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Abstract

Background—Familial loading for alcoholism is an important marker of risk for early onset alcohol
problems, but the early expression of this risk in community samples of children is understudied.

Methods—This study tested, for 452 eight- and ten-year old children, whether density of alcohol
problems in their biological relatives was associated with externalizing behaviors that are risk factors
for later alcohol problems.

Results—Density of alcohol problems in first- and second-degree biological relatives was
associated with behavioral disinhibition (BD; e.g., poor inhibitory control, attentional shifting, p=.
10, p=.04) and conduct problems (CP; i.e., defiance, aggression, delinquency, p=.18, p=.00). These
relations were moderated by parenting practices (parental warmth, discipline consistency, and
parental monitoring). The density-behavior association lost statistical significance when at least two
of three parenting practices were rated above median levels for the sample (p=.67 to .36). The density-
behavior association was mediated by current demographic advantage, (p=.00 for BD, p=.00 for CP),
current maternal mental health, (p=.01 for BD, p=.00 for CP), and current maternal deviant behavior
(for CP only, p=.01).

Conclusions—Findings support previously proposed but untested pathways in etiologic models
of alcoholism and show the potentially important role of active parenting in reducing the expression
of inherited vulnerability to alcoholism in childhood.
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Introduction

Evidence for the familial transmission of alcoholism is well-established in the empirical
literature. The heritability of alcohol use disorders is high, generally around 50% (for review,
see Schuckit, 2009), and figures prominently in widely cited discussions of the etiologic
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pathways into problematic drinking (Leonard and Blane, 1999; Sher, 1991; Tarter and
Vanyukov, 1994; Zucker, 2006). Both twin and adoption studies support the heritability of
alcoholism for both men and women (Heath et al., 1997; Kendler et al., 2003). Among
adolescents, heritability estimates are higher for males than for females (Han et al., 1999; Rhee
et al., 2003). Genetic influences may also explain greater proportions of the variance in
substance use over the course of adolescence in contrast to environmental influences which
appear to be more important in early adolescence (Derringer et al., 2008).

Recent years have seen an increasing appreciation for a developmental systems approach to
the study of alcoholism etiology (Zucker, 2006). This conceptual shift has resulted in more
research on the mechanisms through which familial vulnerability operates and includes
prospective studies of children in families with an alcoholic parent. A major focus of this
research is to uncover the phenotypic manifestations of risk in childhood which may permit
the development of more refined explanatory models and earlier prevention efforts. Prospective
longitudinal studies of families with an alcoholic parent have shown that the children in these
families are at risk for early, heavy, or problem drinking at young ages, and that externalizing
behavior problems (conduct problems, attentional difficulties, defiant behavior) commonly
characterize these highest-risk youth (Chassin et al., 2002; Martel et al., 2009).

Greater density of familial alcoholism, as indicated by the occurrence of the condition in
multiple biological relatives beyond the parents, is also potentially important (Aston and Hill,
1990; Yuan et al., 1996). Such quantitative estimates of familial loading may be more sensitive
indicators of alcoholism vulnerability than the presence or absence of the disorder in a parent
(Hill et al., 2000). Milne and colleagues (2009) found that individuals with the highest family
density of alcoholism were most likely to receive a diagnosis of alcoholism, to be diagnosed
with alcoholism at multiple times, to report greater impairment due to their alcoholism, and to
utilize treatment. Therefore, the occurrence of alcoholism in multiple biological relatives may
identify a particularly potent and highly heritable form of the disorder. The most severe and
chronic form of alcoholism (e.g., Type Il or Type B alcoholism) is described as starting at a
young age, as being coupled with externalizing behavior problems, and as reflecting a dense
family history (Babor, 1996; Cloninger, 1987; Zucker, 1987). Unfortunately, the manner in
which this inherited liability is expressed phenotypically prior to the onset of alcoholism is not
well documented. To the extent that alcoholism is the outcome of a developmental process in
which inherited vulnerability is manifested early in childhood and shaped by experience as the
child ages (Zucker, 2006), documentation of the early presentation of vulnerability in children
at high-risk should prove fruitful both conceptually and practically.

