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Abstract

Objective—Children of fathers with substance use disorders are at increased risk for
psychopathology, including conduct disorder, attention deficit hyperactivity disorder (ADHD),
major depressive disorder, and anxiety disorders. This study examined the distinct influences of
parent substance use disorder and other psychopathology in the transmission of the risk for
psychopathology to their children.

Method—The subjects were 1,167 children (ages 6-14 years; 62% were male, 38% were female)
from 613 families recruited according to a high-risk paradigm. Of these families, 294 had fathers
with a substance use disorder (high-risk group), and 319 had fathers without a substance use
disorder or other mental disorder (low-risk group). In all families, father, mother, and children
were directly assessed. Mixed-effects ordinal regression analyses controlled for the nested data
structure.

Results—For conduct disorder, ADHD, major depression, and anxiety disorders, the results
indicated that the predominant predictor of specific mental disorders in offspring was a history of
the corresponding disorders in both parents.

Conclusions—These results support specific parent-child transmission for childhood
psychopathology.

The children of parents with substance use disorders, compared with reference children,
have greater liability for psychopathology (i.e., mental disorders other than substance use
disorders). Studies have reported increases in mental disorders among children of parents
with substance use disorders (1-4). Such children and corresponding families have therefore
been considered “high risk” (5). Specific disorders observed at increased rates in the
children of parents with substance use disorders include conduct disorder, attention deficit
hyperactivity disorder (ADHD), major depressive disorder, and anxiety disorders (1, 2, 6).
These specific forms of offspring psychopathology have thus been definitively shown to be
associated with parental substance use disorder.

The extent to which these mental disorders in offspring are a consequence of parental
substance use disorders or more specifically associated with corresponding parental
psychopathology remains an open question. Parents with substance use disorders typically
have had other mental disorders. Analogous to their children, fathers with substance use
disorders often have childhood histories of conduct disorder and ADHD as well as major
depressive disorder and anxiety disorders (7). Paternal-maternal concordance for specific
mental disorders is common, in part due to assortative mating, and may increase risk in
offspring for like disorders (8-10).
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Several studies have examined the extent to which psychopathology in children is more
closely related to parental substance use disorders or to other mental disorders. Using a high-
risk design strategy similar to that for the study reported here, Merikangas and colleagues (8,
11, 12) studied parent-to-child transmission of psychopathology risk in the children of
parents with substance use disorders, anxiety disorders, or no history of psychiatric
disorders. The study group included 192 offspring, age 7-17 years, from 126 families.
Parents and children were directly interviewed. The results indicated a strong family
aggregation for anxiety disorders. Maternal substance use disorders and paternal antisocial
personality disorder were associated with offspring conduct disorder. Parent
psychopathology did not predict ADHD. The study had several limitations, including lack of
assessment of parental history of childhood conduct disorder and ADHD, the presence of
substance use disorders in some adolescent offspring, and lack of consideration of the
clustering of offspring within families in the primary statistical analyses. Including offspring
with substance use disorders introduces possible contamination from the onset of substance
use disorder leading to psychopathology (13-15).

In a study of parents (N=892) and siblings (N=1,149) of probands with cocaine and opioid
disorders (16), maternal depression and anxiety disorders were associated with these
disorders in offspring. The study focused on lifetime diagnoses in adults, did not distinguish
childhood from substance use disorder-induced disorders, and relied primarily on family
informant data, which may be less valid than direct interviews (17).

Another study design considered the effects of specific parental characteristics through
subject selection techniques. Schuckit and colleagues (18) examined offspring (ages 7-22)
of parents with alcohol use disorders (N=37), with a family history of alcohol use disorders
only in extended family members (N=68), or with no family history of alcohol use disorders
(N=57). The study excluded families where either parent had antisocial personality disorder.
These groups were not significantly different in terms of offspring psychopathology,
indirectly suggesting that parental antisocial personality disorder may have a major impact
on psychopathology in offspring. The small sample may not have yielded sufficient
statistical power to reveal relevant relationships. In a report on a subset of subjects included
here, Moss and colleagues (19) reported that offspring of fathers with substance dependence
and antisocial personality disorder had higher levels of psychopathology than did offspring
of fathers with substance dependence without antisocial personality disorder and a
comparison offspring group. Neither of these studies directly examined the relationship
between parent and child on corresponding mental disorders.

The aim of this study was to determine the extent to which parental substance use disorder
and other mental disorders were associated with offspring psychopathology. The hypothesis
was that the strongest predictors of specific mental disorders in offspring would be the
corresponding disorders in the parents. Study methodological features included 1) direct
assessment of all fathers, mothers, and children; 2) assessment of childhood conduct
disorder and ADHD in parents as well as offspring; 3) inclusion only of children in
developmental periods before the onset of substance use disorders; and 4) a sufficiently
large sample to comprehensively examine these relationships with mixed-effects ordinal
regression.

