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How to recognize depressive
disorders in children and adolescents
Mental health disorders are difficult to diagnose in the nonadult patient. Complications range
from limited language and communications skills to a struggle for autonomy. 

Brett Reisman Greenberg, PA-C

D
epression was once thought to affect only
adults. Clinical evidence has revealed that chil-
dren and adolescents experience both depres-
sive symptoms and depressive disorders.1,2

However, the limited language skills of young
children and adolescents’ reluctance to cooperate can make it
difficult for clinicians to diagnose these disorders in the pedi-
atric population. This article reviews the criteria used to
make an accurate diagnosis and initiate the most appropriate
treatments.

Depressive disorders are divided into three classifications:
major depressive disorder (MDD), dysthymic disorder (DD),
and depressive disorder not otherwise specified (NOS). Ap-
proximately 2% of children and 4% to 8% of adolescents suf-
fer from MDD.3,4 Although only a few studies have reported
on the prevalence of DD, it is reported to be 0.6% to 1.7% of
children and 1.6% to 8% of adolescents.5 Combined, these
statistics indicate a collective incidence of MDD during child-
hood and adolescence of 15% to 20%.6 Although the criteria
for these classifications differ, treatment is fairly similar.

Major depressive disorder A diagnosis of MDD is made
when the patient is in a depressed mood or has a consistent
loss of interest in daily activities for at least 2 weeks. The 
disorder is characterized by one or more major depressive
episodes with no manic, hypomanic, or mixed episodes of
mood disturbance. An adolescent must exhibit at least five of
the symptoms of depression, as defined by the Diagnostic and
Statistical Manual of Mental Disorders, Fourth Edition, Text
Revision (DSM-IV-TR), in order to meet the criteria for a
diagnosis of MDD7 (see Table 1, page 40). These symptoms
must not be the result of drug abuse, medications, a medical
condition, or the loss of a loved one.P
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Dysthymic disorder DD in adolescents is characterized
by an overwhelming and chronic state of depressed or irri-
table mood for at least 1 year. Other symptoms include
poor appetite or overeating, insomnia or hypersomnia, low
energy or fatigue, low self-esteem, poor concentration or
difficulty making decisions, and feelings of hopelessness.
The adolescent must experience two or more of the symp-
toms, with a reduction of symptoms lasting for 2 months or
less.7 Often, symptoms of DD are missed or overlooked
because they are less severe than the symptoms of MDD.
DD has an extended course, therefore early recognition is
critical to prevent extensive impairment to the patient’s abil-
ity to function.

Depressive disorder not otherwise specified Persons with
depressive disorder NOS present with clinically significant
symptoms of depression. However, these patients do not
meet the criteria for any specific mood disorder.

RECOGNIZING DEPRESSION IN THE PEDIATRIC PATIENT 
Depression does not have specific symptoms in children and
adolescents. In fact, depressive disorders may manifest dif-
ferently in each age-group. For instance, infants and pre-
schoolers have a limited ability to express feelings of sadness
through language skills; therefore, psychiatric disorders are
often difficult to diagnose at this young age. Depressive
symptoms must be inferred from overt behavior such as
apathy, withdrawal from caregivers, a delay in or regression
of developmental milestones, and failure to thrive that has
no organic cause.8,9 Clinicians must rely heavily on parental
history, evaluation of parent-child interactions, and play
interviews conducted by mental health specialists.10

School-age children are cognitively able to internalize envi-
ronmental stressors and display low self-esteem and excessive
guilt. Many times they may present with somatic complaints
(headache, stomachaches), anxiety (school phobia, excessive
separation anxiety), and irritability (temper tantrums, other
behavioral problems).1,11,12 Teachers are a valuable source of
information on the behaviors and attitudes of these children.

Common manifestations of depression in a teenager are a
sudden drop in grades, a change in friends, participation in
fewer social or recreational activities, frequent irritability, a
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recent change in eating or sleeping patterns, frequent fatigue,
feelings of worthlessness or hopelessness, or suicidal think-
ing. Adolescents experience many challenges as they strive to
establish their own identities. Patients in this age-group can
be extremely challenging to treat because they tend to be
struggling for autonomy from authoritative figures. A good
rapport is absolutely essential to building the trust of an ado-
lescent patient.

PATHOGENESIS OF DEPRESSION
Pathogenic contributors to the risk of depression are support-
ed by substantial clinical evidence; however, the proportion
of contribution to the etiology varies from case to case. One
of the most significant pathogenic factors is genetics. De-
pression is both polygenic and multifactorial.13 Genetic fac-
tors can predispose a person to depression, but additional
nongenetic factors are required to produce the disorder. For
example, an interaction between an allele of the serotonin
transporter (5-HTT) gene and stressful life events can
increase the risk of depression.14,15 Genetic factors may also
influence response to treatment. 

