
Anxiety, in one form or another, is a
universally experienced human
emotion. It can present as an emo-

tional, cognitive, physical (somatic),
and/or behavioral experience. When the
intensity and duration of anxiety is exces-
sive and above a defined threshold, or it is
triggered inappropriately, the anxiety is
considered pathological, and forms the
basis of anxiety disorders. Anxiety disor-

ders encompass a group of conditions that
share extreme or pathological anxiety as
their principal symptom. Anxiety disor-
ders are frequently occurring and com-
mon mental disorders. The anxiety
disorders include generalized anxiety dis-
order (GAD), panic disorder, agoraphobia,
specific phobias, social anxiety disorder,
obsessive-compulsive disorder (OCD),
and posttraumatic stress disorder (PTSD). 

The lifetime prevalence of anxiety dis-
orders in the general population is
approximately 25%.1 More than 16 million
adults between the ages of 18 and 54 years
suffer from anxiety disorders, represent-
ing an overall economic burden in excess
of $46 billion annually based on 1990 dol-
lars.2 Roughly half of all anxiety disorders
begin during childhood or adolescence.
Typically, they run a fluctuating course,
with periods of increased symptoms often
associated with stressors. Anxiety disor-
ders are responsive to treatment, includ-
ing various forms of psychotherapy and
psychotropic medications.3-6

Diagnosis 

GAD is the prototypical anxiety disor-
der. The diagnostic criteria for GAD are
listed in Table 1.7 The criteria emphasize
the emotional aspects of anxiety and the
presence of unrealistic or excessive worry
and apprehension about 2 or more life cir-
cumstances. Anxiety is operationally
required to be present during the majori-
ty of days for a protracted period of 6
months or longer. Individuals with GAD
experience this exaggerated worry and
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Summary 

Anxiety disorders are common mental disor-
ders, encompassing a group of conditions that
share extreme or pathological anxiety as the pri-
mary disturbance in mood or emotional tone.
Anxiety disorders include generalized anxiety dis-
order (GAD), panic disorder, agoraphobia, specific
phobias, social anxiety disorder, obsessive-com-
pulsive disorder, and posttraumatic stress disorder.
Individual anxiety disorders have considerable
symptomatic overlap in their expression. The life-
time prevalence of all anxiety disorders in the gen-
eral population is about 25%. There is familial
aggregation of anxiety and mood disorders such as
major depression. Genetic factors and life experi-
ences both contribute to the likelihood of devel-
oping anxiety disorders. GAD is characterized by
excessive anxiety and uncontrollable worry, is
present for longer than 6 months, and tends to
occur comorbidly with other conditions, including
other anxiety disorders and major depression as
well as general medical conditions. GAD, given its
chronic nature, is associated with significant
impairment. GAD is responsive to pharmacologi-
cal treatments, such as anxiolytics and antidepres-
sants, as well as psychotherapies such as cognitive
therapy.
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tension, at times even without overt
provocation. A precipitating stressor may
or may not precede the chronic anxiety in
GAD, but once present, a stressor can
exacerbate the anxiety. In GAD, the anxi-
ety and worry cannot be attributable to the
more focal distress of panic disorder, social
anxiety disorder, OCD, or other condi-
tions. Instead, the excessive worries often
pertain to many areas including work, rela-
tionships, finances, the well-being of one’s
family, potential misfortunes, and impend-
ing deadlines. The anxiety in GAD is much

greater in intensity and duration than the
anxiety people without the disorder expe-
rience day-to-day.

