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Background: There have been numerous studies that
have shown that offspring of depressed parents are at a

high risk for major depressive disorder (MDD) and im-
pairment. None have followed up the offspring into adult-
hood to obtain more precise estimates of risk.

Method: One hundred eighty-two offspring from 91
families, in which 1 or more parents had MDD (high
risk) or in which neither parent was depressed (low
risk), were blindly reassessed in the third follow-up,
using a structured diagnostic instrument 10 years after
their initial identification.

Results: Compared with the offspring for whom nei-
ther parent was depressed, the offspring of depressed
parents had increased rates of MDD, particularly be-
fore puberty, and phobias (both at approximately a

3-fold risk), panic disorder, alcohol dependence (at a

5-fold risk), and greater social impairment. The peak
age at onset for MDD in both high- and low-risk off-

spring ranged from 15 to 20 years. The peak age at
onset for anxiety disorder was considerably earlier,
especially in female offspring in the high-risk group.
The onset of alcohol dependence in the offspring in
the high-risk group peaked in adolescence and then
after the age of 25 years. The depressed offspring of
depressed parents, compared with nondepressed par-
ents, had more serious and impairing depressions dur-
ing the follow-up period but were less likely to go for
treatment.

Conclusions: The offspring of depressed parents are a

high-risk group for onset of anxiety disorder and MDD
in childhood, MDD in adolescence, and alcohol depen-
dence in adolescence and early adulthood. The findings
support the potential value of early detection in the off-
spring of depressed parents.
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Major dépressive disor¬
der (MDD) is highly
prevalent, impairing,
and familial.1,2 Recent
studies have shown

that the onset of MDD initially occurs in
persons at an early age, often in the age
range from their teens to 20s, although it
can occur prepubertally, and the most fa¬
milial form is that of an early onset before
the age of 20 years.3"7 Major depressive dis¬
order most frequently affects women in
their childbearing years.58 Thus, study of
their offspring has treatment and public
health implications.9 The increased risk of
MDD in the offspring of depressed par¬
ents has been well documented. Although
some of these studies have been criticized
on methodological grounds (eg, small
samples, cross-sectional design, absence of
control groups, or assessment of both bio¬
logical parents), they all have shown an in¬
creased rate of MDD in the offspring of de¬
pressed parents. Two short-term (ie, 18
months and 3 years) longitudinal off¬
spring studies have shown an increased and

continuing risk of MDD for offspring of de¬
pressed parents.10"12

There have also been longitudinal
studies of depressed children or adoles¬
cents. These studies have not included as¬

sessment of parental psychiatric status and
control groups, and with few exceptions,
the studies have not followed up the chil¬
dren into adulthood.13"20 Longitudinal stud¬
ies of depressed children, even those that
include assessment of family psychiatric
history,21 unlike high-risk studies, can¬

not provide age-specific rates of illness on¬

set. To calculate rates of onset, the fol¬
low-up of cohorts of patients who are not
ill at the time of subject ascertainment is
required.

We have been following up a cohort
of offspring, for whom either 1 or both par¬
ents have MDD or for whom neither par¬
ent has MDD. At the initial interview, we

found that the offspring (age range, 6-23
years) of depressed, compared with non-

depressed, parents had a significantly in¬
creased risk for MDD, anxiety disorders, and
markedly poorer overall functioning.22"26
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METHODS
SAMPLE

The offspring were initially selected for the presence or ab¬
sence of a lifetime history of MDD based on Research Diag¬
nostic Criteria in their parents.22,23 The depressed probands
had received treatment at the Yale University Depression Re¬
search Unit, New Haven, Conn. The normal control sub¬
jects came from a 1975 community survey that was con¬
ducted in New Haven, and they had no history of psychiatric
illness, based on at least 4 direct interviews (the last 2 used
the Schedule for Affective Disorders and Schizophrenia-
Lifetime version31 during a 10-year period). All probands were
white and group-matched for age and sex.