Many studies have shown that persons with depression
have altered brain structure and function. Monoamine
neurotransmitters, specifically norepinephrine and sero-
tonin, have been researched; these agents are also used in
the therapeutic approach to depressive disorders. Early
study models postulated that hypoactivity occurs in the
neurotransmitter systems. However, more complex dynam-
ics involving intracellular cascades triggered by the mono-
amines appear to be involved in depression and a person’s
response to antidepressant medication.16 In addition, over-
production of corticotrophin-releasing hormone causes
hyperactivity in the hypothalamic-pituitary-adrenal cortex
axis in depressed persons,17 which may, in turn, lead to
glucocorticoid-mediated hippocampal atrophy.18 Functional
neuroimaging studies have shown altered brain function
occurring in several regions, often including the frontal
cortex and striatum.19 Neuropsychological findings also
support the theory that functional abnormalities occur in
these brain regions.

KEY POINTS
■ Depressive disorders may manifest differently in each age-group. For instance, infants and preschoolers have a limited ability to express 

feelings of sadness through language skills. Clinicians must rely heavily on parental history, evaluation of parent-child interactions, and play
interviews conducted by mental health specialists. 

■ School-age children are cognitively able to internalize environmental stressors and display low self-esteem and excessive guilt. Many times
they may present with somatic complaints, anxiety, and irritability. 

■ A common manifestation of depression in a teenager is a sudden drop in grades, a change in friends, participation in fewer social or recre-
ational activities, frequent irritability, a recent change in eating or sleeping patterns, frequent fatigue, feelings of worthlessness or hopeless-
ness, or suicidal thinking. 

■ Pathogenic contributors to the risk of depression are supported by substantial clinical evidence; however, the proportion of contribution to the
etiology varies from case to case. One of the most significant pathogenic factors is genetics. Depression is both polygenic and multifactorial.

■ Referral to a psychiatrist, psychologist, or other mental health care provider is warranted whenever depression is recurrent or chronic, compli-
cated by comorbid conditions, causes a high degree of functional impairment, or if the adolescent’s presentation is unclear or guarded. 

Continued on page 40



Social system dynamics such as isolation and negative or
critical comments from family members may also contribute
to depression onset or perpetuate a depressive episode.20-22

Societal and cultural factors strongly influence both the
symptomatic expression and a person’s willingness or ability
to seek care for depression.23

EFFICACY OF TREATMENT
The typical course of a major depressive episode in adoles-
cence lasts 7 to 9 months. Young persons recover from a
depressive episode within 1 to 2 years in 90% of cases;24,25

however, relapse is common, and the probability of recur-
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rence within 2 years is 40% and within 5 years is 70%.1-3

Adolescents with depression are more likely to suffer depres-
sive episodes or have other mental health issues in adulthood
than are adolescents who do not have depression.26,27 Edu-
cation can help patients and family members understand
depression as an illness and emphasize the importance of
adherence to treatment. Developing supportive and under-
standing relationships with the patient is key to improving
treatment outcomes.28,29

Psychotherapy can be a useful initial therapy for children
and adolescents with mild to moderate depression; it can
also be an adjunct to medications for those patients with
more severe depression.30 Psychotherapeutic approaches
include play therapy, psychodynamic therapy, supportive
therapy, interpersonal therapy, family therapy, group therapy,
and cognitive behavior therapy (CBT). The Treatment for
Adolescents with Depression Study (TADS) found that a
combination of psychosocial and pharmacologic therapies is
the most beneficial treatment for adolescents suffering from a
depressive disorder. 

TADS evaluated the efficacy of short-term (12 weeks) and
long-term (36 weeks) treatment with fluoxetine (Prozac), a
selective serotonin reuptake inhibitor (SSRI); CBT; fluoxe-
tine plus CBT; and pill placebo in adolescents with MDD.31

The typical response rate for psychosocial or pharmacologic
monotherapy for MDD is approximately 60%,32,33 and the
rate of remission is 35% to 40%.32 However, TADS results
support combination therapy with fluoxetine and CBT as
the most effective treatment during the acute phase (the first
12 weeks).32

The outcomes were measured using the Children’s De-
pression Rating Scale-Revised (CDRS-R) and a dichot-
omized Clinical Global Impression-Improvement (CGI-I)
score.32 A positive response on the CGI-I was defined as a
score of 1 (very much improved) or 2 (much improved).
Outcomes based on the CDRS-R indicated that the most
significant improvement in depressive symptoms occurred 
in the fluoxetine combined with CBT treatment group.
However, outcomes based on the CGI-I indicated that flu-
oxetine alone was effective, although not as effective as flu-
oxetine/CBT combination therapy. After 12 weeks of treat-
ment, 71% of adolescents treated with combination therapy
reported a much improved or very much improved mood
on the CGI-I compared to 61% treated with fluoxetine
monotherapy, 43% treated with CBT monotherapy, and
35% who received placebo.32 In addition, the patients treat-
ed with combination therapy or fluoxetine alone recovered
earlier than those patients treated with CBT or placebo
alone.34 Combination therapy showed favorable results at
12, 18, and 36 weeks; however, all the therapies showed
similar results by 36 weeks.32