Patients with GAD present with a wide
variety of additional symptoms and range
of severity. Associated symptoms present
in GAD include restlessness, easy fatiga-
bility, difficulty concentrating, irritability,
muscle tension, and sleep disturbances.7

Some patients may emphasize a particu-
lar symptom (eg, insomnia) and not
prominently report other symptoms usu-
ally associated with GAD. Other patients
may not focus on the emotion of anxiety
or specific worries but present with
somatic symptoms such as diarrhea, pal-
pitations, dyspnea, or abdominal pain.
The anxiety, worry, or physical symptoms
can cause clinically significant distress or
impairment in social, occupational, or
other important areas of functioning. GAD
most often presents initially in childhood
or adolescence, but can also begin in
adulthood. It affects women more often
than men by a ratio of about 2:1.8 Many
individuals with GAD report a lifetime of
excessive anxiety and nervousness.
People with GAD experience, on average,
greater impairment in their social and
physical functioning than do people with
common medical disorders such as
uncomplicated diabetes and coronary
heart disease.9

The symptoms of GAD can occur
before, during, or after the onset of symp-
toms of major depressive disorder (MDD)
or panic disorder (characterized by repet-
itive panic attacks). Panic attacks are
characterized by the sudden onset of
intense apprehension, fear, or a sense of
impending doom. These attacks are often
spontaneous and their symptoms may
overlap with GAD, as sporadic panic
attacks are seen in GAD. 

Nonpsychiatric disorders should be
considered in the differential diagnosis of
GAD. Medical conditions associated with
anxiety include hyperthyroidism, Cushing’s
disease, mitral valve prolapse, carcinoid
syndrome, and pheochromocytoma.10

Medications such as corticosteroids,
digoxin, thyroxine, theophylline, and
over-the-counter adrenergic agents may

Table 1. Diagnostic Criteria for Generalized Anxiety Disorder

Source: American Psychiatric Association. Diagnostic and Statistical Manual
of Mental Disorders. 4th ed. Washington, DC: American Psychiatric
Association; 1994. Adapted with permission.

■ Excessive anxiety and worry (apprehensive expectation), occurring
more days than not for at least 6 months, about a number of events or
activities (such as work or school performance)

■ The person finds it difficult to control the worry.

■ The anxiety and worry are associated with 3 (or more) of the follow-
ing 6 symptoms (with at least some symptoms present for more days
than not for the past 6 months). 
Note: Only 1 item is required in children.

– Restlessness or feeling keyed up or on edge

– Fatigability

– Difficulty concentrating or mind going blank

– Irritability

– Muscle tension

– Sleep disturbance (difficulty falling or staying asleep, or restless
unsatisfying sleep) 

■ The focus of the anxiety and worry is not confined to features of an
Axis I disorder—eg, the anxiety or worry is not about having a panic
attack (as in panic disorder), being embarrassed in public (as in social
phobia), being contaminated (as in obsessive-compulsive disorder),
being away from home or close relatives (as in separation-anxiety dis-
order), gaining weight (as in anorexia nervosa), having multiple physi-
cal complaints (as in somatization disorder), or having a serious
illness (as in hypochondriasis)—and the anxiety and worry do not
occur exclusively during posttraumatic stress disorder.

■ The anxiety, worry, or physical symptoms cause clinically significant
distress or impairment in social, occupational, or other important
areas of functioning.

■ The disturbance is not the result of the direct physiological effects of
a substance (eg, a drug of abuse, a medication) or a general medical
condition (eg, hyperthyroidism) and does not occur exclusively dur-
ing a mood disorder, a psychotic disorder, or a pervasive develop-
mental disorder. 
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also cause anxiety.10 Patients who use
recreational drugs as well as those experi-
encing withdrawal after abusing drugs, or
those using drugs that cause physiologic
dependence may also present with anxi-
ety. The clinician should inquire about
the patient’s use of illicit drugs, alcohol,
caffeine, and nicotine. In appropriate situ-
ations, corroborative history from family
members may be necessary.

