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It has been reported that the increasing preva-
lence and dispersion of obesity in the general pop-
ulation are commensurate with those of a
communicable disease epidemic (1). Several sub-
populations of psychiatric patients (e.g., those with
major depressive disorder or bipolar disorder) have
an increased risk of overweight and obesity (2).
Moreover, in many psychiatric patients risk factors
tend to cluster for type 2 diabetes mellitus and
other general medical disorders (3). Mortality due
to a general medical condition is the most frequent
cause of excess death among persons with mood
and psychotic disorders (4, 5). Obesity is a well-
established risk factor for many medical disorders
that are differentially reported in psychiatric popu-
lations (6). Mental health care providers must be
familiar with the definitions, measurements, psy-
chiatric and medical consequences, and manage-
ment strategies for obesity. Many psychiatric
medications are associated with clinically signifi-
cant weight gain and metabolic disturbances (2, 7).

To address these issues, we review 10 questions on
obesity and mental disorders that are frequently
asked by mental health care providers.

To formulate answers to 10 commonly asked
questions about obesity and mental health, we
conducted a MEDLINE search of all English-lan-
guage articles published between 1966 and June
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Abstract: Obesity is a global epidemic and a health priority, and several psychiatric disorders, including
major depressive disorder, bipolar disorder, and schizophrenia, are associated with an elevated risk of
comorbid obesity. Moreover, persons with psychiatric disorders often have multiple risk factors (e.g.,
poverty and use of psychotropic medications) for excess weight. Excess weight in turn is associated with
serious health consequences, both medical and psychiatric. Mental health care professionals must be
familiar with the appropriate screening and treatment strategies for obesity. The authors provide a syn-
thesis of the epidemiology, psychiatric and medical consequences, risk factors, and management strate-
gies for obesity in psychiatric populations, giving particular consideration to management of the
psychiatric patient who experiences psychotropic-associated weight gain. To formulate answers to 10
commonly asked questions about obesity and mental health, the authors conducted a MEDLINE
search of all English-language articles published between 1966 and June 2005. The search terms were
obesity, overweight, body mass index (BMI), metabolism, bariatric treatment, weight-loss treatment,
major depressive disorder, bipolar disorder, schizophrenia, binge-eating disorder, eating disorder, and
psychotropic medication. The search was supplemented with a manual review of relevant references.
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2005. The search terms were obesity, overweight,
body mass index (BMI), metabolism, bariatric
treatment, weight-loss treatment, major depressive
disorder, bipolar disorder, schizophrenia, binge-
eating disorder, eating disorder, and psychotropic
medication. The psychiatric disorders were cross-
listed with obesity, overweight, body mass index,
bariatric treatment, and metabolism. The search
was supplemented with a manual review of relevant
references. In the following, “excess weight” refers
to both overweight and obesity, and use of the
word significant denotes statistical significance at
an alpha level of 0.05 or less.

TEN FREQUENTLY ASKED QUESTIONS
ON OBESITY

1. How is obesity defined and
operationalized?

Normal body weight is defined as a body mass
index (BMI) in the range of 18.5–24.9; BMI is
computed as body weight in kilograms divided by
the square of height in meters. Overweight, some-
times referred to as “pre-obese,” is defined as a BMI
in the range of 25–29.9. A BMI of ≥30.0 is defined
as obesity. Obesity has also been divided into sub-
classes (Table 1). Overweight in children and ado-
lescents is frequently defined as a BMI in the 95th
percentile or higher for age and sex (9).

The most frequently cited anthropometrics are
weight, BMI, waist-to-hip girth ratio (WHR), and
waist circumference. Total body weight and/or
increase in absolute weight are the most frequently
cited markers of excess weight. BMI, which takes
height and weight into account, is a more useful
metric. The WHR provides an estimate of the

abdominal accumulation of body fat. Undesirable
accumulation of body fat is defined as a WHR
greater than 0.9 for males and 0.8 for females. It
has been proposed that a WHR in excess of 0.85
in women and 1.00 in men is associated with alter-
ations in glucose-insulin homeostasis and lipid-
lipoprotein metabolism. The WHR is obtained by
measuring the waist between the iliac crests and
the lower costal margin and dividing that measure
by the maximum circumference around the but-
tocks. It has been reported that waist circumfer-
ence alone provides an adequate proxy of visceral
adipose tissue. Obesity-associated morbidity is
reported to be higher when the waist circumfer-
ence exceeds 88 cm in females and 102 cm in
males (10).