At the initial interview (time 1), the sample consisted
of 220 offspring between the ages of 6 and 23 years from
91 families, including 153 offspring from 65 families with
1 or more depressed parent and 67 offspring from 26 fami¬
lies with neither parent depressed.22

Two years after the initial interview (time 2), all 91
families were contacted for a second interview. Eighty-
five (93%) of the 91 families consented to participate. Of
the 220 offspring interviewed at time 1,174 (79%) of them
were reinterviewed at time 2.26 An additional sample of 43
offspring who were not age-eligible at time 1 were inter¬
viewed also, but they are not described in the present study.

Ten years after the initiation of the study (time 10), fami¬
lies were recontacted for a reassessment. Among the 220 off¬
spring interviewed at time 1, there were 2 deaths, and 1 off¬
spring was found to have Down syndrome. Eighty-four per¬
cent (182/217) of those offspringwho were interviewed at time
1 were reinterviewed at time 10. There were 4 deaths among
the 91 probands who were eligible to be interviewed. Of the
remaining 87 living probands, 73 (84%) were interviewed.
Sixty-six spouses ofprobands were eligible to be interviewed.
There were 5 deaths, and of the remaining 61 living spouses,
52 (85%) were interviewed. There were no deaths by suicide.
There were no significant differences in the attrition rate of
probands, spouses, or offspring by parental status.

Attrition for the probands and spouses did not vary sig¬
nificantly by sex or age. Attrition of offspring did not differ
by sex. However, at time 10, older offspring were more likely
to be interviewed than younger offspring (mean age, 28.5 vs

26.4 years; t=-2.09; d/=54.9; P=.04). There were 2 first on¬
sets of MDD (determined by use of the independent best es¬
timate [BE] diagnosis that was made, blind to initial proband
and offspring data) in the spouses in the nondepressed group
between times 2 and 10. These 2 families had 4 offspring and
were reassigned to the groups of depressed parents.

ASSESSMENT

Probands, spouses of probands, and offspring were indepen¬
dently interviewed with the Schedule for Affective Disor¬
ders and Schizophrenia-Lifetime version that was modified
to include Research Diagnostic Criteria and DSM-III and DSM-
ÍÍI-R criteria.32 All interviews of offspring were conducted blind
to the parents' status and the offsprings' previous assess¬
ments. The interview covered a period of assessment from
the last interview until the present and included the follow¬
ing additional data. Overall functioning was assessed by the
interviewer on the Global Assessment Scale.33 The Global As¬
sessment Scale is scored on a scale from 0 to 100, with lower
scores indicating impairment in overall functioning. Life charts

were used to record all episodes of illness that occurred dur¬
ing the period of assessment. Adults completed the Social Ad¬
justment Scale-Self-Report, which contained questions in ma¬

jor areas of functioning on a 4-point scale, with a higher score

indicating more impairment.34
INTERVIEWERS

Interviewers (ie, PhD- and master's-level experienced men¬
tal health professionals) were located in Connecticut, where
most of the subjects lived. The training of the interviewers
took place during 4 group sessions (each session was 8 hours)
and included supervised field interviews. Periodic inter¬
views were monitored by the supervisor to limit interviewer
drift. Interviewers participated in joint interviews in which
1 interviewer conducted the interview and the other corated
the interview. A total of 80 cases were corated (in all pos¬
sible pairs) by 4 interviewers at time 10. Using probable or

definite DSM-ÍIÍ-R criteria,  coefficients (SEs) were as fol¬
lows: MDD, 0.78 (0.09); panic disorder, 0.79 (0.20); any anxi¬
ety, 0.65 (0.12); suicide attempts, 0.80 (0.11); alcohol abuse
or dependence, 0.81 (0.09); drug abuse or dependence, 0.96
(0.03); and any psychiatric disorder, 0.80 (0.07).35