Comorbidity

Anxiety disorders such as GAD tend to
occur in association with a number of
comorbid conditions including major
depression and general medical condi-
tions. Anxiety disorders also often present
together in individuals. Thus the majority
of patients with GAD also have another
anxiety disorder. Anxiety disorders,
including GAD, commonly occur with
major depression. Because of the propen-
sity for comorbid major depression, anx-
ious patients should be asked about
neurovegetative symptoms present in
major depression, as well as suicidal
ideation. According to the Diagnostic and
Statistical Manual of Mental Disorders
(DSM-IV), patients may suffer from symp-
toms of pure MDD, pure GAD, or comor-
bid depression and GAD (Figure 1). The
comorbidity of anxiety disorders and
MDD is so high that more than one half of
those with a primary diagnosis of MDD
also suffer from an anxiety disorder.11,12

Other common comorbidities include
general medical conditions, particularly
chronic diseases such as diabetes, hyper-
tension, and arthritis. When multiple dis-
orders occur together, their treatment is
often more complicated. 

Comorbidity is a fundamental feature
in the nature and course of GAD. Judd et
al13 reported that 80% of individuals with
lifetime GAD also had a comorbid mood
disorder, such as depression, during their
lifetimes. The National Comorbidity
Study14 found that GAD was a relatively
uncommon disorder (current prevalence,
1.6%) but a more frequent lifetime disor-
der, affecting 5.1% of the US population
aged 15 to 54 years. The vast majority of
people with GAD also had at least 1 other

disorder (current morbidity, 66.3%; life-
time morbidity, 90.4%). The most fre-
quent comorbid disorders were mood
disorder (including depression) and panic
disorder. The investigators found that
comorbidity was associated with a signifi-
cantly greater likelihood of interference
with normal daily activities, which they
reported was 51.2% in cases of comorbid
GAD and 28.1% in cases of GAD alone.

Some individuals have symptoms of
anxiety and depression that do not meet
the threshold of intensity or duration
delineated in the DSM-IV for either GAD
or MDD. In these situations, the term
mixed anxiety–depressive disorder is
sometimes used, although this term is not
part of the official nomenclature. Mixed
anxiety and depressive disorder, even
though symptomatically below the usual
diagnostic threshold, can still cause signif-
icant distress and disability in daily func-
tioning, and is therefore worthy of clinical
attention.

To complicate the picture, GAD and
depressive disorders overlap in their
symptomatic presentations (Figure 2).15

The confluence of symptoms can compli-
cate the already difficult task of estab-
lishing a diagnosis and designing an
individualized treatment plan. Correctly
distinguishing between these 2 disorders
ensures that the most appropriate treat-

Figure 1. Overlapping Symptoms of Major Depressive Disorder
and Generalized Anxiety Disorder

Source: American Psychiatric Association. Diagnostic and Statistical Manual of
Mental Disorders. 4th ed. Washington, DC: American Psychiatric Association;
1994. Adapted with permission.
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ment is provided and the optimal outcome
is achieved without delay.

Neurobiology

The propensity to develop an anxiety
disorder is mediated by a combination of
genetic factors and life experiences. Some
anxiety disorders such as panic disorder
appear to have a stronger genetic basis
than other anxiety disorders. PTSD, for
example, appears to be largely rooted in
stressful life-threatening events. The
actual genes that transmit the vulnerabil-
ity for anxiety disorders have yet to be
identified.

Like the depressive disorders, the anxi-
ety disorders can cluster in families.
However, there does not appear to be a
familial association specifically for GAD.
Rather, rates of other mood and anxiety
disorders typically are greater among first-
degree relatives of people with GAD.16

All anxiety disorders are characterized
by a state of increased arousal or fear.11

Some investigators characterize anxiety
disorders as an abnormal or exaggerated
version of the acute stress response.
Emerging views about the neurobiology of
anxiety attempt to integrate and under-
stand psychosocial views of anxiety and
behavior in relation to the structure and
function of the nervous system.