Straker and colleagues (11) evaluated the clinical
utility and cost-effectiveness of screening for the
metabolic syndrome (see question 7) in a heteroge-
neous group of psychiatric patients who were
treated with a variety of atypical antipsychotic
agents. The overall prevalence of the metabolic syn-
drome was 29.2%. Abdominal obesity and elevated
fasting blood glucose (>110 mg/dl) identified
100% of patients with the metabolic syndrome.
These data indicate that combining measurements
of waist circumference and fasting blood glucose is
a reasonable and cost-effective proxy of metabolic
syndrome in this patient group.

2. What is the prevalence of excess weight
in the general population?

Obesity is the most common nutritional disorder
in North America and globally (12). It is estimated
that up to 54% of the adult population in the
United States is overweight and approximately
30% are categorically obese (12–15). The esti-
mated prevalence of obesity has been increasing
significantly over the past two decades. For exam-
ple, data from the Third National Health and
Nutrition Examination Survey (1998–1994) indi-
cate that the age-adjusted prevalence of obesity was
30.5% in the 1999–2000 survey, compared with
an estimate of 22.9% in the 1988–1994 survey.
The prevalence of overweight also increased during
this period, from 55.9% to 64.5% (14). The esti-
mated prevalence of excess weight in pediatric pop-
ulations has also more than doubled over the past
three decades (16).

3. Which psychiatric populations are at
risk for obesity?

Major depressive disorder, binge-eating disorder,
bipolar disorder, and schizophrenia are associated
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Table 1. Weight Classifications by Body
Mass Index (BMI)
NHLBI BMI Range WHOb

Terminology (kg/m2) Classification

Underweight <18.5 Underweight

Normal 18.5–24.9 Normal range

Overweight 25.0–29.9 Preobese

Obesity class 1 30–34.9 Obese class 1

Obesity class 2 35.0–39.9 Obese class 2

Obesity class 3 ≥40.0 Obese class 3

NHLBI=National Heart, Lung, and Blood Institute; WHO=World Health Organization
Source: Adapted from McIntyre et al. (8)
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with excess weight (2, 3). A comprehensive review
of the association between depression, binge-eating
disorder, and obesity has been reported elsewhere
(17). In Tables 2 and 3 we summarize data on obe-
sity in patients with bipolar disorder and with
schizophrenia. Taken together, contemporary stud-

ies indicate that persons with bipolar disorder or
schizophrenia are more likely than the general pop-
ulation to be obese. Moreover, the WHR in both
patient groups may also be higher than in the gen-
eral population, indicating an abdominal distribu-
tion of excess weight.

MCINTYRE AND KONARSKI

focus.psychiatryonline.org

Fagiolini et al. (18)

McElroy et al. (19)

Fagiolini et al. (20)

Elmslie et al. (21, 22)

Retrospective chart
review

Open prospective

Post hoc analysis of
randomized con-
trolled trial

Open observational,
cross-sectional

34/50 (68%) were obese/overweight

16/50 (32%) were obese

Weight status was associated with number of previous depressive
episodes

Most weight gain occurred during acute treatment

Increase in BMI was positively related to HDRS

Increase in BMI was negatively related to baseline BMI

57% overweight/obese

21% overweight

5% extremely obese (BMI≥40)

American patients had higher mean BMI, obesity, and extreme obesity
than European patients

American female patients had higher rates of obesity and extreme
obesity than reference

American male patients had higher rates of overweight and obesity
than reference

Associations between excess BMI and age, annual income, comorbid
binge-eating disorder, arthritis, diabetes, hypertension, exercise, cof-
fee consumption, and weight gain-inducing psychotropic agents

35% obese; overweight not reported

Obese patients had fewer years of education, more depressive than
manic episodes, and higher baseline HDRS scores and required
more time to achieve remission

During maintenance, significantly higher rate of recurrence in obese
(54%) vs. nonobese (35%) patients

Time to recurrence was significantly shorter for obese patients

Risk of recurrence into depression was greater than into mania
among obese patients

Female patients were significantly more likely to be overweight (44%
vs. 24% among controls)

