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ESCITALOPRAM IN CLINICAL PRACTICE: RESULTS OF AN
OPEN-LABEL TRIAL IN A NATURALISTIC SETTING

A. John Rush, M.D.,1n and Anjana Bose, Ph.D.2

Results from randomized, placebo-controlled clinical trials have demonstrated
that escitalopram is effective and well tolerated in the treatment of depression
and anxiety disorders. Such trials typically employ stringent inclusion criteria
that may limit the generalizability of findings to the broader population of
patients treated in psychiatric and primary care practices. The objective of the
current trial was to assess the effect of escitalopram treatment on depressed
outpatients in naturalistic settings. This 8-week open-label trial enrolled 5,453
outpatients aged Z18 years with nonpsychotic major depressive disorder from
primary care (n¼ 2,591), psychiatric (n¼ 2,289), and other specialty (n¼ 573)
practices. Escitalopram was initiated at 10 mg/day, and dose could be increased
to a maximum of 20 mg/day. Efficacy measures included the Clinical Global
Impressions of Improvement (CGI-I) scale, Patient Global Evaluation (PGE)
scale, Hospital Anxiety and Depression Scale, Sheehan Disability Scale, and 12-
Item Short Form Health Survey. Overall, 76% of patients completed 8 weeks of
treatment. The mean dose of escitalopram was 11.6 mg/day. At endpoint,
response rates (defined as a score r2 on the CGI-I or PGE) were 68% on the
clinician-assessed CGI-I and 66% on the PGE. Improvement was not related to
age or response to prior antidepressant treatment. Overall, 9% of patients
discontinued due to adverse events. Escitalopram treatment was well tolerated
and associated with robust response rates in a broadly representative population
of depressed outpatients. Depression and Anxiety 21:26–32, 2005. & 2005 Wiley-

Liss, Inc.
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INTRODUCTION
Escitalopram (Lexapro) is the most selective of the
available selective serotonin reuptake inhibitor (SSRI)
antidepressants [Owens et al., 2001]. The efficacy and
safety of escitalopram 10–20 mg/day in the treatment
of major depressive disorder (MDD) has been demon-
strated in multiple short-term, placebo-controlled
clinical trials [Burke et al., 2002; Lepola et al., 2003;
Wade et al., 2002], as well as in a 36-week placebo-
controlled relapse prevention study [Rapaport et al.,
2004]. Two of these were fixed dose trials that support
the efficacy of the recommended starting dose of 10
mg/day [Burke et al., 2002; Wade et al., 2002].
Additionally, a pooled analysis of data from three
double-blind, placebo-controlled, acute-phase treat-

ment trials of escitalopram for MDD in which
citalopram was included as an active control suggests
that escitalopram may have a faster onset and greater
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overall magnitude of effect than citalopram does in
improving the symptoms of depression and anxiety
[Gorman et al., 2002]. In clinical trials, escitalopram
was well tolerated, with no statistically significant
dif ference between escitalopram 10 mg/day and
placebo in the proportion of patients who discontinued
treatment prematurely because of adverse events
[Burke et al., 2002; Wade et al., 2002].

The chemistry and pharmacology of escitalopram
have been described previously [Hyttel et al., 1992;
Montgomery et al., 2001; Mørk et al., 2003; Owens et
al., 2001; Rochat et al., 1995; von Moltke et al., 2001;
Sanchez et al., 2003a,b]. Escitalopram is absorbed
rapidly after oral administration and has a plasma
elimination half-life of 27–32 hr, consistent with once-
daily dosing. Escitalopram shows negligible inhibition
of major cytochrome P450 isoenzymes in vitro,
suggesting escitalopram is unlikely to be involved in
clinically important pharmacokinetic drug interactions
in humans [von Moltke et al., 2001].

The US Food and Drug Administration approved
escitalopram for the treatment of major depressive
disorder in 2002. After the drug became commercially
available, this open-label, naturalistic trial was initiated
to gain information about dosing and tolerability of
escitalopram in clinical primary and specialty care
practices in the United States, and to examine the
effects of escitalopram on symptoms, function, and
quality of life in a broad cross-section of depressed
outpatients.