Expressions of disinhibited child behavior, variously referred to as “difficult temperament,”
“behavioral disinhibition,” or “behavioral undercontrol,” have figured prominently in the
alcoholism literature as potential mediators of genetic risk that are measurable in childhood
(Sher et al., 1999; Tarter and Vanyukov, 1994; Zucker, 2006; Zucker and Gomberg, 1986).
Impulsivity, novelty seeking, inattention, hyperactivity, and under-socialized behaviors such
asaggression and conduct problems are commonly studied as indicators of this construct. These
correlated behaviors have demonstrated heritability (Price et al., 2001; Rose et al., 1997;
Slutske et al., 1997), they are more common among children of alcoholics than among children
of non-alcoholics (Carbonneau et al., 1998; Chassin et al., 1991; Jester et al., 2005), and they
predict adolescent alcohol use and adult alcoholism (Caspi et al., 1996; Fergusson et al.,
1995; Masse and Tremblay, 1997; Nigg et al., 2006). Moreover, they are potentially indicative
of underlying genetic influences common to the early onset and highly heritable form of
alcoholism typically associated with chronicity and antisociality (Dick et al., 2008; lacono et
al., 1999; Zucker et al., 1995). Broadly speaking, disinhibited child behavior is an excellent
candidate for the phenotypic expression of inherited alcoholism risk in childhood (Windle and
Davies, 1999).
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Some research has demonstrated an association between alcoholism in multiple biological
relatives and offspring behavior. Research on families with at least two brothers having alcohol
use disorder found that such heavy familial loading for alcoholism is associated with
extraversion and with alcohol use in youth 8 to 18 years old (Hill and Yuan, 1999). However,
“extraversion” only partially overlaps with the larger concept of behavioral disinihibition and
among teenagers may include normative socially-mediated drinking experiences. Fuller and
colleagues (2003), in contrast, focused on aggression in childhood and found higher scores in
the presence of grandparent and parent alcohol problems. Although their assessments of
behavior were limited (i.e., neither study assessed the full range of undercontrolled behaviors
that are implicated in alcoholism theory), these studies suggest that a quantitative index of
family alcohol problems (i.e., density) might predict aspects of behavior in childhood that tap
the larger construct of behavioral undercontrol.

In such research, several measurement issues require attention. First, longitudinal studies often
rely solely on youth self-reports of behavioral deviance which likely underestimate important
aspects of behavioral disinhibition. This bias may be most problematic for the very youth at
highest risk for alcoholism and for measurement of traits that require subjective judgment. It
is well-documented that behaviorally disinhibited youth characteristically lack insight (e.g.
Barkley et al., 2002; Hoza et al., 2002). Thus, parent and teacher ratings of child behavior are
preferred in clinic-based studies of children with behavior problems.

Second, it is important to recognize the heterogeneity that exists within the higher-level
construct of behavioral undercontrol (Windle, 1990). Lower-level constructs reflecting
heritable traits such as “reactive control” (Martel et al., 2009) or “behavioral

disinhibition” (inhibitory control problems, difficulty sustaining attention, etc.) may be
distinguished from behavioral violations of social norms (i.e., conduct problems such as
defiance of authority, rule breaking, etc.). The latter have also been shown to be heritable (e.g.,
Slutske et al., 1997) but are usually understood to result more strongly from socialization failure
(Dishion and Patterson, 2006). These constructs have been distinguished from one another in
many factor analytic studies and found to be differentially predictive of outcomes that increase
alcoholism risk (e.qg., social functioning, academic problems, aggression; Flanagan et al.,
2003). Moreover, behavioral disinhibition can occur in the absence of conduct problems, and
studies have demonstrated that an underlying genetic predisposition toward behavioral
disinhibition in childhood can manifest as alcohol dependence in adulthood (Dick et al.,
2006). However, questions continue to be raised in the literature about the extent to which
family density of alcohol problems influences behavioral disinhibition in children. Capone and
Wood (2008) found that the association between family density and young adult alcohol
problems was mediated by impulsivity and the willingness to take risks. However, these traits
were self-reported in adulthood. Thus, to determine whether familial alcoholism operates
through one or more domains of behavioral undercontrol in children, more work is needed with
multiple reporter data that considers the possible disaggregated structure of the larger
behavioral construct.

A major influence on the expression of behavioral difficulties in high risk children that is also
included in models of alcoholism etiology is the parenting environment (Sher, 1991). There is
strong empirical evidence that multiple aspects of the parent-child relationship (e.g., warmth,
support, low levels of conflict) and the effectiveness of parents’ child management efforts (e.g.,
consistency of discipline, monitoring child’s whereabouts) play an important role in
minimizing or preventing behavior problems in youth, including substance use and abuse
(Dishion et al., 1988; Hawkins et al., 1992). For example, parental monitoring moderates the
level of genetic and environmental influences on adolescent smoking behavior. At high levels
of parental monitoring, the environment accounts for 80% of the variance in adolescent
smoking; at low levels of parental monitoring, genetics assume a greater importance and
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account for 60% of the variance in adolescent smoking (Dick et al., 2007). There is also
evidence that parental monitoring mediates the impact of parent alcoholism on offspring
outcome. Latendresse and colleagues (2008) found that parental monitoring partially mediated
the association between alcohol use by parents (frequency of use, intoxication, and problems)
and by their teenaged children (frequency of use and intoxication) in a large epidemiologic
sample in Finland. Greater parental discipline, however, predicted more frequent alcohol use.
This association may have reflected parental reaction to adolescent alcohol use rather than
proactive child management. Chassin and colleagues (1996), studying adolescent offspring of
alcoholics, found that parental monitoring partially mediated the association between paternal
alcoholism and growth in child’s substance use over time. Thus, there is reason to believe from
these findings and from the findings of others (Lamborn et al., 1991; Mounts and Steinberg,
1995) that the adverse effects of a high family density of alcoholism might be either exacerbated
(moderated) or partially explained (mediated) by lower-quality parenting practices. Either
finding would have important implications for the development of intervention strategies to
minimize risk for early drinking in a highly vulnerable subgroup.