THE BE DIAGNOSIS

Diagnoses of offspring were based on the BE procedure.36
To derive the BE diagnoses, an experienced clinician who
was not involved in the interviewing, and who was blind to
the diagnostic status of the parent and the previous assess¬

ments, independently reviewed all available information, in¬
cluding direct and informant interviews and medical re¬
cords that were obtained at time 10, and assigned a DSM-
IÍÍ-R diagnosis for each offspring. A similar procedure was

completed for parents who were independent and blind to

offspring data. Six clinicians (3 psychiatrists, 2 psycholo¬
gists, and 1 psychiatric nurse) with extensive diagnostic ex¬

perience completed the BE diagnosis procedure. If there was

disagreement, a consensus diagnosis was made. One hun¬
dred seventy-three cases across 3 samples using the same pro¬
cedures and best estimators were reviewed independently
by a second best estimator who was also blind. The number
of cases for the second review was determined by calculat¬
ing the number of cases necessary to have an 80% chance to
detect a 0.2 difference between  coefficients. Using prob¬
able or definite DSM-IÍÍ-R criteria,  coefficients (SEs) were

as follows: MDD, 0.86 (0.03); panic disorder, 0.88 (0.11);
any anxiety, 0.68 (0.06); suicidal behavior or attempts, 0.80
(0.07); alcohol abuse or dependence, 0.92 (0.03); drug abuse
or dependence, 0.89 (0.03); any psychiatric disorder, 0.85
(0.04); and no history of mental illness, 0.80 (0.06).

The diagnoses used for this study were cumulative
across times 1, 2, and 10. At times 1 and 2, DSM-IIÍ crite¬
ria were used. At time 10, DSM-ÍÍI-R criteria was used. Im¬
pairment was considered to be a necessary criterion. Off¬
spring were considered to be impaired if they sought
treatment, took medication, were hospitalized, or had im¬
paired functioning at work, school, or home.

DATA ANALYSIS

Sample differences in the means of continuous outcomes,
by parental MDD, were tested by use of the t test and, for

Continued on next page
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categorical outcomes, by use of the the  2 test. To test
for the potential confounding effects of age and sex
for continuous outcomes (ie, Social Adjustment Scale-
Self-Report, number of days that person was de¬
pressed), a procedure for unbalanced analysis of co-
variance (Statistical Analysis System General Linear
Model, SAS Institute Ine, Cary, NC)37 was used to as¬

sess the means by parental MDD with the age and sex
of the offspring in the model. The age and sex of the
offspring were retained in the model if they were sig¬
nificant at the .05 level. Cross-sectional categorical
data (eg, treatment, parental MDD) were examined
by use ofmaximum likelihood logistic regressions (us¬
ing the SAS LOGISTIC procedure), controlling for
the age and sex of the offspring.37 The antilogarithm
of the regression coefficient for parental MDD yields
an odds ratio (OR) for evaluating the magnitude of
the association with parental MDD. Cumulative life¬
time rates of disorder were computed in each of the
2 groups (at high and low risk) using standard meth¬
ods of survival analysis.38 These methods were ad¬
justed for the fact that (1) the risk of disorder varied
with the age of the offspring, (2) there was a wide
variation in the ages of the offspring at the end of the
follow-up period (age range, 16-34 years), and (3)
the age distribution of the offspring in the 2 groups
may have varied. A limitation of this method is that
at the older ages, there may be relatively few off¬
spring at risk; as a result, onsets of disorder at these
ages may artificially inflate the estimates of cumula¬
tive survival rates. The equality of survival distribu¬
tions for the offspring of depressed parents com¬

pared with that of the offspring of nondepressed
parents was tested by means of the log rank test for
homogeneity, which weighs greater survival times
more heavily, and by means of the Wilcoxon test,
which places more weight on early survival times. The
age-specific incidence rates of psychiatric disorder
were estimated in 5-year intervals using the life-
table method.39 Where there were a sufficient num¬
ber of cases of psychiatric disorder, the Cox multi-
variate proportional hazards model was used to assess
the rates of psychiatric disorder by parental MDD with
the age and sex of the offspring in the model.40 The
proportional hazards model applies the multiple re¬

gression method to a survival distribution and yields
a ratio of the hazards of the outcome variables (ie,
offspring diagnoses) for groups of interest (ie, pa¬
rental MDD).