PATIENTS AND METHODS
This Phase IV multicenter, open-label, uncontrolled

trial of escitalopram in the treatment of depressed
outpatients was conducted at 1,436 primary care,
psychiatric, and other specialty care clinical practices
in the US. Market data indicating previous prescribing
of SSRI antidepressants were used to identify potential
investigators, who were provided with a synopsis of
the study’s aims and objectives. Those wishing to
participate were required to complete an investigator
enrollment form, submit a current curriculum vitae and
state medical license, and participate in an investi-
gators’ meeting (or teleconference, if geography
prevented in-person attendance) to learn the study
protocol and procedures for data monitoring and
recording.

Each investigator enrolled up to five patients who
presented themselves as part of the investigator’s
routine practice. To ensure the trial was broadly
representative of actual clinical practice, minimal
inclusion and exclusion criteria were imposed. Patients
were eligible if they were at least 18 years of age and
were diagnosed with a nonpsychotic, major depressive
episode (single or recurrent) by their physicians.
Exclusion criteria included patients who were pregnant
or planning to become pregnant during the study
period, patients who had abused drugs within the

previous 6 months, and patients who had taken a
monoamine oxidase inhibitor within the previous 2
weeks. Patients who had experienced a hypersensitivity
reaction to citalopram also were not eligible. All study
participants provided written informed consent, and
the study protocol for each site was approved by an
institutional review board.

Study visits occurred at baseline and after 4 and 8
weeks of treatment. At the initial visit, demographic
information (including age, gender, and ethnicity) and
a medical history were obtained. At baseline, patients
also completed the following self-evaluations: Hospital
Anxiety Depression Scale [HADS; Zigmond and
Snaith, 1983]; Sheehan Disability Scale [SDS; Sheehan
et al., 1996]; and the 12-Item Short Form Health
Survey [SF-12; Ware et al., 1996]. Efficacy assessments
at the Week 4 and 8 study visits (or upon early
termination) included the Patient Global Evaluation
(PGE) scale [Guy, 1976], HADS, SDS, SF-12, and the
investigator-rated Clinical Global Impression of Im-
provement (CGI-I) scale [Guy, 1976]. A CGI-I or PGE
responder was defined prospectively as any patient with
a rating of 1 (very much improved) or 2 (much
improved).

Upon completion of the initial clinic visit, patients
were dispensed a 4-week supply of escitalopram in 10-
mg tablets. The starting dose of escitalopram for all
patients was 10 mg/day, and the dosage could be
increased to a maximum of 20 mg/day in the absence of
an adequate clinical response and dose-limiting adverse
events. To approximate actual clinical practice more
closely, investigators were given some flexibility in
scheduling the Week 4 and Week 8 evaluations, and
additional office visits could be scheduled consistent
with their usual clinical practice.

An adverse event (AE) was defined as any change in
the general condition of the patient, subjective
symptoms offered by or elicited from the patient,
objective signs observed by the investigator, all con-
current diseases that occurred after the start of the trial
including any change in severity or frequency of
preexisting disease, and all clinically relevant laboratory
abnormalities or physical findings that occurred during
the study. At each visit, patients were asked nonspeci-
fically about the occurrence of any adverse events, and
physicians recorded all reported adverse events,
whether or not an AE was considered causally related
to study medication. Investigators provided assess-
ments for each AE of the severity, chronicity, causal
relationship to study medication, and seriousness of the
event.

Physicians compiled a brief case-report form (CRF)
for each patient, which included demographics, Diag-
nostic and Statistical Manual-Fourth Edition (DSM-IV)
diagnosis, medical history, concomitant medications,
dosing of escitalopram, adverse events, and efficacy
assessments. The completed CRFs were entered into a
central database. Efficacy analyses were carried out
using the last observation carried forward (LOCF)
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approach for the intent-to-treat (ITT) population,
defined as all patients who had at least one post-
baseline efficacy assessment. All efficacy data pre-
sented are LOCF analyses. All available safety data
were included in the safety evaluation of patients who
received at least one dose of study medication. Patients
who were ineligible for the study as per protocol but
nonetheless were entered and received treatment were
included in the analyses.

RESULTS

STUDY POPULATION

In total, 1,436 investigative sites enrolled 5,453
patients who received at least one dose of escitalopram.
Patients were treated at primary care (n¼ 2,591),
psychiatric (n¼ 2,289), and other specialty care
(n¼ 573) practices. The demographic and clinical
features of the overall population are presented in
Table 1. Mean patient age was 44.9 years. Most study
participants (71.8%) were female; 780 patients (14.4%
of the total population) were 60 years of age or older.
Overall, 14.2% of female and 15.2% of male patients
were aged 60 or older. More than 92% of patients were
of white/European descent, with 3.4% (n¼ 186)
reported as African-Americans, 2.6% (n¼ 142) as
Hispanic, and .8% (n¼ 45) as Asian-Americans.