Obesity, 20% among patients vs. 13% among controls

Abdominal obesity (WHR>0.8), 59% among patients vs. 17% among
controls

Obesity among male patients, 19% vs. 10% among controls

Male abdominal obesity (WHR>0.9), 58% vs. 35% among controls

Female patients receiving antipsychotics, alone or in combination with
other psychotropics, had higher overall sugar intake than controls

50 patients with bipo-
lar disorder (DSM-IV)

644 outpatients with
bipolar disorder I/II
(DSM-IV)

175 patients with
bipolar disorder I
(DSM-IV), enrolled
1991–2000

89 patients with
euthymic bipolar
disorder I (DSM-IV),
445 age- and sex-
matched controls in
New Zealand

Table 2. Investigations Comparing Anthropometric Differences and Associated
Risk Factors Between Persons With Bipolar Disorder and the General
Population
Study Method Subjects Comments

BMI=body mass index; HDRS=Hamilton Depression Rating Scale; WHR=waist-to-hip girth ratio
Source: Adapted from McIntyre and Konarski (23)
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Dynes (24)

Allison et al. (25)

Coodin (26)

Homel et al. (27)

Wyatt et al. (28)

Stedman (29)

Sharpe (30)

Thakore et al. (31)

Ryan et al. (32)

Eder et al. (33)

Retrospective chart
review

Retrospective data
analysis; data
from:

Mental health
supplement of
1989 NHIS

NHANES III

Ziprasidone clini-
cal trial

Retrospective chart
review, compari-
son with Statistics
Canada’s 1996–
1997 NPHS

Retrospective chart
review, 1987–1996

Retrospective chart
review of U.S. mil-
itary active duty
personnel,
NCSEPS data

Cross-sectional

Cross-sectional

Cross-sectional

Cross-sectional

Prospective, con-
trolled, open study

Rate of obesity was significantly higher in schizophrenia
group (64% vs. 5%)

Men with schizophrenia had mean BMI similar to controls
(26.14 vs. 25.63)

Women with schizophrenia had significantly higher BMI
than controls (27.36 vs. 24.50)

Prevalence of obesity was 3.5 times higher in patients with
schizophrenia than in general population (42% vs. 12%)

27% of patients with schizophrenia had normal BMI vs.
48% of general population

Males with schizophrenia had higher BMI (27.60 vs. 26.12)

Males with schizophrenia had no change in BMI over time

Females with schizophrenia had higher BMI at baseline
(28.44 vs. 24.57)

Increase in BMI among females with schizophrenia paral-
leled trends in those without schizophrenia

No consistent differences in BMI or weight between
patients and healthy subjects or between patient groups

Mean WHR was 0.86

73% had WHR greater than 0.8

79% of males had WHR>0.9

100% of females had WHR>0.8

Patients with schizophrenia had significantly higher levels of
visceral fat and plasma cortisol and higher BMI and WHR

No difference between groups in baseline BMI

Patients with schizophrenia had higher WHR

Patients with schizophrenia had higher cortisol levels,
higher saturated fat intake, lower fiber intake

Weight increase after 8 weeks on olanzapine, due largely
to fat increase (vs. lean mass)

33 patients with schizophrenia,
33 medical inpatients

150 subjects with self-reported
schizophrenia, 80,130 sub-
jects without schizophrenia

17,689 subjects without schizo-
phrenia

420 patients with schizophrenia
or schizoaffective disorder
(DSM-IV)

183 subjects with schizophrenia

887 patients with schizophre-
nia, 427,760 patients without
schizophrenia

1,457 patients with bipolar dis-
order; 4,668 patients with
major depressive disorder;
1,389 patients with schizo-
phrenia (DSM-III-R, DSM-IV);
85,940 psychiatrically healthy
personnel

51 female patients receiving
psychotropic medication, 25
of them with schizophrenia
(DSM-III-R)

29 males and 23 females with
chronic mental illness

7 drug-naive and 8 drug-free
patients with schizophrenia,
15 control subjects

19 first-episode drug-naive
patients with schizophrenia,
19 control subjects

10 patients with schizophrenia
treated with olanzapine, 10
healthy control subjects

Table 3. Investigations Comparing Anthropometric Differences and Associated
Risk Factors Between Persons With Schizophrenia and the General
Population
Study Method Subjects Comments

BMI=body mass index; NHIS=National Health Interview Survey; NHANES III=National Health and Nutrition Examination Survey III; NPHS=National Population Health
Survey; NCSEPS=National Collaborative Study of Early Psychosis and Suicide; WHR=waist-to-hip girth ratio

Source: Adapted from McIntyre and Konarski (34)
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4. What are the risk factors for obesity in
psychiatric patients?