Two years later, the differences between the groups
of offspring were more pronounced, with the offspring
of depressed parents continuing to have an increased in¬
cidence of depression, high recurrence rates, and slower
recovery.2729 Although there were few differences in symp¬
tom profiles among the depressed offspring by the clini¬
cal status of the parents, there were striking age-at-
onset differences. All the prepubertal onsets occurred in
the offspring of depressed parents who themselves had
early onsets (age, <20 years).24 There were no sex dif¬
ferences in the rates of prepubertal-onset MDD. After pu¬
berty, the female offspring showed a marked increase in
onset of MDD that peaked between the ages of 15 and

* Numbers may vary due to missing data. MDD indicates major depressive
disorder.

ft Statistic when the variable is continuous;  2 statistic when the variable
is dichotomous.

20 years. For the male offspring, there was a gradual rise
in onset after puberty.29,30 The results also suggested that
the depressed offspring of nondepressed parents have a

different course of illness and that longer follow-up is re¬

quired to capture clinically significant differences be¬
tween the 2 groups.

The goal of the original study was to determine
whether the lifetime rates of psychopathology (specifi¬
cally MDD) in the offspring of depressed probands were

greater than in the offspring ofnondepressed parents. Com¬
parisons were made in the overall lifetime rates of disor¬
der (from birth to the time of interview) in the 2 groups.
Because subjects were between the ages of 6 and 23 years,
there was a wide variation in their stage of development
at the first interview (time 1). As a consequence, many of
the offspring at time 1 had not yet passed through the criti¬
cal period of risk for the onset of depression, and the es¬

timates of age-specific risks were unstable. With the avail¬
ability of the 10-year follow-up, more precise estimates can

be made of age-specific and cumulative lifetime rates.

RESULTS

CHARACTERISTICS OF PROBANDS
AND OFFSPRING

At the 10-year follow-up, the depressed and nonde¬
pressed probands and their offspring did not differ by the
major demographic variables, with 1 exception: the off¬
spring of depressed compared with nondepressed par-
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* Numbers may vary due to missing data in some categories. MDD indicates major depressive disorder.
tt Statistic when the variable is continuous;  2 statistic when the variable is dichotomous.

ents had significantly fewer children (Table I and
Table 2).

CUMULATIVE RATES

During the 10-year follow-up, the offspring of depressed
compared with nondepressed parents had higher rates of
MDD and phobias (both at about 3-fold differences), panic
disorder, and alcohol dependence (nearly a 5-fold differ¬
ence) (Table 3). There was no significant interaction be¬
tween parental depression status and parental and off¬
spring gender for the risk of depression, anxiety, or alcohol
dependence in offspring (data not given in Table 3).

AGE-SPECIFIC RATES

Figure I clearly shows that the peak time for the inci¬
dence period for both sexes for MDD was between the ages
of 15 and 20 years. At all ages, the incidence by sex was

higher in the offspring of depressed parents. There was a
decline in the incidence after the age of 20 years. Prepu-
bertal onset was uncommon and occurs in the high-risk
offspring. The incidence rates were higher in female than
male adolescents. After the age of 20 years, the incidence
rates were similar in both sexes.

