] Express Freight Service Packages over 150 Ibs. Defery commmant may
FedEx Q Zg'ht Freight D FedEx 2Day Freight D FedEx Express Saver Freight

{Next business {Second busingss day) Up to 3 husiness days} —

Address ?‘;‘ 1 G NQUQNDNT AVE ETE 1 OSC‘ (Call for delivery schedule. See back for detailed descriptions of freight services.}

Dept/Floor/Suite/Room

Sender's
Name

) B Packagin FedE FedE FedE FedEx Ot
iy BETHESDA sae M 2p 20814 ging Lg{gne)r( Pik_): Box | Tabe e —

3 ! — Declared vi Iue Timit $500.
. . 'y Ia .
E Your Internal Billing Reference Information \/_:)0x - O Special Handling | P— buxm:,i:.ccy:;cken) (Shigper's

E Does lhis shipment contain dangerous goods?* No DYES De‘cplgemsonl Yes E&ﬂ:;’““?&,
N rylce
h 1;0 QX"\ b A {‘A J o ) ch 8, UN 1845 « . D Cargo Aircraft Only -
EC\D ient's i oo T ( ) *Dangerous Goods cannot be shipped in FedEx packaging.
Name - - Phone h
A Payment Obtain Recipient
_1 ! “’)’ Ly B ender [ ]Recipient [ _|ThirdPa D%Eifl“ﬁ"éﬁlﬁ/
Company ( s g ¢ to: Aceount No.in ecipien ird Party Il ar Chock =
- Check here ectioyl be biled) |— (Enter FedEx Account Na. urCrsd«Card No. belowi —
- T P h A
_\(};,:{g § ( . i - i !/}(;, / if residence \’ I r.c‘ A 3 ’f \
LA Ng ' ; LT Jrv Extra ch |
Address =7 " % N Alimt o e ﬁﬂ e S ’f.‘«'}“ me, 'J\‘_g‘?;{ai ! JJ\EV;J" r7‘n
{To 'HOLD" at EgdEx location, pint FedEx address here) o DepL/Flnnr/Sune/Room ((; rr “51 ‘\f )7') “f) 54 H‘]J
N AT ] ) e N De-Os -
City '\/‘C bl L" State { ol D N (¥4 Total Pack TotaIWengm Total Declnred Value Total Charges
For HOLD at FedEx Location check here For WEEKEND Dellvery check here SN, $ 00
Hold Weelkday Hold Saturda {Not available at afl locations) Saturda Delivery NEW Sunday Delivery Par— e ——— PP — -
] B e Lﬁ%’é’:é";‘ié“éﬁ:iﬁf”°”“ Gremant ‘l?v?r'é?ﬂ?!%%Fﬁffé%’i‘v‘tnm By Bt on CONDITIONS DEGLARED YALUE AND LAY OF IRBILITY s fr uther mation Credit Card Auth.

ER,elease Slgnature o Lo —_—
R AN £
A . -
Your swgnalure authorizes Federa! Express to deliver this ship- —
ment without abtaining a signature and agrees to indemnify T
and hold harmless Federal Express from any resulting claims. 3 E 1I
- WESI. 0293
Questions? ev. Date 7738
. . . & Part #153023ps
Call 1-800 Go'FedEx" (800)463-3339 ©1994-98 Fedx
PRINTEC INUSA. s

’ a oNeB3Y4EST7

—— 2 gt o " a2 et et bt Skt Mo _

L N  Wmes——" | —— Mg g Sttt