Anatomic and Biochemical Basis of
Anxiety. Studies of the fear response in
animals support the hypothesis that anxi-

ety may arise from anatomic and/or bio-
chemical abnormalities in neurocircuits
involving the hippocampus and amyg-
dala.17,18 The hippocampus and amygdala
are key brain regulatory centers for emo-
tions. These centers are closely and recip-
rocally connected to the hypothalamic–
pituitary–adrenocortical (HPA) axis, or
“stress” axis, which is activated when the
organism is threatened.11,17-21

Projections from the amygdala include
multiple brain pathways mediating physi-
ologic and behavioral responses seen in
anxiety and fear. Projections to different
regions of the hypothalamus activate
the sympathetic and parasympathetic
nervous systems as well as the HPA axis,
which controls the release of the hormone
cortisol. The hippocampus is critically
involved in memory storage, specifically
memory of events, especially those with
strong emotional overtones.17

Neurotransmitter Alterations. There
are several neurotransmitters examined
in people with anxiety disorders.19

Alterations in at least 5 neurotransmitters
have been the focus of attention in the
pathogenesis of anxiety: serotonin, nor-
epinephrine, gamma-aminobutyric acid
(GABA), corticotropin-releasing hor-
mone, and cholecystokinin.11,22 These
neurotransmitter systems are intimately
interrelated with extensive feedback con-
nections; thus, changes in 1 system
invariably elicit changes in others. These
neurotransmitters have become targets
for therapeutic agents in the treatment of
pathological anxiety.

Pharmacotherapeutic Treatments

Medications effective in the treatment
of anxiety disorders such as GAD are a
treatment option if the anxiety symptoms
are pathological and interfere with normal
daily functioning. Many patients require
ongoing treatment, and others experience
symptoms despite treatment. The use of
medication to treat GAD is important not
only to control symptoms but also to
improve functional outcome. Medications
may also increase the effectiveness of psy-
chotherapy. Medications typically used to

Figure 2. Continuum of Anxiety and
Depression

Source: Reference 15.
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treat patients with anxiety disorders
include anxiolytics (eg, benzodiazepines,
buspirone) and antidepressants.

Anxiolytics. Benzodiazepines are a
large class of relatively safe and widely
prescribed medications that have rapid
and profound antianxiety and sedative-
hypnotic effects. Benzodiazepines are
thought to exert their therapeutic effects by
enhancing the inhibitory neurotransmitter
systems utilizing GABA. Benzodiazepines
bind to a site on the GABA receptor and
act as receptor agonists.23 Various benzo-
diazepines differ in terms of potency,
pharmacokinetics, and lipid solubility.

The benzodiazepines most widely pre-
scribed for treatment of anxiety disorders
are diazepam, lorazepam, clonazepam, and
alprazolam.24 All of these are now available
in a generic formulation. Among these
agents, alprazolam and lorazepam have
shorter elimination half-lives, whereas
diazepam and clonazepam have a longer
period of action. Diazepam also has multi-
ple active metabolites, which increase the
risk of “carry-over” effects such as day-
time sedation. With continued use benzo-
diazepines also have the potential for
producing physiological dependence.

Buspirone, a nonbenzodiazepine anxi-
olytic, does not have the side effects
associated with the benzodiazepines,
such as sedation, memory impairment,
slowed reaction time, or physiological
dependence. The approval of buspirone
for anxiety by the Food and Drug
Administration (FDA) took place prior to
the development of the current criteria for
GAD. Subsequent studies have demon-
strated efficacy in GAD comparable to the
benzodiazepines. Buspirone has a delayed
(few weeks) onset of antianxiety action. It
has a short half-life, and thus requires
multiple-daily dosing. Buspirone does not
appear to have a potent antidepressant
effect.