SAFETY OF ANTIDEPRESSANT USE IN CHILDREN
Tricyclic antidepressants are not beneficial in pediatric pa-
tients, therefore SSRIs and serotonin-norepinephrine reup-
take inhibitors (SNRIs) are increasingly being used to treat

TABLE 1. Depression symptoms 

Depressed mood or irritable most of the day, nearly every day, 
as indicated by either subjective report or an observation made
by others

Diminished ability to think or concentrate or indecisiveness 

Fatigue or loss of energy

Feelings of worthlessness or excessive or inappropriate guilt

Insomnia or hypersomnia 

Markedly diminished interest or pleasure in all or almost all 
activities most of the day, nearly every day

Significant weight loss when not dieting, weight gain, or decrease
or increase in appetite

Psychomotor agitation or retardation 

Recurrent thoughts of death, recurrent suicidal ideation 
without a specific plan, a suicide attempt, or a specific plan for
committing suicide

Data from American Psychiatric Association.7

TABLE 2. Online information resources 

American Psychiatric Association
www.psych.org

American Psychological Association
www.apa.org

Antidepressant medications for children and adolescents:
Information for parents and caregivers
National Institute of Mental Health 
www.nimh.nih.gov/healthinformation/antidepressant_child.cfm

Antidepressant use in children, adolescents, and adults
US Food and Drug Administration
www.fda.gov/cder/drug/antidepressants

Mental Health America
www.nmha.org

National Alliance for Mentally Ill
www.nami.org



depression in this patient population.35 Research on the effi-
cacy and safety of antidepressants in children has increased
dramatically over the last 10 years. Only 250 children and
adolescents with depression were included in double-blind,
randomized controlled trials (RCTs) of antidepressants
before 1995, whereas more than 2,800 children and adoles-
cents have been included in more recent RCTs of these
medications. 

Of the SSRIs and SNRIs that are used to treat depression,
fluoxetine is the only drug with FDA approval for use in chil-
dren and adolescents. However, the other SSRIs and SNRIs
are used to treat depression in these patients. Although the

outcomes of many of the antidepressant trials have been
widely scrutinized, the Medicines and Healthcare Products
Regulatory Agency and the FDA considered only the results
of the fluoxetine trials, including the TADS study, as positive. 

Interpretation of suicidal behavior in depression studies
can be difficult because suicide attempts and suicidal ideation
are common symptoms of depression. Determining if a sui-
cide attempt made during treatment indicates a lack of
improvement, a worsening of depressive symptoms, or a
reaction to the medication is difficult. All children and adoles-
cents with depression must be closely monitored during drug
therapy, particularly in the early stages of treatment or after
dose titrations. FDA recommendations state that patients
should be monitored weekly for the first 4 weeks of antide-
pressant therapy and after any subsequent dose adjustments.
In addition, patients and their families need to be fully
informed about the risk of suicidal behaviors. Table 2 lists
online resources for information about depression. Families
must watch closely for signs of worsening depression, wors-
ening or new suicidal ideation or behaviors, and other
adverse behaviors.36

Referral to a psychiatrist, psychologist, or other mental
health care provider is warranted whenever depression is
recurrent or chronic, complicated by comorbid conditions,
causes a high degree of functional impairment, or if the ado-
lescent’s presentation is unclear or guarded. If the need for
psychopharmacologic medications is suspected, a referral to
a psychiatrist is indicated.

CONCLUSION
Adolescents with depression typically present in primary
care. Unfortunately, the disorder is underdiagnosed and
undertreated;37 an estimated 70% of teenagers with depres-
sion do not receive any form of treatment.4,38 In the United
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States, suicide rates doubled among adolescents aged 15 to
19 years and tripled among those aged 10 to 14 years from
the 1960s to the 1990s.39 Suicide is the fourth leading cause
of death among all children and the third leading cause of
death among children aged 10 to 19 years.40 From 2003 to
2004, suicide rates among females aged 10 to 14 years
increased by 76%; among those aged 15 to 19 years, suicide
rates increased by 32% in females and by 9% in males.41

Furthermore, approximately two-thirds of children and ado-
lescents with MDD also suffer from another mental health
disorder. Health care practitioners also need to recognize the
associated psychiatric comorbidities, including DD, anxiety
disorders, attention-deficit/hyperactivity disorder, opposition-
al defiant disorder, and substance use disorder.42

Studies have shown that only one-third of parents who had
concerns that their child may have a psychosocial disorder
planned to discuss it with their child’s pediatrician. In cases
where parents initiated this discussion, only 40% of pediatri-
cians responded; the response rate was even lower if the par-
ents were less educated.43,44 This finding indicates that a ma-
jority of psychosocial disorders in children are being missed. 

With appropriate evaluation, diagnosis, and treatment, 
primary care practitioners can do much to prevent the sub-
sequent morbidity and mortality associated with depressive
disorders. Prompt recognition ensures effective treatment 
of depressive disorders in children and adolescents; there-
fore, PAs must educate themselves, their patients, and their
patients’ families about the signs and symptoms of these 
disorders. JAAPA
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