Figure 2 shows a different pattern for any anxiety
disorder (including panic disorder, generalized anxiety

disorder, agoraphobia, social phobia, simple phobia, sepa¬
ration anxiety, obsessive-compulsive disorder, and over¬

anxious disorder). The peak incidence of anxiety in the
offspring for both sexes was much earlier than that for
MDD (age range, 5-10 years), especially in the offspring
of depressed parents. Anxiety disorders that have an early
onset are mostly phobias and separation anxiety disor¬
der (mean ages at onset, 5.2 and 6.6 years, respec¬
tively). The incidence rates decline after the age of 12 years
and converge by the sex of the offspring and parental di¬
agnosis.

The incidence rate for alcohol dependence in both
sexes of depressed probands increased at the ages of 15
to 20 years and after the age of 25 years (Figure 3).

SYMPTOMS OF DEPRESSION

Symptom patterns of depression (not shown) by the
age at first onset (age, <14 and &14 years) in the off¬
spring at time 10 showed only 1 significant difference
(from a list of 27 symptoms) ( 2=7.78; d/=l; P=.005).
These analyses were rerun by comparing symptom
patterns in persons with onsets that occurred at
younger than 18 years with symptom patterns that
occurred in persons with onsets at age 18 years and
older, and the results were similar. There were few dif¬
ferences in depressive symptoms in the offspring by
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* If the offspring reported (in the Schedule for Affective Disorders and Schizophrenia), during an episode of disorder, that they sought help, took medication,
were hospitalized, or had impaired functioning at work, school, or home, they were considered to be Impaired. MDD indicates major depressive disorder; OCD,
obsessive-compulsive disorder; GAD, generalized anxiety disorder; and ADHD, attention deficit hyperactivity disorder.
iRelative risk adjusted for age and sex of offspring.^Two-tailed Fisher exact test=1.25, df=7, P=.56.
§Two-tailed Fisher exact test=6.23, df=7,  -004.
\\Two-tailed Fisher exact test=0.427, df=7, ?>.99.
^Two-tailed Fisher exact test=0.831, df=7, P>.99.
ifData on impairment were not collected for conduct disorder.

0.6- o Neither Parent Had MDD—Female Offspring
Neither Parent Had MDD—Male Offspring
>1Parent(s) With MDD—Female Offspring
>1 Parent(s) With MDD—Male Offspring

10 15 20

Age at Onset, y

Figure 1. Age-specific rates of major depressive disorder (MDD) by parental
MDD and sex of offspring (N= 182 [lifetime]).

proband group. Of 27 symptoms, the offspring of
depressed parents more frequently reported feelings of
worthlessness ( 2=3.86; df=\; P=.05), and the offspring
of nondepressed parents more frequently reported a

loss of interest in sex ( 2=7.63; df=\; P=.006). The sig¬
nificant differences that were found could have been
due to chance because of the large number of compari¬
sons made.

O Neither Parent Had MDD—Female Offspring
0 Neither Parent Had MDD—Male Offspring
 >1Parent(s) With MDD—Female Offspring
• >1 Parent(s) With MOD—Male Offspring

10 15 20
Age at Onset, y

Figure 2. Age-specific rates of any anxiety disorder by parental major
depressive disorder (MDD) and sex of offspring (N= 182 [lifetime]).

COMORBIDITY

Comorbidity of other disorders with MDD was high in
the offspring from both groups (Table 4). While the
stratified ORs suggest that there are higher rates of co-

morbidity in the offspring of nondepressed parents, our

small sample size does not give adequate power to test
whether the ORs differ significantly. Using the Breslow-
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Figure 3. Age-specific rates of alcohol dependence by parental major
depressive disorder (MDD) and sex of offspring (N= 182 [lifetime]).

Day test for homogeneity of the ORs, there was only a

suggestion that the ORs for comorbidity of dysthymia
( 2=2.61; d/=l; P=.ll), any drug abuse or dependence
( 2=1.88; d/=l; P=.17), any phobias ( 2=2.43; d/=l;
P=.12), and any of the previously described diagnoses
with MDD ( 2=2.40; df= 1 ; P=. 12) were higher in the off¬
spring of nondepressed parents.