Antidepressants. Most antidepressant
medications have substantial antianxiety
and antipanic effects in addition to their
antidepressant action.5 Selective sero-
tonin reuptake inhibitors (eg, fluoxetine,

paroxetine, sertraline) and serotonin-nor-
epinephrine reuptake inhibitors (eg, ven-
lafaxine) are generally preferred to
tricyclic antidepressants because of their
improved safety and side-effect profiles.
Extended-release venlafaxine (venlafaxine
XR) and paroxetine are approved by the
FDA for the treatment of both GAD and
major depression. Both are well tolerated
and significantly more efficacious than
placebo.25,26

The efficacy of venlafaxine as a treat-
ment for GAD was established in 2 8-
week, placebo-controlled, fixed-dose
studies in outpatients meeting the DSM-
IV criteria for GAD.27,28 Rickels et al27

evaluated 3 once-daily regimens of ven-
lafaxine XR (75, 150, or 225 mg) and
showed that the 225-mg/day dose was
associated with significantly improved
total scores on the Hamilton Rating Scale
for Anxiety (HAM-A), HAM-A anxiety and
tension scores (the first 2 items on the
HAM-A), and Clinical Global Impressions
than placebo. There was also a trend for
superiority over placebo in the HAM-A
total score among patients who received
either the 75-mg/day or 150-mg/day ven-
lafaxine dose.27

The HAM-A score is the standard
assessment scale for anxiety studies.
Using the HAM-A, GAD is assigned 3 cate-
gories of severity: (1) mild, a HAM-A score
of 8 to 18; (2) moderate, a HAM-A score of
19 to 25; and (3) severe, a HAM-A score
greater than 25.

The long-term efficacy of venlafaxine
XR in GAD was established in a 6-month,

Most antidepressant medications have
substantial antianxiety and antipanic
effects in addition to their antidepres-
sant action.
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double-blind, placebo-controlled, parallel-
group trial in which 251 adult outpatients
who met the DSM-IV criteria for GAD
were randomly assigned to receive once-
daily doses of either placebo or venlafax-
ine XR (75, 150, or 225 mg).28 At 6
months, the adjusted mean change from
baseline in total HAM-A score was −13.4
in the venlafaxine (mean daily dose, 176
mg) group, compared with −8.7 in the
placebo group (P <.001, Figure 3).29

Venlafaxine XR was well tolerated in all of
the trials.

Similar studies with paroxetine have
demonstrated efficacy in the short-term
management of GAD, which led to the FDA
approving their use in GAD. However,
these pivotal studies have not been pub-
lished in peer-reviewed journals.

When effective in treating anxiety, anti-
depressants should be maintained for at
least 4 to 6 months after achieving symp-
tom control, then tapered slowly to avoid
discontinuation-emergent activation of
anxiety symptoms.4 Although treating anx-
iety with antidepressants has been less
extensively researched than treating
depression, it is likely that many patients

with anxiety disorders may warrant longer-
term, indefinite antidepressant treatment
to prevent relapse.

Other Medications. Clinicians often
use other medications to treat symptoms
of anxiety in GAD. These medications
have not been systematically evaluated in
the management of GAD. Their main ben-
efit may result from their sedative effects.
The medications include sedative-hyp-
notics like chloral hydrate, and antihista-
mines such as diphenhydramine and
hydroxyzine. Propranolol, a beta-blocker,
has been used to counter some somatic
manifestations of anxiety but has not been
evaluated in controlled trials. These med-
ications have their own specific limita-
tions and are clinically less potent
anxiolytics than either benzodiazepines or
antidepressants.

Psychotherapeutic Treatments

A number of psychotherapeutic treat-
ments have demonstrated benefits in
GAD, which include the following: (1)
education and supportive counseling,
(2) behavior and cognitive therapy and

Figure 3. Six-Month, Placebo-Controlled Trial of Extended-Release Venlafaxine in
Generalized Anxiety Disorder 

Adjusted mean change from baseline in Hamilton Rating Scale for Anxiety total score.
*P <.05, †P <.001 versus placebo. Mean daily dose 176 mg.
Source: Gelenberg AJ, Lydiard RB, Rudolph RL, Aguiar L, Haskins JT, Salinas E. Efficacy of venlafaxine
extended-release capsules in nondepressed outpatients with generalized anxiety disorder: A 6-month
randomized controlled trial. JAMA 2000;283:3082-3088. Adapted with permission.
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their combination, and (3) insight-ori-
ented psychotherapy.