The most common Axis I diagnosis was MDD,
reported by 80.8% of the population (4,359 patients).
An additional 873 patients (16.0%) were diagnosed
with other mood disorders including bipolar disorder
(1.9%), depressive disorder not otherwise specified
(NOS; 11.6%), dysthymic disorder (2.6%), and mood
disorders due to general medical condition (.1%).

The overall patient population also included indivi-
duals diagnosed with anxiety disorders (anxiety dis-
order NOS, panic disorder, agoraphobia, obsessive
compulsive disorder, and posttraumatic stress disor-
der), adjustment disorders, somatoform disorders,
dementia, psychosis, dissociative disorders, personality
disorders, attention-deficit or disruptive behavior
disorders, or substance abuse. With the exception of
anxiety disorders NOS (n¼ 40; .7%), none of these
diagnoses was recorded for 4.1% of the population.

This study population had a high degree of
disability: at baseline, a substantial proportion of
patients reported marked (score of 7 or 8) or extreme
(score of 9 or 10) disability on the 10-point work
(47%), social life (61%), and family life/home respon-
sibilities (58%) subscales of the SDS. Investigators
judged the intensity of depressive symptoms to be
moderate (66%) or severe (20%) in 86% of the sample.
Depressive illness in the patient population typically
was long-standing (mean of 6.479.15 years) and
recurrent (72.9%). More than 74% of patients reported
receiving previous antidepressant medication (predo-
minantly SSRI antidepressants), and 72% of that group
were reported to have responded to at least one

previous antidepressant. In all, 27.9% (n¼ 1,123) of
the overall patient population did not respond to at
least one course of previous antidepressant therapy, and
18.3% (n¼ 737) were intolerant to at least one previous
antidepressant. For purposes of this analysis, these
patients were considered to have a history of anti-
depressant nonresponse or intolerance.

Comorbidity was common in this study, with 73.7%
of patients entering the study reporting a history of
medical illness (defined as any disease or disorder for
which the patient received treatment from a physician);
medical illness was ongoing in 88.4% of that group
(n¼ 3,513). Among the most common comorbid
disorders were hypertension, hyperlipidemia, gastro-
esophageal reflux disorder, diabetes, arthritis,
allergic rhinitis, and asthma. Anxiety was the most
common comorbid psychiatric disorder. Overall,
71.1% of patients in the study were receiving medica-
tions concomitantly with the study drug. Most com-
monly these medications included antihypertensives
(angiotensin-converting enzyme (ACE) inhibitors, an-
giotensin II receptor blockers, calcium channel blockers,
b-blockers, a-blockers, and diuretics), lipid lowering
agents (predominantly statins), proton pump inhibitors,
pain medications (coxibs, nonsteroidal antiinflammatory

TABLE 1. Demographics and clinical features of the
study population

Patient variable (total n¼ 5,453) Value

Age, yr (mean7sd) 44.9714.34
Female (%)a 71.8
Ethnicity (%)b

White/European descent 92.6
African-American 3.4
Hispanic-American 2.6
Asian-American 0.8
Other 0.6

Primary diagnosis (%)
Major depressive disorder 80.8
Bipolar disorder 1.9
Depressive disorders (not otherwise specified) 11.6
Mood disorder due to general medical condition 0.1
Dysthymic disorder 2.6
Other 3.0

Previous depressive episode(s) (%) 72.9
Duration of depressive disorder, yr (mean7sd) 6.479.15
Prior antidepressant treatment (%) 74.4
History of nonresponse 27.9
History of intolerance 18.3

Severity of current episode (%)
Mild 14.2
Moderate 65.8
Severe 20.0

Prior medical illness (%) 73.7
Ongoing medical illness 88.4

aPercentage based on number of patients (5,405) for whom gender
was recorded.
bPercentage based on number of patients (5,427) for whom ethnic
background was recorded.
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drugs, and opioid analgesics), antihistamines, asthma
medications (inhaled steroids, bronchodilators, and
leukotriene receptor antagonists), anxiolytics (predo-
minantly benzodiazepines), and hypnotics. Other
medications used by a substantial proportion of the
population included hormonal therapies (hormone
replacement and oral contraceptives), vitamins, and
mineral supplements.