Children (N=1,167) from 613 families were recruited through their biological fathers.
Recruitment occurred through multiple sources, including substance abuse and other
psychiatric treatment programs, social service agencies, newspaper and radio
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advertisements, and a sampling frame purchased from a marketing firm. Written informed
consent was obtained from fathers and mothers, and assent was obtained from minor
children. The study was approved by the University Human Subjects Institutional Review
Board.

Families were classified into two groups on the basis of paternal substance use disorder
history: 1) high-risk families were those in which the father had a substance use disorder
(N=294); 2) low-risk families were those in which the father had no substance use disorder
(N=319). Fathers were considered to have a substance use disorder if they ever met DSM-
I11-R criteria for abuse or dependence involving substances other than nicotine, caffeine, or
alcohol. Other mental disorders and the latter substance use disorders were not exclusionary
criteria for the high-risk group. The fathers in the low-risk group had never met DSM-I1I-R
criteria for any substance use disorder or any other major adulthood axis | mental disorder.
(This sample includes additional families and sibling data not reported in prior reports [1,
19])

A comparison of the high-risk and low-risk groups in terms of demographic variables is
presented in Table 1. According to the Hollingshead two-factor index (20), calculated as a
continuous variable, high-risk families had lower socioeconomic status (mean=36.4,
SD=12.3) than did low-risk families (mean=44.1, SD=13.8) (t=7.3, df=610, p<0.001). High-
risk families also had slightly younger offspring (mean=10.7 [SD=2.0] versus 10.9
[SD=2.0]; t=2.1, df=1165, p=0.04) and, as seen in Table 1, a lower proportion of European
American parents and a higher proportion of male offspring. Subsequent analyses controlled
for these characteristics. The numbers of offspring per family were as follows: one offspring
(N=187 families); two (N=241); three (N=154); four (N=27); five (N=4). High-risk and low-
risk groups did not differ on this variable (likelihood ratio=8.6, df=4, p=0.08).

Diagnostic Instruments

Diagnoses were made according to DSM-11I-R, the most recent DSM edition when the study
was initiated. For children and parents, information concerning substance use disorder was
gathered by a semistructured interview developed for this project (21), which included
questions from the Structured Clinical Interview for DSM-I1I-R (SCID) (22). For parents,
other mental disorders were also assessed with the SCID. For children, other mental
disorders were assessed with the Schedule for Affective Disorders and Schizophrenia for
School-Age Children (K-SADS) (23). Diagnoses were determined in a consensus
conference by using the best-estimate diagnostic procedure (24). Descriptions of rater
training and interrater reliabilities may be found in prior publications (1, 25).

Data Analyses

Parental psychopathology and demographic characteristics were examined in relationship to
four offspring psychopathology variables: 1) conduct disorder, 2) ADHD, 3) major
depressive disorder, and 4) anxiety disorders. Conventional statistics assume that each
subject or “observation” is independent of other observations. This assumption is violated in
studies where multiple children from a family are included, typically increasing type Il error.
Data with this structure are described as nested with children grouped or nested within
families. Hedeker and Gibbons (26) have developed statistical software applicable to testing
hypotheses with dichotomous response variables and nested data using mixed-effects ordinal
regression (MIXOR: http://tigger.uic.edu/~hedeker/mix.html). Using this procedure, family
clusters of offspring mental disorders were examined by intraclass correlation coefficients
(ICC). For each of the four aforementioned mental disorders, univariate and multivariate
models were examined. In the univariate models, mixed-effects ordinal regression (MIXOR)
models examined relationships between each individual parent mental disorder and each of
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the four child psychopathology variables, with family cluster and demographic variables
included as covariates. For sex, female was coded 1, and male was coded 2. Note that there
were an insufficient number of cases in the ethnic category *“other” for these subjects to be
considered as an independent group, and therefore ethnic group was summarized as a two-
class variable (i.e., white=1, other=2). Socioeconomic status was included as a continuous
variable. To control type I error, a Bonferroni-corrected significance level of 0.008 (0.05/6
diagnoses for each parent) was used in interpreting these univariate analyses. A multivariate
MIXOR model was constructed for each offspring mental disorder by first including all
paternal and maternal mental disorders and proceeding by backward elimination until only
parental mental disorders with statistically significant relationships with the child outcome
variable remained.

Fathers in high-risk families were defined by the presence of a substance use disorder
history and were characterized by high rates of antisocial personality disorder (N=73, 25%),
major depressive disorder (N=85, 29%), and anxiety disorders (N=63, 21%). Among fathers
in low-risk families, substance use disorder and other adulthood mental disorders were
absent by definition. Other parent mental disorders in high-risk and low-risk groups were
compared with standard logistic regression, with socioeconomic status, age, ethnic group,
and sex included as covariates (Table 1). High-risk fathers, compared with low-risk fathers,
had higher rates of childhood conduct disorder and ADHD. Compared with low-risk
mothers, high-risk mothers were characterized by higher rates of substance use disorders,
conduct disorder, major depressive disorder, and anxiety disorders. Mental disorders of
offspring in the high-risk and low-risk groups were compared by using MIXOR, with family
cluster, socioeconomic status, age, ethnic group, and sex included as covariates. Offspring
conduct disorder, ADHD, major depressive disorder, and anxiety disorders were all
significantly more common in the high-risk group than in the low-risk group.