Some patients with GAD may benefit
from concurrent or sequential psy-
chotherapy and pharmacotherapy.4,30

Combined-modality therapy may be more
cost effective when reserved for patients
with more severe GAD or GAD that is
complicated by 1 or more comorbid disor-
ders. Further studies are needed to more
fully elucidate whether combined-modali-
ty therapy offers any therapeutic benefits
over single-modality therapy.

Supportive Counseling. The aim of
supportive counseling is to provide educa-
tion about the nature of the illness, reas-
surance, and emotional support. Education
about the illness includes describing its
varying presentations and characteristics,
age of onset, natural course, and treatment
response. Reassurance that nothing is sig-
nificantly abnormal from a general medical
perspective is important. Emotional sup-
port through individual sessions or group
support mechanisms with other patients
suffering from the same condition can be
invaluable.

The clinician should be aware that
subtle negative attitudes are common
responses to anxiety disorders among the
public, family members, and clinicians
who misunderstand an anxiety disorder as
a “weakness.” Providing an open channel
for patients to discuss their feelings about
the response of others to their illness is
important.

Cognitive Behavior Therapy. Cognitive
and behavior techniques are often com-
bined and have been shown to be effective
in treating GAD. Cognitive therapy is
based on the concept that appraisal of a
situation is distorted by past experiences
and faulty cognitive assumptions, leading
to anxiety and depression. Cognitive
therapy is a structured, directive, and
time-limited therapy (ie, problem orient-
ed). Exploration of illogical cognitive
assumptions through images and auto-
matic thoughts provides a framework
for restructuring the appraisal of situ-
ations and correcting distortions of real-

ity. This leads to behavioral and emo-
tional modification.

Behavior therapy focuses on behaviors
and the factors that maintain them.
Behavior therapy uses the principles of
learning theory (classical and operant
conditioning, social learning) to explain
the development of pathological anxiety.
Treatment techniques use the relaxation
response induced by the progressive
tensing and relaxing of various voluntary
muscles to approach the behavioral
symptoms. Systematic desensitization
uses a relaxation response in a series of
hierarchically graded steps that induce
anxiety, moving from imagery to in vivo
challenges. Flooding uses prolonged in
vivo exposure to intense anxiety-inducing
stimuli that initially increased anxiety but
is followed by extinction. Implosion is
flooding using imagery.

The advantages of cognitive behavior
therapy are considerable efficacy and lack
of significant side effects, with the excep-
tion of a transient increase in anxiety.
Follow-up studies suggest long-term main-
tenance of benefits is likely even after
treatment is discontinued.

Insight-Oriented Psychoanalytic
Psychotherapy. This form of psychother-
apy is based on the Freudian concept in
which anxiety is a signal from the ego that
unacceptable repressed conflicts are
threatening to rise to the conscious level.
The ego uses anxiety to marshal defense
mechanisms to aid in continuing the
repression. The disturbing conflicts are
reflections of infantile wishes and early
developmental experiences that shape the
patient’s character and neurotic symp-
toms. Through free association and explo-
ration of resistance, defenses, and the
transference neurosis, the nuclear conflict
is brought into awareness by clarification
and interpretation. Conscious awareness
and working through are followed by
symptom resolutions.

Consultation with a psychiatrist should
be considered if a patient with GAD does
not achieve remission following an appro-
priate course of pharmacologic therapy or
psychotherapy. A psychiatrist can help
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identify the diagnosis, determine if a
comorbid psychiatric disorder is pres-
ent, and determine which comorbid dis-
order should be treated as the primary
disorder.