TREATMENT

Of the 5,453 patients who enrolled in the study,
76.1% completed 8 weeks of treatment. The most
common reasons for early discontinuation from
the study were adverse events (8.7%) and loss to
follow-up (8.3%). Only 2.3% discontinued treatment
due to lack of efficacy. The mean duration of treatment
(SD) was 56.7 (25.3) days, and total exposure equaled
846.4 patient-years of treatment. (Approximately 10%
of the total population received active treatment
for 470 days, as allowed by flexible scheduling of the
final visit.)

The overall mean dose of escitalopram (across the
entire study period), was 11.6 mg/day. The most
frequently prescribed dose in the study was 10 mg/
day, with 78.7% of patients receiving 10 mg/day for
more days (i.e., modal dose) than any other dose. The
proportions of patients receiving modal doses other
than 10 mg/day of escitalopram were as follows: 5 mg/
day (1.1%); 15 mg/day (1.0%); 20 mg/day (18.7%); 30
mg/day (.3%); and 40 mg/day (.1%). At study end,
63.5% of the study population remained on a daily
dose of 10 mg, with 31.6% receiving 20 mg/day. The
mean daily dose seemed unrelated to gender, severity of
depression, or age (Table 2).

CLINICAL OUTCOMES

Mean scores at study endpoint (LOCF) for the CGI-I
and PGE are shown in Table 3, along with mean
baseline and changes from baseline in the HADS, SDS,
and SF-12 scores. CGI-I response rate was 51.3% at
Week 4 and 68.0% at study endpoint (Fig. 1). PGE
response rate was 50.3% at Week 4 and 65.9% at study
endpoint (Fig. 1). Depression and anxiety symptoms as
measured by the depression and anxiety subscales of
the HADS decreased during escitalopram treatment
(Fig. 2).

TABLE 2. Mean daily dose by population group

Population n Mean daily dose (mg)

All patients 5,453 11.6
Gendera

Male 1,525 11.7
Female 3,880 11.6

Severity of depressionb

Mild 769 11.4
Moderate 3,562 11.6
Severe 1,085 11.9

Agec (yr)
o60 4,640 11.7
Z60 784 11.3

aBased on number of patients (n¼ 5,405) for whom gender was
recorded.
bBased on number of patients (n¼ 5,416) for whom disease severity
was recorded.
cBased on number of patients (n¼ 5,424) for whom age was recorded.

TABLE 3. Clinical outcomes: mean baseline scores and
change from baseline at study endpoint (LOCF)

Rating scale Baseline
Change from

baseline to endpoint

CGI-Ia NA 2.371.13
PGEa NA 2.371.18
HADS
Depression subscale 10.774.21 �4.874.83
Anxiety subscale 12.974.04 �5.074.56

SDS
Work subscale 6.072.88 �2.573.10
Social life subscale 6.872.61 �2.973.14
Family life/home

responsibilities subscale
6.672.64 �2.873.17

SF-12
Mental component

summary scale
29.179.56 14.0713.51

Physical component
summary scale

44.6712.15 1.478.99

Values given as mean7sd.
aData are mean scores at endpoint.
LOCF, last observation carried forward; CGI-I, Clinical Global
Impressions of Improvement; PGE, Patient Global Evaluation;
HADS, Hospital Anxiety and Depression Scale; SDS, Sheehan
Disability Scale; SF-12, 12-Item Short Form Health Survey; NA,
not applicable.

*CGI-I = 1 or 2; PGE = 1 or 2
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Fig. 1. Response rates (based on the Clinical Global Impressions
of Improvement [CGI-I] and Patient Global Evaluation [PGE]
scale scores) at Week 4 and Week 8 (last observation carried
forward [LOCF]).
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In addition to improvements in psychiatric symp-
toms, escitalopram treatment was associated with
improvements in functional ability, as measured by
the SDS. At endpoint, more than half of the patients
reported mild or no disability as evidenced by a score of
0–3 on the work (58%), social (51%), and family life/
home responsibilities (52%) subscales of the SDS,
whereas only 5–6% continued to report extreme
impairment. From baseline to study endpoint, patients
experienced a mean reduction of 2.5 points on the work
subscale, 2.9 points on the social life subscale, and 2.8
points on the family life/home responsibilities subscale
(Fig. 3).