Among children, three combinations of mental disorders were present in more than one or
two cases. ADHD and conduct disorder comorbidity was present in 13 high-risk children
(2.4%) and one (0.2%) low-risk child. Anxiety disorder and major depressive disorder
comorbidity was present in 13 high-risk children (2.4%) and six (1.0%) low-risk children.
ADHD and anxiety disorder comorbidity was present in 20 high-risk children (3.6%) and
five (0.8%) low-risk children. For each of these comorbid conditions, the MIXOR statistical
procedures failed to converge for the comparison of the high-risk and low-risk groups with
family cluster and demographic variables as covariates. This indicated that the sample size
in this context was insufficient to examine other models.

Father-Mother Psychopathology Associations

The statistical associations between father and mother on substance use disorders and their
other mental disorders are presented in Table 2. The associations between mother and
fathers on mental disorders were determined by phi coefficients with Bonferroni correction
for multiple tests (0.05/5=0.01). The strongest statistical relationship was between substance
use disorders in the father and substance use disorders in the mother. Substance use disorder
in the father was also significantly associated with conduct disorder, major depressive
disorder, and anxiety disorders in the mother. Substance use disorder in the mother was
significantly associated with antisocial personality disorder, conduct disorder, and major
depressive disorder in the father. Major depressive disorder in the father was significantly
associated with conduct disorder, major depressive disorder, and anxiety disorders in the
mother. Conduct disorder in the father was significantly associated with anxiety disorders in
the mother.
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Parent-Child Psychopathology Associations

The univariate statistical associations for relationships between mental disorders in
individual parents and offspring mental disorders are presented on the left in Table 3. A
multivariate MIXOR statistical model was developed for each offspring mental disorder,
with the aforementioned backward elimination procedure used to develop a parsimonious
model. The final models are presented on the right in Table 3. All models included family
cluster, socioeconomic status, offspring age, ethnic group, and sex as covariates.

Offspring conduct disorder clustered in families (ICC=0.45, p<0.001) and was significantly
more common in male offspring. For offspring conduct disorder, significant univariate
associations were noted for substance use disorders, antisocial personality disorder, and
conduct disorder in the father as well as conduct disorder in the mother. The final
multivariate model for offspring conduct disorder included only conduct disorder in the
father and conduct disorder in the mother. In other words, after family cluster was
controlled, socioeconomic status, age, sex, and conduct disorder in both the father and
mother, parental substance use disorders and other mental disorders were not significantly
associated with offspring conduct disorder.

Offspring ADHD clustered in families (ICC=0.26, p<0.001) and was also more common
among male offspring. For offspring ADHD, significant associations were noted for
substance use disorders and ADHD in the father. The final multivariate model for offspring
ADHD included only ADHD in the father and ADHD in the mother.

Offspring major depressive disorder clustered in families (ICC=0.41, p<0.001) but was not
significantly associated with gender. For offspring major depressive disorder, significant
univariate associations were noted for antisocial personality disorder, major depressive
disorder, and conduct disorder in the father as well as major depressive disorder in the
mother. The final multivariate model for offspring major depressive disorder included only
major depressive disorder in the father and major depressive disorder in the mother.

Offspring anxiety disorders clustered in families (ICC=0.20, p<0.001) and were not
significantly associated with gender. For offspring anxiety disorders, significant univariate
associations were noted for anxiety disorders, antisocial personality disorder, conduct
disorder, and ADHD in the father as well as anxiety disorders and major depressive disorder
in the mother. The final multivariate model for offspring anxiety disorders included only
anxiety disorders in the mother and anxiety disorders in the father.

Discussion

These results provide evidence consistent with disorder-specific risk transmission for
psychopathology from parent to child. For each offspring mental disorder—which here
included conduct disorder, ADHD, major depressive disorder, and anxiety disorders—the
corresponding diagnoses in mother and father were the only parent mental disorders
significantly contributing to each MIXOR model. After considering like mental disorders
and demographic variables, parent substance use disorders did not significantly contribute to
explaining offspring psychopathology. Studies using other types of populations and alternate
study designs have similarly indicated specificity of familial aggregation for antisocial
behavior (27), anxiety disorders (11, 12), and mood disorders (28, 29), as well as substance
use disorders (12). The results presented here incorporate several notable methodological
refinements relative to previous studies on the transmission of psychopathology from parent
to child in high-risk families and provide further evidence for disorder-specific transmission.
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The genetic and environmental mechanisms through which paternal psychopathology and
substance use disorders influence offspring outcomes have yet to be fully determined.
Cadoret and colleagues (27) provided evidence for a genetic pathway leading from parental
antisocial behavior to childhood antisocial behavior in offspring. The finding here that the
parents’ childhood antisocial psychopathology phenotype was more predictive of the
analogous offspring characteristics than the parents’ adulthood phenotype suggests
nonenvironmental transmission consistent with a genetic hypothesis. Parent characteristics
also constitute environmental influences (30).