Risk factors for obesity tend to cluster in
patients with psychiatric disorders, including
insufficient access to primary and preventative
health care, poverty, and others (3). Several psy-
chotropic medications are particularly associated
with clinically significant weight gain (Tables
4–6). The association between atypical antipsy-
chotics and weight gain has been comprehensively
examined (3). Several correlates of weight gain in
patients taking antipsychotics have been sug-
gested, although few are compelling. Younger age,
improvement in psychopathology, and lower basal
BMI have been the most consistently reported
variables associated with antipsychotic-associated
weight gain.

5. What are the mechanisms of weight
gain in patients taking antipsychotic
medications?

The balance between energy intake and expendi-
ture largely determines net body weight (35).
Energy expenditure can be further partitioned into
resting energy expenditure and activity-related
expenditure (36). Weight gain is a highly complex
multifactorial phenotype with a heritability liabil-
ity of approximately 70% (37). Energy intake and
expenditure are tightly regulated by a panoply of
central and peripheral energy homeostasis mecha-
nisms. It is likely that antipsychotic-associated
weight gain is promoted by several mechanisms,
with an increase in appetite via an affinity for cen-
tral appetite-stimulating systems occupying a cen-
tral role (38, 39).

6. What are the medical and psychiatric
consequences of obesity?

The medical complications of overweight and
obesity are well established. They include, among
others, osteoarthritis, type 2 diabetes mellitus,
metabolic syndrome, cardiovascular disease, gall-
bladder disease, sleep apnea, and some forms of
cancer (40). Many of these maladies are more com-
mon in some psychiatric populations (4, 5, 41, 42).
The therapeutic objectives in managing severe per-
sistent psychiatric disorders include the reduction
of excess mortality. The salience of medical disor-
ders in excess mortality of all causes calls for clini-
cal surveillance for obesity and its associated
morbidity in all psychiatric patients.

Overweight and obesity are associated with
stigma, decreased self-regard, treatment noncom-

pliance, and a variety of indexes of harmful dys-
function (e.g., work maladjustment). Obesity may
also complicate treatment response and the course
and outcome of some psychiatric disorders. For
example, Fagiolini and associates (18, 20, 43) have
reported that obesity and bipolar disorder are cor-
related with a longer time to recovery, higher risk
of recurrence (notably for depression), suicidality,
and a greater number of prior affective episodes.

MCINTYRE AND KONARSKI
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Table 4. Weight-Gain Liability and Glucose
Metabolism Influences With Available
Antidepressants

Glucose
Drug Classa Weight-Gain Metabolism
and Drug Liabilityb Influencec

TCAs ++++ +/–

Amitriptyline

Nortriptyline

MAOIs ++++ – –

Phenelzine

Tranylcypromine

RIMAs 0/– N/A

Moclobemide

SSRIs +/– 0/–

Citalopram

Fluoxetine

Fluvoxamine

Paroxetine

Sertraline

SNRIs 0/– 0

Venlafaxine

Duloxetine

Serotonin antagonists 0/– 0

Nefazodone

Trazodone

Other antidepressants

Bupropion 0/– 0

Mirtazapine ++ 0/+

a TCAs=tricyclic antidepressants; MAOIs=monoamine oxidase inhibitors;
RIMAs=reversible inhibitor of monoamine oxidases; SSRIs=selective serotonin reup-
take inhibitors; SNRIs=selective serotonin/norepinephrine reuptake inhibitors

b ++++=unequivocal weight gain; ++=some weight gain; +/–=inconsistent weight
gain/loss; 0/–=minimal weight loss

c 0/+=inconclusive increase in plasma glucose; +/–=inconsistent plasma glucose
increase/decrease; 0/–=inconclusive decrease in plasma glucose; – –=decrease in
plasma glucose; 0=not associated with glucose metabolism disruption; N/A=not
available or unknown

Source: Adapted from McIntyre and Konarski (23, 34)
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7. What is the metabolic syndrome?
The term metabolic syndrome has been used

interchangeably with several other monikers (e.g.,
syndrome X and insulin resistance syndrome).
This syndrome denotes a clustering of cardiovas-
cular and metabolic disturbances that may share a
common pathophysiology. Not all affected per-
sons manifest all dimensions of the metabolic syn-
drome. For example, up to 5% of the general
population who do not have excess weight may be
“metabolically obese” (44). It is estimated that the
prevalence of the metabolic syndrome in the gen-
eral population is approximately 20%–25%, and
in some psychiatric populations, perhaps higher
(45, 46). Several definitions have been formulated
for the metabolic syndrome. Health care providers
should be familiar with the definition proposed by
the National Cholesterol Education Program
(Table 7).