On the SF-12, the mean mental component score
at baseline was more than 15 points lower than
the mean physical component score was (29.1 versus
44.6). At endpoint, the mental component score
had risen 14 points to a mean of 43.1, whereas
marginal improvement was observed in the physical
component score. The extent to which any overall
improvement would be observed on the physical
component was limited, because of the relatively high
baseline scores.

The CGI-I response rate to escitalopram was similar
at endpoint in patients who had responded previously
to antidepressant treatment (65.7%) and in those with a

history of nonresponse (62.7%), and was 78.1% among
patients who had no previous antidepressant treatment.
Similarly, CGI-I response rates were 64.0% among
individuals tolerant to previous antidepressant drugs
and 69.0% among those who were previously intoler-
ant. Patient assessments of response at endpoint as
measured by the PGE scale were similar to those of
their physicians, with little difference in response
predicted by nonresponse or intolerance to previous
antidepressant treatment (Table 4).

Response rates in patients aged 60 years or older
were similar to those of the overall study population.
At endpoint, 66% and 64% of the older subset were
CGI-I and PGE responders, respectively (LOCF).

Efficacy outcomes for the Observed Cases data set,
although numerically superior, were not qualitatively
different from the LOCF analyses for all measures
(data not shown).

SAFETY

In this study, 8.7% of the patient population
discontinued escitalopram treatment prematurely due
to adverse events. The most common adverse event
leading to discontinuation was nausea (2.2%); no other
AE was listed as a reason for discontinuation by 41%
of patients. Serious adverse events were reported by 67
(1.2%) of 5,453 patients. Among these were four
suicide attempts, one of which resulted in death. None
of the attempts occurred soon (within 4 weeks) after
initiating escitalopram treatment, and in only one case
was an adverse event (worsening depression) recorded.
Two patients who attempted suicide continued escita-
lopram, and were considered CGI-I responders at
endpoint. The patient who completed suicide had been
severely depressed at baseline, but much improved at
the Week 4 visit.

Overall, 28.1% of all patients experienced one or
more adverse events, with only seven adverse events
reported in more than 2% of the patient population
(Table 5). Most adverse events (88.6%) were rated as
mild or moderate in severity.
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Fig. 2. Mean score on the Hospital Anxiety and Depression Scale
subscales from baseline to endpoint (last observation carried
forward [LOCF]).

0

2

4

6

8

10

Work Subscale Social Life Subscale Family Life/Home
Responsibilities

Subscale

M
ea

n 
Sc

or
e

Baseline

Week 4

Week 8

Fig. 3. Mean score on the Sheehan Disability Scale for the work,
social life, and family/home responsibilities subscales from
baseline to endpoint (last observation carried forward [LOCF]).

TABLE 4. Response rates at endpoint (LOCF) to
escitalopram treatment among patients with prior
antidepressant treatment

Patients
CGI-I

response rates (%)
PGE response

rates (%)

Overall study population 68.0 65.9
Prior
Responder 65.7 64.0
Nonresponder 62.7 59.7
Tolerant 64.0 61.9
Intolerant 69.0 66.9

LOCF, last observation carried forward; CGI-I, Clinical Global
Impressions of Improvement; PGE, Patient Global Evaluation.
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Of patients aged 60 years or older, 12.9% discon-
tinued due to adverse events. Few differences were
observed in the incidence of adverse events between
patients younger than age 60 and those aged 60 and
older (Table 5).

DISCUSSION
This study prospectively evaluated the use of

escitalopram in a naturalistic, clinical setting. Results
from the study, which involved nearly 5,500 patients
and more than 1,400 clinicians from primary care,
psychiatric, and other specialty practices, suggest
that escitalopram 10–20 mg/day is an effective and
well-tolerated antidepressant. Treatment with escitalo-
pram resulted in improvement in depression and
anxiety symptoms; occupational, social, and family
functioning; and measures of quality of life. Patient
response to escitalopram treatment seemed indepen-
dent of patient history of nonresponse or intolerance to
antidepressant treatment. The overall incidence of
adverse events reported in this trial was low, and the
adverse events reported most frequently were consis-
tent with the adverse event profile established for
escitalopram in placebo-controlled trials [Burke
et al., 2002; Wade et al., 2002; Lepola et al., 2003],
and typical of the SSRI drug class. Only 8.7% of
patients discontinued treatment prematurely because of
adverse events.