The study has several limitations. Retrospective assessments of childhood and adolescent
periods collected in adult samples (i.e., parents) may be influenced by recall bias. Parental
perceptions of child behavior may also be influenced by parental psychopathology (31, 32).
The extent to which the children in the high-risk and low-risk families are representative of
their populations was also not tested by this study, and replications of these findings will be
needed with samples acquired by other methods. The characteristics of high-risk families
present challenges to the accrual of the substantial samples with participation of both
parents. In this sample, the numbers of subjects with specific combinations of comorbid
mental disorders were insufficient for investigation with MIXOR. Further exploration of
parent-child transmission of comorbid conditions may be feasible with larger samples or
study designs focusing on this issue.

The statistical associations demonstrated in this study are necessary but not sufficient for
inferring causal relationships relationships (33). Nevertheless, studies utilizing observational
data may suggest likely causal models (17, 34). While these results do not lend themselves
to a definitive causal interpretation, the findings are sufficiently compelling to inform
hypotheses for further study.

Improved methods for identifying high-risk children are needed. Among parents with
substance use disorders, parents with psychopathology may be more likely to have offspring
with corresponding psychopathology. This relationship may refine the identification of
children at risk for mental disorders and later substance use disorders (35-37). Programs
designed to avert substance use disorders likely need to focus on the prevention and
treatment of childhood mental disorders to disrupt the link between childhood mental
disorders and substance use initiation (38, 39). This demonstration of the specific
transmission of psychopathology risk from parent to child may further refine the
identification of children who may benefit from preventive interventions.

Acknowledgments

Supported by grants from the National Institute on Drug Abuse DA-05605, DA-12845, DA-11922) and the
National Institute on Alcohol Abuse and Alcoholism (AA-00291).

The authors thank the faculty and staff of the Center for Education and Drug Abuse Research for their work on this
study.

References

1. Clark DB, Moss H, Kirisci L, Mezzich AC, Miles R, Ott P. Psychopathology in preadolescent sons
of substance abusers. J Am Acad Child Adol Psychiatry. 1997; 36:495-502.

2. Hill SY, Muka D. Childhood psychopathology in children from families of alcoholic female
probands. J Am Acad Child Adol Psychiatry. 1996; 35:725-733.

3. Schuckit MA, Smith TL. An 8-year follow-up of 450 sons of alcoholic and control subjects. Arch
Gen Psychiatry. 1996; 53:202-210. [PubMed: 8611056]

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



1duasnuey Joyiny vd-HIN 1duasnuey Joyiny vd-HIN

1duasnuey Joyiny vd-HIN

Clark et al.

10

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

Page 7

. Sher KJ, Walitzer KS, Wood PK, Brent EE. Characteristics of children of alcoholics: putative risk

factors, substance use and abuse, and psychopathology. J Abnorm Psychol. 1991; 100:427-428.
[PubMed: 1757657]

. Tarter R, Vanyukov M, Giancola P, Dawes M, Blackson T, Mezzich A, Clark DB. Epigenetic model

of substance use disorder etiology. Dev Psychopathol. 1999; 11:657-683. [PubMed: 10624720]

. Earls F, Reich W, Jung KG, Cloninger CR. Psychopathology in children of alcoholic and antisocial

parents. Alcohol Clin Exp Res. 1988; 12:481-487. [PubMed: 3056068]

. Clark DB, Kirisci L, Tarter RE. Adolescent versus adult onset and the development of substance use

disorders in males. Drug Alcohol Depend. 1998; 49:115-121. [PubMed: 9543648]

. Dierker LC, Merikangas KR, Szatmari P. Influence of parental concordance for psychiatric

disorders on psychopathology in offspring. J Am Acad Child Adol Psychiatry. 1999; 38:280-288.

. Merikangas KR. Assortative mating for psychiatric disorders and psychological traits. Arch Gen

Psychiatry. 1982; 39:1173-1180. [PubMed: 6751267]

. Vanyukov MM, Neale MC, Moss HB, Tarter RE. Mating assortment and the liability to substance
abuse. Drug Alcohol Depend. 1996; 42:1-10. [PubMed: 8889398]

Merikangas KR, Avenevoli S, Dierker L, Grillon C. Vulnerability factors among children at risk
for anxiety disorders. Biol Psychiatry. 1999; 46:1523-1535. [PubMed: 10599480]

Merikangas KR, Dierker LC, Szatmari P. Psychopathology among offspring of parents with
substance abuse and/or anxiety disorders: a high-risk study. J Child Psychol Psychiatry. 1998;
39:711-720. [PubMed: 9690934]

Brown SA, Gleghorn A, Schuckit MA, Myers MG, Mott MA. Conduct disorder among adolescent
alcohol and drug abusers. J Stud Alcohol. 1996; 57:314-324. [PubMed: 8709590]

Clark DB, Sayette M. Anxiety and the development of alcoholism: clinical and scientific issues.
Am J Addict. 1993; 2:59-76.