8. What are the management strategies
for obesity?

The evidence-based guidelines issued by the
National Institutes of Health (48) suggest the need
for weight loss in obese persons and in overweight
persons who have two or more risk factors for obe-
sity-related diseases. The edifice for any successful
weight loss program is a healthy, balanced diet,
along with increased physical activity.

Some patients are at risk of rapid weight gain from
taking atypical antipsychotics. For example, a post
hoc analysis of data on patients treated with olanza-
pine (49) reveals that approximately 15% are at risk
of rapid weight gain (defined as gaining 7% or more
of their baseline weight within 6 weeks of initiation
of therapy). These data suggest that weight gain
monitoring should be particularly close during the
first 2 months of administrating the medication.

It has been established that relatively modest
reductions in weight are associated with clinically
significant health benefits. The provision of basic
education on weight management and healthy
dietary choices is an inexpensive and effective inter-
vention. Yet, unfortunately, most obese persons do
not routinely receive weight loss advice from their
primary health care provider (42, 50).

Screening of the patient’s dietary habits, eating
behaviors, and concomitant drug and alcohol use
and screening for obesity-associated morbidity and
family medical history are integral components of
evaluation and monitoring (51). Patients need to be
informed about the differences in caloric density in
commonly consumed foods and beverages and be
counseled on smoking cessation and reasonable
alcohol use (52). The physical and mental health

MCINTYRE AND KONARSKI

Table 5. Weight-Gain Liability and Glucose
Metabolism Influences With Antipsychotics

Glucose
Drug Class Weight-Gain Metabolism
and Drug Liabilitya Influenceb

High-potency conventional 0/+ N/A
antipsychotics

Haloperidol

Low-potency conventional +++/++ +/–
antipsychotics

Chlorpromazine

Atypical antipsychotics ++c

Clozapine ++++

Olanzapine +++

Risperidone ++

Quetiapine ++

Ziprasidone +/–

Aripiprazole +/–

a ++++=unequivocal weight gain; +++=consistent weight gain; ++=some weight gain;
0/+=minimal weight gain; +/–=inconsistent weight gain/loss

b ++=increase in plasma glucose; +/–=inconsistent plasma glucose increase/decrease;
N/A=not available

c Food and Drug Administration class labeling
Source: Adapted from McIntyre and Konarski (23, 34)

Table 6. Weight-Gain Liability and Glucose
Metabolism Effects With Mood
Stabilizers and Antiepileptic Drugs

Glucose
Mood Stabilizer/ Weight-Gain Metabolism
Antiepileptic Drug Liabilitya Effectsb

Lithium +++ +/–

Divalproex +++/++++ ++

Carbamazepine ++ N/A

Oxcarbazepine 0/+ N/A

Lamotrigine 0/– N/A

Pregabalinc ++ N/A

Gabapentinc ++ N/A

Topiramatec – – 0/–

Levetiracetamc 0/– N/A

Zonisamidec 0/– N/A

a ++++=unequivocal weight gain; +++=consistent weight gain; ++=some weight
gain; 0/+=minimal weight gain; 0/–=minimal weight loss; – –=some weight loss

b ++=increase in plasma glucose; +/–=inconsistent plasma glucose increase/decrease;
0/–=inconclusive decrease in plasma glucose; N/A=not available

c Dose dependent
Source: Adapted from McIntyre et al. (2)
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benefits of weight loss need to be clearly presented
along with practical resources for exercise that are
accessible and affordable (3, 53, 54). Body weight,
BMI, and WHR should be measured and moni-
tored routinely, with baseline measurements and
then semiannual measurements at minimum, and
more frequent monitoring for patients who have
experienced substantial weight gain.