TREATMENT AND IMPAIRMENT

Throughout the 10 years, the offspring of depressed com¬

pared with nondepressed parents received slightly more

outpatient treatment, and they had poorer overall func¬
tioning, as well as poorer functioning in work, family,
and marriage (Table 5).

SEVERITY OF OUTCOME
IN DEPRESSED OFFSPRING

Table 6 takes into account the depression status of the
offspring and shows that the illness severity at time 10, in
the offspring who were depressed at time 1 or 2, was greater
in the offspring of depressed compared with nonde¬
pressed parents. The depressed offspring of depressed par¬
ents were less likely to go for treatment when they felt that
they needed it, and less likely to receive treatment when
they were depressed. More than 30% of the depressed off¬
spring of depressed parents never received any treat¬
ment. They also had more impairment overall, in work and
marriage, and more days on which they felt depressed.

COMMENT

Like previous investigators, we found that parental de¬
pression increases the risk of offspring depression, that
the course of depression in children (as in adults) is pro¬
tracted, that the morbidity rate is high, and that the over¬

all symptom picture in offspring does not vary by the age
at onset of the symptoms and does not differ by pro-
band group.11,12,15,16,41,42

The overall rates and burden of illness are greater in
the offspring of depressed parents, and their offspring con-

*MDD indicates major depressive disorder; OCD, obsessive-compulsive
disorder.

4 Two-tailed Fisher exact test=2.67, df=7, ?=.25.
XTwo-tailed Fisher exact test=12.05, df=7, P=.03.
%Two-tailed Fisher exact test=2.84, df=7, P=.26.

tinue to have higher rates of MDD (ie, a 3-fold increase)
and anxiety disorders. As they mature, they also have high
rates ofalcohol dependence (ie, 5-fold increases) and poorer
functioning in work, family, and marriage. The cumula¬
tive rate of MDD in the offspring of nondepressed par¬
ents (25.1/100) for the ages of 6 to 36 years is higher than
that in the community sample for the ages of 15 to 34 years
(17.1/100),56 and it may be explained by our closer sur¬

veillance of the sample (ie, 3 interviews), as well as by their
younger ages when the interviewing began.

The recurrent nature of depression that was found is
consistent with findings from longitudinal studies of de¬
pressed adults and children.16,17,43,44 The increased risk of
MDD in the offspring ofdepressed parents is consistent with
that found in numerous studies in which the offspring were

minors.9,11,44,45 The familial nature of depression was con¬

sistent with that ofstudies in which the probands were de¬
pressed children or adults.21,46,47 While the absolute rates

vary with the design and criteria used, the magnitude of the
effect of familial depression (ie, a 2- to 3-fold increased risk)
is consistent across high-risk and family studies.

There were more shifts to bipolar disorders in the
offspring of depressed than nondepressed parents, but
the overall rate of bipolar disorder (2.3% in the off-
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* Numbers may vary due to missing data. MDD indicates major depressive disorder.
\Odds ratio adjusted for age and sex of offspring.{Means adjusted for age of offspring.

* Numbers may vary due to missing data. Odds ratios that were adjusted forage and sex of offspring (95% confidence interval) were as follows: offspring who
did not go for treatment, 12.85 (1.61-102.54); Global Assessment Scale score, 4.34(1.33-14.14). MDD Indicates major depressive disorder.

tAdjusted for age and sex of offspring.\\ Statistic is used for continuous variables;  2 statistic is used for dichotomous.
§ Two-tailed Fisher exact test.
{¡Treatment of MDD for offspring with any depression at time 10:1 or more parent(s) with MDD (n=49) and neither parent had MDD (n=6).

spring of depressed parents) was lower than that re¬

ported by other investigators.1516 Of note, some of the
offspring have not fully passed through the age at risk
for the onset of bipolar disorder.