Fergusson DM, Lynsky MT, Horwood LJ. Alcohol misuse and juvenile offending in adolescence.
Addiction. 1996; 91:483-494. [PubMed: 8857370]

Luthar SS, Merikangas KR, Rounsaville BJ. Parental psychopathology and disorders in offspring:
a study of relatives of drug abusers. J Nerv Ment Dis. 1993; 181:351-357. [PubMed: 8501456]
Clark DB, Winters KC. Measuring risks and outcomes in substance use disorders prevention
research. J Consult Clin Psychol. 2002; 70:1207-1223. [PubMed: 12472298]

Schuckit MA, Smith TL, Radziminski S, Heyneman EK. Behavioral symptoms and psychiatric
diagnoses among 162 children in nonalcoholic or alcoholic families. Am J Psychiatry. 2000;
157:1881-1883. [PubMed: 11058493]

Moss HB, Lynch KG, Hardie TL, Baron DA. Family functioning and peer affiliation in children of
fathers with antisocial personality disorder and substance dependence: associations with problem
behaviors. Am J Psychiatry. 2002; 159:607-614. [PubMed: 11925299]

Hollingshead, AB.; Redlich, FC. Social Class and Mental Illness: A Community Study. New York:
John Wiley & Sons; 1958. p. 387-397.

Clark DB, Pollock NA, Mezzich A, Cornelius J, Martin C. Diachronic assessment and the
emergence of substance use disorders. J Child and Adolescent Substance Abuse. 2001; 10:13-22.
Spitzer, RL.; Williams, JBW.; Gibbon, M.; First, MB. Instruction Manual for the Structured
Clinical Interview for DSM-111-R (SCID). New York: New York State Psychiatric Institute,
Biometrics Research; 1988.

Orvaschel H, Puig-Antich J, Chambers WJ, Tabrizi MA, Johnson R. Retrospective assessment of
prepubertal major depression with the Kiddie-SADS-E. J Am Acad Child Psychiatry. 1982;
21:392-397. [PubMed: 7119313]

Kosten TA, Rounsaville BJ. Sensitivity of psychiatric diagnosis based on the best estimate
procedure. Am J Psychiatry. 1992; 149:1225-1227. [PubMed: 1503136]

Clark DB, Kirisci L, Moss HB. Early adolescent gateway drug use in sons of fathers with
substance use disorders. Addict Behav. 1998; 23:561-566. [PubMed: 9698986]

Hedeker D, Gibbons RD. MIXOR: a computer program for mixed-effects ordinal regression
analysis. Comput Methods Programs Biomed. 1996; 49:157-176. [PubMed: 8735023]

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



1duasnuey Joyiny vd-HIN 1duasnuey Joyiny vd-HIN

1duasnuey Joyiny vd-HIN

Clark et al.

217.

28.

29.

30.

31.

32.

33.

34.

35.

36.

37.

38.

39.

Page 8

Cadoret RJ, Yates WR, Troughton E, Woodworth G, Stewart M. Adoption study demonstrating
two genetic pathways to drug abuse. Arch Gen Psychiatry. 1995; 52:42-52. [PubMed: 7811161]

Lieb R, Isensee B, Hofler M, Pfister H, Wittchen H-U. Parental major depression and the risk of
depression and other mental disorders in offspring. Arch Gen Psychiatry. 2002; 59:365-374.
[PubMed: 11926937]

Maier W, Merikangas K. Co-occurrence and cotransmission of affective disorders and alcoholism
in families. Br J Psychiatry Suppl. 1996; 30:93-100. [PubMed: 8864154]

Moss HB, Clark DB, Kirisci L. Developmental timing of paternal substance use disorder offset and
the severity of problem behaviors in their prepubertal sons. Am J Addict. 1997; 6:30-37.
[PubMed: 9097869]

Schaughency EA, Lahey BB. Mothers’ and fathers’ perceptions of child deviance: roles of child
behavior, parental depression and marital satisfaction. J Consult Clin Psychol. 1985; 53:718-723.
[PubMed: 4056189]

Kendler KS, Silberg JL, Neale MC, Kessler RC, Heath AC, Eaves LJ. The family history method:
whose psychiatric history is measured? Am J Psychiatry. 1991; 148:1501-1504. [PubMed:
1928463]

Clogg, CC.; Haritou, A. The regression method of causal inference and a dilemma confronting this
method. In: McKim, VR.; Turner, S., editors. Causality in Crisis?. South Bend, Ind: University of
Notre Dame Press; 1997.

Cooper, GF. An overview of the representation and discovery of causal relationships using
Bayesian networks. In: Glymour, C.; Cooper, GF., editors. Computation, Causation, and
Discovery. Menlo Park, Calif: AAAI/MIT Press; 2000.

Boyle MH, Offord DR, Racine YA, Szatmari P, Fleming JE, Links PS. Predicting substance use in
late adolescence: results of the Ontario Child Health Study follow-up. Am J Psychiatry. 1992;
149:761-767. [PubMed: 1590492]

Clark DB, Vanyukov M, Cornelius JR. Childhood antisocial behavior and alcohol use disorders.
Alcohol Res Health. 2002; 26:109-115.