9. What medications are effective for
antipsychotic-associated weight gain?

Bariatric pharmacotherapy is recommended for
adults who have a BMI≥30 as well as for adults who
have a BMI≥27 along with obesity-related medical
conditions (10). No pharmacological treatment for
antipsychotic-associated weight gain has been
proven to be reliably efficacious and safe, although
several medication approaches are being studied
(55, 56). The best available efficacy evidence is for
sibutramine and topiramate. Amantadine, met-
formin, orlistat, and nizatidine are alternatives, but
their use is associated with many hazards (e.g., exac-
erbation of psychosis) (57–74).

10. What behavioral interventions are
effective for psychiatric patients?

As noted, a weight loss program should begin
with a healthy, balanced diet and an increase in
physical activity, along with education on nutri-
tion, diet, the benefits of weight loss, and appro-
priate resources for exercise.

Several reports have examined the effectiveness
of behavioral strategies for weight management in
psychiatric patients (see McIntyre et al. [75] for a
comprehensive review). Vreeland and colleagues
(76) examined the effectiveness of a 12-week mul-
timodal weight management program among
patients with schizophrenia or schizoaffective dis-
order (intervention group, n=31; control group,
n=15). All patients had been receiving an atypical
antipsychotic for at least 3 months and had a
BMI≥26, or they had experienced a weight gain of
≥2.3 kg within 2 months of initiating the index
medication. The program emphasized nutritional
counseling, exercise, behavioral interventions, and
healthy weight management techniques. At the end
of the study period, patients assigned to the inter-
vention group lost significantly more weight (mean
loss, 2.7 kg or 2.7% of body weight) than patients
assigned to the control group (mean gain, 2.9 kg or
3.1% of body weight). The corresponding mean
change in BMI was a drop from 34.32 to 33.34
(2.8%) in the intervention group and an increase
from 33.4 to 34.6 (3.6%) in the control group.

A report on the combination of exercise and the
multicomponent Weight Watchers program (77)
indicated that there were no statistically significant
changes in BMI in patients with schizophrenia
who were treated with olanzapine (n=21). Menza
and colleagues (78) evaluated the effectiveness of a
multimodal 12-month weight management pro-
gram offered over 12 months to patients with
schizophrenia who were treated with antipsychotics
(n=31) who had gained significant weight. The
intervention group experienced a significant loss of
weight (3.0 kg) and reduction in BMI (5.1%), with
favorable effects on blood pressure.

The evidentiary base supporting nonpharmaco-
logical approaches for medication-associated
weight gain in psychiatric populations (76, 79–82)
is sparse; this is clearly an area that requires further
research. Nevertheless, the assertion that behav-
ioral strategies are acceptable to psychiatric
patients and beneficial for treating excess weight
has preliminary support in the available research,
and these strategies should have a salient role in
the management plan.

CONCLUSION

The estimated prevalence of excess weight is
increasing in the general population, and excess
weight is particularly common in patients with
mood and psychotic disorders. Several psy-
chotropic medications, notably antipsychotics, are
associated with clinically significant weight gain.
Excess weight is associated with medical and psy-
chiatric adversity, medical morbidity, and prema-
ture mortality. Patients with mood and psychotic
disorders should be considered metabolically vul-

MCINTYRE AND KONARSKI
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Table 7. National Cholesterol Education
Program Definition of Metabolic
Syndrome
Risk Factor Defining Level

Abdominal obesity Waist circumference
Men: >102 cm or 40 in
Women: >88 cm or 35 in

High triglyceride levels ≥150 mg/dl (≥1.69 mmol/liter)

Low high-density Men: <40 mg/dl (<1.04 mmol/liter)
lipoprotein levels Women: <50 mg/dl (<1.29 mmol/liter)

High blood pressure ≥130/85 mm Hg

High fasting glucose levels ≥110 mg/dl (≥6.1 mmol/liter)

Source: Adapted from report of the National Cholesterol Education Program, Expert
Panel on Detection, Evaluation, and Treatment of High Blood Cholesterol in Adults (47)
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nerable. Routine screening, monitoring, and tar-
geting obesity for treatment in psychiatric popula-
tions is a primary therapeutic objective.

DISCLOSURE OF UNAPPROVED, OFF-LABEL, OR

INVESTIGATIONAL USE OF A PRODUCT

APA policy requires disclosure by CME authors of unapproved or investigational
use of products discussed in CME programs. Off-label use of medications by
individual physicians is permitted and common. Decisions about off-label use
can be guided by the scientific literature and clinical experience. This article
contains discussion of unlabeled use of a commercial product or investigational
use of a product not yet approved for this purpose.
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