A prepubertal onset of MDD is uncommon, and it
did not occur in the offspring of the nondepressed par¬
ents. The peak first onset of MDD in middle and late ado¬
lescence is consistent with the findings from epidemio-
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logic studies of adolescents and adults.3,6,45,48,49 This peak
is consistent in female offspring regardless of proband
diagnosis, suggesting a consistent vulnerability period for
focus on detection and intervention. Why the rates should
increase so abruptly in young females in middle and late
adolescence and early adulthood is still unclear and is
an area for further research. Parental affective disorders
further increase the risk of first onset in adolescents. How¬
ever, as noted by Beardslee et al,45 affective disorders in
parents may serve as an identifier of a constellation of
risk factors. Symptoms by themselves do not discrimi¬
nate risks.45 Studies of the phenomenology of depres¬
sive disorders across childhood and adulthood have gen¬
erally found similar symptoms across the ages.20,42,50,51 The
finding that anxiety disorder precedes the onset of MDD
and is markedly increased in the offspring of depressed
parents may be due to high rates of comorbid anxiety dis¬
orders in the parents. Alternately, early expression of anxi¬
ety disorders could constitute an underlying vulnerabil¬
ity to psychopathology by shared genetic or environmental
factors.52 Our analysis of sibling resemblance for MDD,
anxiety, and conduct disorder at time 1 found that sib¬
ling resemblance in the high-risk cohort was substan¬
tially greater than in the low-risk cohort for anxiety dis¬
orders but not MDD, suggesting that anxiety disorders
may reflect the most pronounced familial influences com¬
mon to siblings at high risk for MDD.53

While, to our knowledge, this is the largest pub¬
lished offspring study of depressed parents and has the
longest follow-up period, our sample of offspring with a

broad age range is still small, and there were few off¬
spring with a prepubertal onset of depression. The se¬

lection of parents from treatment settings may have re¬

sulted in more serious cases.54 On the other hand, the
similarity of findings from several studies that used dif¬
ferent methods suggests the validity of the findings.

The current findings support initiatives aimed at early
detection and possible treatment intervention in the par¬
ents of depressed offspring and the offspring of de¬
pressed parents. Physicians who specialize in pediatrics
and adolescent medicine, as well as internists, family phy¬
sicians, and child psychiatrists, are particularly well po¬
sitioned to inquire about the mental health history of their
patient's parents.55

Alternately, psychiatrists who treat adult patients
should inquire about the clinical status of the offspring.
Successful treatment of parental depression may provide
primary prevention by reducing the symptoms of depres¬
sion that may impair parenting.56 A recent study sug¬
gested that depressed mothers who give negative self-
reports may be more negative than their directly observed
parenting behavior.57 However, women who were chroni¬
cally or severely depressed had both negative self-reports
and observed negative parent-child relationships, suggest¬
ing that this is a particularly high-risk group for interven¬
tion. Secondary prevention may be achieved through the
early detection and treatment of high-risk offspring who
exhibit early or minor forms of anxiety, depressive, or sub¬
stance abuse disorders. Finally, the aggressive treatment
of established MDD (ie, tertiary prevention) may reduce
the high level of social impairment that characterizes the
depressed offspring of depressed parents.

Only a small proportion of young people with men¬

tal disorders receive adequate mental health treat¬
ment.58"60 In the current study, a large number of the off¬
spring who perceived a need for mental health care utilized
no treatment whatsoever. One possible explanation is that
the offspring of depressed parents develop negative atti¬
tudes toward mental health treatment because they asso¬

ciate it with their parents' chronic course of illness. Alter¬
nately, the depressed parent may deny that their offspring
have the same disorder. A better understanding of how pa¬
rental factors influence the seeking ofhealth care for their
offspring may help public health planners extend treat¬
ment to this vulnerable and underserved population.61

There are now strong financial incentives to limit
treatment, and the assessment of clinical outcomes fo¬
cuses on short-term treatment costs.62 Our data suggest
that outcomes should assess the impact of parental de¬
pression on the offspring over time.
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