Clark DB, Parker AM, Lynch KG. Psychopathology, substance use and substance related
problems. J Clin Child Psychol. 1999; 28:333-341. [PubMed: 10446682]

Glanz MD. Introduction to the special issue on the impact of childhood psychopathology
interventions on subsequent substance abuse: pieces of the puzzle. J Consult Clin Psychol. 2002;
70:1303-1306. [PubMed: 12472302]

Kendall PC, Kessler RC. The impact of childhood psychopathology interventions on subsequent
substance abuse: policy implications, comments, and recommendations. J Consult Clin Psychol.
2002; 70:1203-1206. [PubMed: 12472297]

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



Page 9

Clark et al.

00 4 120 S0 9 cL T8 S6 Japlosip A1BIxuy
200 ST S50 ¥T 60 1 v'e 82 lapiosip anlssaidap JofelN
9000 LT  ¥¢0 L0 A4 6v 'L 98 aHav
€000 0€ %90 67T €0 4 €C 1z 18pIOSIP 10NPU0D
sasoubelp Bundsyo
d z 3s srewns3eeg  q% N q% N
100> 87€T 6T 0z €9 €€e 96 J8piosip AjIxuy
100°0> 0evT TT 4 LL 14 61T 1ap1osip anissaidap Jofe
7880 9T T 4 4 14 aHav pooypiiyd
100> 80T-GT 07 4 S 8 124 13pI0SIP 19NPU0d POOUP|IYD
8660 LT T 4 € o1 Japaosip Anjeuosiad [erdosnuy
700°0> 8.7 06 0T € o LTT SI3PJOSIP 3N BDULISANS
sasouBelp Jeulsre|N
100°0> T0e-9¢ ¥0T T 4 1 €e aHav pooypiyo
700°0> 07¢-59 02T 4 €1 8¢ A1) 13p10S1p 19NPUOd PoOYP|IYD
sasoubelp Jeulared
d ID%G6 onedsppo g% N q% N
134 FAsT4 Ge 26T a[ewa
65 29 G9 79€ Gl
€00 T 61 Japusb Buudsyo
€ 6 [ L BYIo
6T 29 0¢ 18 UedLBWY URdLIY
8. 8¢ 89 00¢ uedLBWY ueadoing
100 [ 9'8 Aotz
d T &t q% N q% N
sisAjeuy sal|ied XsIY-MoT  saljied siy-ybiH onsusIoRIRyD

ebuLIdsy O 01 ABojoyredoyaAsd Bummiwisuel | Jo 3siy Mo pue ybiH 1e saljiwe4 Jo sansualoeteyd [ealuljd pue siydesbowsq

NIH-PA Author Manuscript

NIH-PA Author Manuscript

T374avl

NIH-PA Author Manuscript

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



Page 10

Clark et al.

“(FT9=N {SH MO] ‘€5G=N st yb1y) dnoaB ayy Ul UBIPJIYD JO JaGUINU [B103 By} UO paseq a.e

sasoubelp pue Japuab Buridsyyo 1oy sabeiuadlad (6TE=N Sl MO] ‘¥6Z=N :su ybiy) dnoib ayy ul saljiwie) Jo Jaquinu |10} 8y} UO paseq ale sasoubelp [eutared pue [eulalew pue AJSIUYIS J0) mwmm“cwo_oag

*J3PJOSIP | SIXe J3UI0 JO SN 20UBISANS AUR 10 BLIBIID H-1]-INSQ 18W JaAau Jayrey :dnoib >S1I-MoT “|OYOI[e IO ‘aUlajed
‘3UIN0DIU U] JBUI0 SBOURISGNS JO 82UBPUBdSP J0 8SNGE 104 BLIBILIO H-11|-INSQ 18W awi Aue 1e Jayrey :dnof ¥su-ybiH “1apJosip asn 8ourIsgns 40 A10isIy [eualed JO SISeq 8y) UO PaILISSE|d Sem s

NIH-PA Author Manuscript NIH-PA Author Manuscript NIH-PA Author Manuscript

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



Page 11

Clark et al.

"100°0>d
x

"10°0>d

¥

"PaJSIUNOOUS BJ3M BALJ LR SSB] SIUN0D Pa10adxa 81y S||80 0} aJe 8say) ‘asenbs-1yd eyl Jayie onel pooyi|ax!| e st anjeA

¥

a

*19PIOSIP | SIXE J3UI0 JO SN 30UBISANS AUR 10} BLIBIID H-1|-INSQ 18W JaAau Jayrey :dnoiB >s1I-MoT “|OYOI[e IO ‘aUlajed
‘3UIN0JIU LR JBUI0 SB0UBISGNS JO 82Uspuadap 10 8SNge 10 BLIBILD H-111-INSA 18W awin Aue 1e Jayrey :dnof ysu-ybiH “1apJosip ash 8duBlIsgns 40 A10isiy [euared JO SISeq 8yl UO PaILISSE|D Sem s