The study population included patients with rela-
tively more complicated medical histories than are
usually recruited into trials designed to explore efficacy
in a given psychiatric indication. Most patients enrolled
in the study had a history of depression as well as
ongoing medical illness. Despite the prevalence of
recurrent depression and use of concomitant medica-
tions in this population, the response to escitalopram
treatment (for most patients at a dose of 10 mg/day)
was excellent overall as well as within those subpopula-
tions of patients who had a history of nonresponse or
intolerance to previous antidepressant therapy. For

example, 62.7% of patients with a history of non-
response to antidepressants met criteria for treatment
response on the CGI-I at study endpoint, as did 69% of
patients who were previously intolerant to antidepres-
sant therapy. These rates were similar to the overall
response rate (68%). The broad scope of the study
population no doubt more closely resembles that of
actual clinical practice, compared with patients who are
eligible for and choose to participate in double-blind,
placebo-controlled trials.

It is not possible to gauge the impact of nonspecific
effects of patient care on the observed response rates,
given the open-label, uncontrolled design of this trial.
Even so, response rates observed on the CGI-I in this
study are comparable with those reported in double-
blind, placebo-controlled trials evaluating escitalopram
in the acute treatment of MDD [Burke et al., 2002;
Gorman et al., 2002; Lepola et al., 2003; Wade et al.,
2002]. Moreover, it can be argued that open trials of
antidepressants in a naturalistic setting may more truly
reflect the response rates that can be expected in
clinical practice.

A second limitation is that physician and patient
ratings of global efficacy were carried out openly. In
the study, assessments of treatment response by
clinicians on the CGI-I tended to parallel those of
patients on the similar PGE scale. However, additional
patient assessments of response on functional and
emotional well-being suggest that patients were ex-
periencing a level of response consistent with that
reported on the PGE.

In this study, tolerability of escitalopram was
excellent. The rate of discontinuation due to adverse
events was low (8.7%). It cannot be discounted that
some patients who discontinued without a known cause
and were lost to follow-up may have actually dropped
out due to adverse events. Only seven adverse events,
all of which are associated typically with SSRI
treatment, were reported in more than 2% of the total
population. Nausea (4.6%) was the only adverse event
reported spontaneously by more than 4% of patients.
These very low rates of adverse events may be
attributable in part to reliance on patients’ voluntary
self-reports. Additionally, the first opportunity to
collect reports of adverse event was approximately 4
weeks after initiating treatment with escitalopram, by
which time early-occurring events may have resolved
spontaneously.

Unlike most placebo-controlled clinical trials of
antidepressants, suicidality was not an exclusion
criterion in the current trial. There were four suicide
attempts during the course of the study, one of which
was completed. Given the duration of exposure (846.4
patient-years), the incidence of suicide attempts (.5%)
and completed suicides (.1%) per patient exposure-year
would not be unexpected. Indeed, these incidences are
somewhat lower than those which have been reported
in worldwide Phase I–III clinical trials of antidepres-
sants approved by the US Food and Drug Administra-

TABLE 5. Most frequent adverse events during
escitalopram treatment

Adverse events (%)a

Total
population
(n¼ 5,453)

Patients o60
years old
(n¼ 4,640)

Patients Z60
years old
(n¼ 784)

Any adverse event 28.1 27.8 30.0
Nausea 4.6 4.5 5.1
Headache 3.4 3.4 3.8
Ejaculation disorderb 2.5 2.8 0.9
Diarrhea 2.3 2.2 3.3
Insomnia 2.4 2.5 1.9
Somnolence 2.3 2.2 2.7
Fatigue 2.1 2.1 1.9

aIncidence 42% of the population.
bIncidence in male patients.
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tion during the period 1987 through 1997 [Khan et al.,
2000].

The modal dose of escitalopram in this study was 10
mg/day, and the overall mean dose was 11.6 mg/day,
findings that are consistent with placebo-controlled
trials that demonstrated the efficacy of 10 mg/day
escitalopram in the treatment of depression [Burke
et al., 2002; Wade et al., 2002]. In this study, more than
60% of patients remained on 10 mg/day at the end of
the 8 weeks of treatment.

In summary, this large, open-label trial of escitalo-
pram, conducted at 1,436 outpatient clinics in the US,
comprised a heterogeneous group of patients, includ-
ing those with recurrent depression and medical
comorbidity, typical of what would be expected in
clinical practice. Treatment with escitalopram, usually
administered at 10 mg/day, was generally very well
tolerated in this diverse population, and led to response
rates comparable to those reported in randomized,
placebo-controlled clinical trials.
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