Managed Care Perspectives

Overuse of Healthcare Services. A
link between overutilization of healthcare
services and underlying psychiatric disor-
ders was prominently demonstrated in a
landmark study at the Group Health
Cooperative of Puget Sound, a large staff-
model health maintenance organization
(HMO) serving more than 300,000 mem-
bers.31 The investigators calculated the
percentage of patients who suffered from
anxiety disorders among 767 high utilizers
(defined as the top 10% of ambulatory
medical service users). Persistent GAD
emerged as one of the most common caus-
es of distress in 199 high-utilizer patients
who underwent specific diagnostic testing.
Furthermore, among high utilizers, 22%
currently had GAD and 40% had a lifetime
history of GAD. In addition, 12% currently
had panic disorder and 22% had a lifetime
history of panic disorder. This study
demonstrated that patients with GAD
make up a large proportion of high utiliz-
ers of healthcare services.

Untreated Anxiety in Managed Care
Settings. Fifer et al32 conducted a prospec-
tive assessment of untreated anxiety
symptoms and disorders among primary
care patients in an HMO. The investiga-
tors studied 6307 adult patients who had
completed a screening questionnaire. Of
those eligible for further examination, 33%
reported anxiety levels at or above the
screening cutoff point, and 10% had
unrecognized and untreated symptoms of
persistent GAD. Patients with untreated
GAD reported significantly poorer func-
tioning on both physical and emotional
measures, compared with patients without
GAD. The degree of reduced functioning
among patients with untreated GAD was
comparable to that of patients with debili-
tating physical diseases such as diabetes
and congestive heart failure. This study
illustrated both the magnitude of under-

treatment and the need for effective treat-
ment in patients with GAD.

Kroenke et al33 demonstrated a rela-
tionship between physical and psychiatric
disorders in a study of 1000 adult primary
care patients. After screening for mental
disorders, the authors observed a strong
correlation between the number of physi-
cal complaints and the likelihood of hav-
ing a concurrent psychiatric disorder such
as GAD. The probability of an anxiety dis-
order increased dramatically with increas-
ing numbers of physical symptoms. The
authors also noted that the number of
physical symptoms was a powerful predic-
tor of the patient’s functional status, with
a greater number of physical symptoms
associated with a poorer functional level.
One reason for the underrecognition and
undertreatment of GAD in the managed
care setting may be a failure by primary
care physicians to consider a psychiatric
origin for physical symptoms.

Screening for GAD in the Primary
Care Setting. Primary care physicians
need cost-effective screening methods for
the diagnosis of mental disorders such as
GAD. A number of screening instruments
have been developed. A study reported by
Leon et al34 supports the use of screening
instruments in a primary care practice to
identify potential mental disorders. In this
study, the authors administered a screen-
ing instrument to 937 primary care
patients, followed by an independent diag-
nostic assessment of 388 of these patients.
The study found the prevalence of anxiety
disorders and depression was 3% and 14%,
respectively. The prevalence of psychi-
atric disorders was also greater in patients
with a chronic medical condition (26%)
than in those without (17%).

Quality of Life in Patients with GAD.
Massion et al35 examined the effects of
GAD and panic disorder on quality of
life in a cohort of patients from the
Harvard/Brown Anxiety Disorders Research
Program using a questionnaire derived
from the National Comorbidity Study.
Both groups showed impairment in role
functioning and social life as well as low
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overall life satisfaction. GAD was associated
with a reduction in overall emotional
health. However, the finding that the vast
majority of patients with GAD had at least
1 other psychiatric disorder led the authors
to conclude that “generalized anxiety dis-
order virtually never occurs in isolation.”

Conclusion

Individuals presenting with GAD suffer
from excessive anxiety and worry, fre-
quent psychiatric and medical comorbidi-
ty, and considerable impairment in normal
daily functioning. Treatment focused on
controlling symptoms improves outcomes.
A combination of pharmacotherapy and
psychotherapy may be critical in the man-
agement of nonresponders to individual
modalities of treatment as well as for those
with comorbidities like major depression.
The most prudent pharmacological strate-
gy is to use an antidepressant such as ven-
lafaxine XR or paroxetine. Both have been
approved by the FDA for the treatment of
GAD and MDD, and are safe and effective
when administered either on a short-term
or long-term basis.
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