900 12 J10 0 61T 10 oy 0T0 L9 10 g1 Japiosip AaIxuy
200 €0 910 6T 500 LT 100 2T€ =910 gor 1aplosip anIssaidap Jofeln
g00- g0 70 09 v00 0T 900 2T wd?0 yer 18pJosIp 1onpuod
200~  q¢0 goo 90 000 00 soo q0T 100 8¢ 1aplosip Aueuossad [eroosnuy
600 Sy JT0 g1 810 072 310 6T €0 oL 19pJ0SIP 9SN B2UBISANS
ud & ud & ud - ud ¢ ud X JAUIOIN U] Ul 43pI0SI [IUBIA
19pJosiq AsIXuy 19pJ0sig 13p10sIQ 19Npuo)  48pJosiq Alljeuosiad 18pJosiq

anissaadaq Joley

[e1o0siuy

as 8oueISgNS

13U1e4 8U1 Ul 19p10SIq [RIUSIA

2Bunidsyo 01 ABojoyredoyaAsd Bumiwisuel ] Jo Xsiy Mo pue yBiH e saljiwe WolH SIBYI0A PUR Siayie Ul SIaplosiq [eIUs|A Usamlag UONBIJ0SSY

NIH-PA Author Manuscript

¢3714avl

NIH-PA Author Manuscript

NIH-PA Author Manuscript

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



Page 12

Clark et al.

T000> 66— €€0 81— T000> L'G— <¢€0 81— X8S
0.0 #%0- 900 00 090 G0- 900 00 aby
sonsualoeIeyd olydesbowsq
0s0 L0- €60 L0- T0000> ¢TT ¢C0 V¢ Jaysn|o Ajiwed
aHav
900 61— T.0 €I1- J3pIosip ABIxuy
080 €0 870 TO Japiosip anissaidep Jofely
aHav pooypiyd
G000 8¢ LS50 971 €000 O0O¢€ o ¥ J39pJOsIp 19Npuod pooypiiyd
090 S0 STT S0 Japiosip Alljeuosiad [e1oosnuy
0T0 ST G850 80 J9PJOSIP asn aouelIsqns
sasouBelp [eusale|
o0 80 290 S0 J9pIosip ABIxuy
060 10— 990 00 18pIosip anissaidap Jofe
0To0 LT 10 €71 dHav pooypiiyo
T000> 9¢€ 190 871 T0000> 9¢€ ¢S50 671 J13pJosIp 19npuod pooypliyd
1000 V'€ 60 LT JapJosip Anjeuosiad [e100SIUY
€000 O0€ 790 6T 13pJosIp asn aduelsgns
sasouBelp |eulared
S00 0%¢ 150 071 G000 8¢ €0 <1 dnoub oluyig
00 T1'1- ¢00 00 ¢00 €¢- €00 T0- SNJE)S IWOU0I0100S
€00 ¢¢- TLO 91— ¢00 ¢¢—- €L0 91— X8S
¢00 V¢ ¥T0 €0 800 8T ¥70 €0 aby
sansialoereyd alydesbowsq
T000> ¢€ 9¢c Tl T000> 8'S 280 LY Ja1sn|o Ajiwe
J13pJosIp 19NpuoD
d z 3S  8jewns3 elag d z 3S  e1ewnsd eleg a|qelteA bunngruod pue

5ISPOIN S1eLIEANIA

PO S1eLIBAILA

J9pJosiq Bunadsyo

LbuLidsyo 01 ABojoyredoyaAsd Bumiwsuel | Jo sy Mo pue ybiH 1e saljiweS ul ABojoyredoyaAsd BuridsyO 01 Bunngriuo) ssjgerieA

NIH-PA Author Manuscript

€3714avlL

NIH-PA Author Manuscript

NIH-PA Author Manuscript

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



Page 13

Clark et al.

€000 67¢ €50 97 G000 8¢ 0.0 07¢ J1apJosip anissaidap Jolely
0S50 L0 9.0 90 aHav pooypjiyd
G000 8¢ G50 9T 19pJOSIP 19NPUOI POOYpP|IYD
7000 62T 60 T JapJosip Ayjeuosiad [e1oosnuy
T00 9¢ SG0 VT J19pJosIp asn aduelsqns

sasoubelp [eussled
o0 80— ¢00 00 090 90 S0 €0 dnoub oluy3
060 ¢0- 0 T10- 00 11— 200 00 SNJels 91WOoU0I80120S
00T 00 ¢s0 00 00T 00 LE0 00 Xas
T000> OV €T0 90 T000> TV 70 ¥0 aby

sansualoeIeyd olydesbowsq

T000> €7 ov'¢ €07 1000> T'L 190 €v J318n0 Aj1wed

J19pJosip anlssaldap Jolen

080 €0 9¢0 TO J3pJosip AlBIXuy
0S0 L0 G20 20 Japiosip anissaldap Jolen
€00 T¢ 190 ¥1 Y00 07¢ v.0 ST dHav pooypiiyo
200 €¢ 90 TT 19pJOSIp 19NPUOI POoypP|IYD
0.0 €0 110 €0 JapJosip Ayjeuosiad [eroosnuy
0T0 97T 820 ¥O0 J19PJOSIP asn aduelsans

sasoufelp [eulale|n
0.0 Vo0 €0 TO JapJosip ABIxuy
060 T0 €0 00 JapJosip anissaidap Joley
T000> 8¢ oo ST T000> L€ o 9T aHav pooypjiyo
o0 60 GE'0 €0 19pJOSIP 19NPUOI POOYP|IYD
0€0 07T 620 €0 JapJosip Ayjeuosiad [e100SUY
9000 LT 20 L0 13pJosIp asn aduelsgns

sasouBelp [eusaled
050 L0- 820 20— 0,0 GS0- 920 10— dnoub o1y
0T0 97— T00 00 .00 81— T00 00 SNJe}s d1WOU0I80120S

d z 3S  ejewns3 elag d z 3S  91ewnsd elag a|qelieA bunngriuo) pue

ISPOIA S1eLIEAINIA

PO S1eLIBAILA

JapJosia Buladsyo

NIH-PA Author Manuscript

NIH-PA Author Manuscript

NIH-PA Author Manuscript

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



Page 14

Clark et al.

T000> €G 6T0 0T T000> ¥'§ 020 TT J3pJosip A1BIXuy
2000 T€ 120 90 JapJosip anissaidap Joley
0T0 971 950 60 dHav pooypiiyo
020 2T 050 90 19pJOSIP 19NPUOI POOYP|IYD
600 LT 990 TT JapJosip Ayjeuosiad [e100SUY
200 v¢ €20 90 SJPJOSIP 3SN dULISNS
sasoufelp [eulale|n
T000> 8¢ vZo 60 T000> OV vZo 0T 1apiosip Aaixuy
00 T7¢ 920 S0 JapJosip anissaldap Jolen
000 L¢C 9€0 071 dHav pooypiiyo
L1000 L'¢ €0 90 J8pJosIp 10npuod pooypliyd
G000 8¢ 820 80 J1apJosip Ayjeuosiad [eroosnuy
100 §¢ 120 S0 SI3pJOSIpP 3sn oULISNS
sasoubelp [eusared
060 ¢0- €20 00 060 ¢0- €20 00 dnouB o1y
0.0 ¥O0 700 00 060 10— T00 00 SNJe)s 91Wou0d80120S
0T0 ST 610 €0 0z0 €1 610 ¢0 PEN
00 L0 S00 00 o0 60 500 00 aby
sonsiialoereyd alydesbowsq
1000> Vv L0 ¢C¢ T000> /L¢T 910 T¢ Jasnpo Ajiured
siapiosip ABIXUY
0€0 0T 8r'0 G0 Japlosip A1BIxuy
6000 97¢ o ¢ €000 67¢ ¢s0 9T J1apJosIp anissaidap Jolely
€00 ¢¢ ¥0'T €°¢ dHav pooypiiyo
100 8T 80 V1 J8pJosIp 10npuod pooypliyd
900 6T €60 8T J1apJosip Ayjeuosiad [eroosnuy
00 TT €50 90 19pJosIp asn aouelsgns
sasoubelp |eulaie|n
oo 80 290 S0 J3pJosip A1BIXuy
d z 3S  ejewns3 elag d z 3S  91ewnsd elag a|qelieA bunngriuo) pue

ISPOIA S1eLIEAINIA

PO S1eLIBAILA

JapJosia Buladsyo

NIH-PA Author Manuscript

NIH-PA Author Manuscript

NIH-PA Author Manuscript

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



Page 15

Clark et al.

"S3]elIeA0 S PapN|oul a1am sofisLIaIoRIeyd d1ydelBowap pue Jaisn|a Ajiwe "paurewsal Japiosip Buridsyo ayr yum
pareldosse Ajuediiubis s1apaosip AJuo jiun uoreulwild premyaeq ybnoayy Buipaadoid usyr pue sasoubelp fejuased jje Buipnjoul 1si1y Aq siaplosip Buridsyjo pue sejgerieA usamiag diysuolie|al nmc_memo

"SOJRLIBAOD SB PapN|oul 31am

sonstisloeseyd olydesBowap pue Jaisnjo Ajiwey ‘siaplosip [eiuated o1319ads pue siapiosip Buridsyio aiy19ads usamiag sdiysuoiie|al ayl 10 ‘siapJosip Buiidsyjo pue sajgerien usamiaq diysuonie|al umc_mem_n

*13PJOSIP | SIXE JBYI0 IO SN 30UBISANS AU 104 BLIBNID ¥-111-INSQ 19W JaAdU Jayey :dnoib 3s1i-MoT "[oyod[e 4o
‘3UI9JJBD ‘BUIN0DIU UBY) JBUI0 SBOURISGNS JO 82UBPUBdSp IO 8SNge J0) BLIBILID H-|11-INSA 18W awi Aue 1e Jaye) :dnolb ysu-ybiH “A101s1y Japlosip asn 8ouelsgns [eutsied JO SISeq 8y} UO PaIJISSE|D SeM LS

NIH-PA Author Manuscript NIH-PA Author Manuscript NIH-PA Author Manuscript

Am J Psychiatry. Author manuscript; available in PMC 2011 August 15.