Finally, assuming there is an association between the density of alcohol problems in the family
and offspring behavior in childhood, research on other mediators and moderators of this
association is also needed. Parent alcohol use and mental health problems, known to affect
child adjustment, may partially reflect transgenerational alcoholism and mediate the
association between density of alcohol problems and child behavior. Along these lines, parental
antisociality and depression have helped to explain the relation between parent alcohol
problems and offspring externalizing behavior in community samples of children and
adolescents (Chassin et al., 1991; El-Sheikh and Flanagan, 2001). Assortative mating among
alcoholics (Merikangas and Brunetto, 1996) also increases the likelihood of such
psychopathology in the family. Each of these familial adversities, including tendencies toward
marital disruption and lower education, may mediate the effects of heavy familial loading for
alcoholism (Zucker, 2006).

In the current study, density of alcohol problems in community children’s biological relatives
was examined as a predictor of child behavior — in this case, behaviors reflecting either
disinhibition or conduct problems — using data from the Tween to Teen Project of 452 children
in Allegheny County, Pennsylvania. Child behavior was assessed comprehensively using
parent and teacher reports for a circumscribed elementary-school age range. Thus, this study
provides the first test of the association between family density of alcoholism and expressed
behavioral risk in childhood in a community sample of children ascertained before the onset
of alcohol use (Donovan and Molina, 2008). Moderators and mediators of this association were
tested with special attention to parenting efficacy as a potentially protective moderating factor.

MATERIALS AND METHODS

Procedures

Data were drawn from the first wave of an ongoing longitudinal study of the risk factors for
early onset of alcohol use (the Tween to Teen Project). Human subject procedures were
approved by the University of Pittsburgh Institutional Review Board. A Certificate of
Confidentiality was provided by the National Institute on Alcohol Abuse and Alcoholism to
help protect the identities of participants in the research.

Families were selected for participation using targeted-age directory and random digit dialing
(RDD) sampling of families in Allegheny County, Pennsylvania (population 1.3 million) which
includes the city of Pittsburgh. Directory listings were provided by Survey Sampling Inc.

(Fairfield, CT) and RDD lists were provided by Genesys Sampling Systems (Ft. Washington,
PA). Recruitment goals included equal numbers of 8- and 10-year-olds (half of each age cohort
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female) and the child’s biological mother, and over-sampling of single-mother-headed and
African-American families (Allegheny County is 13% African-American based on data from
the U.S. Census; U.S. Census Bureau, 2007). Cohorts of 8- and 10-year old children were
recruited to capture children before they had initiated regular alcohol use and to establish an
accelerated longitudinal design.

Initial phone screening was conducted in 2001-2002 by the Survey Research Center of the
University Center for Social and Urban Research (UCSUR) at the University of Pittsburgh.
Mothers were asked about their interest in being contacted to participate in a study involving
regular interviews with their 8- or 10-year old child, with them, and with their partner (if
present). Tween to Teen project staff subsequently re-contacted potential participants to further
assess eligibility, to determine if families met recruitment quotas, and to schedule a computer-
assisted interview in participants’ homes or at our research offices.

After complete description of the study to the participants, written informed consent (assent
for minors) was obtained. Computer-assisted interviews were read to the children who
responded using the computer mouse. Parent computer-assisted interviews were completed
independently in separate rooms. Teachers completed measures by mail.

The Tween to Teen staff identified 804 eligible families. Of these, 504 (63%) agreed to
participate and 452 completed the Wave 1 interview (90% of those who agreed and 56% of
those eligible). Participants did not differ significantly from non-participants on race, age-
cohort, or mother’s education (see Donovan & Molina, 2008). Recruitment quotas for a diverse
community sample of families were met: 92 eight-year-old boys, 118 eight-year-old girls, 122
ten-year-old boys, and 120 ten-year-old girls; 73% (331/452) were European-American; 24%
(110/452) were African-American; 2% (11/452) were Other. Biological mothers participated
in all families; 23% (n=106) of them were single; 92% (320/346) of household fathers/partners
participated. The diversity of the sample was reflected in mother’s education: 2% had partial
high school education; 20% graduated from high school; 11% had vocational-technical
training; 25% had partial college education; 31% graduated from college; 10% had post-
graduate education. Demographic advantage was calculated for modeling purposes, with
advantage = two-parent family and/or mother having received at least some college education
(n=237/452 or 52.4%). Additional details regarding recruitment of participants may be found
in Donovan and Molina (2008).

Measurement of Density of Familial Alcohol Problems

Mothers completed the Mann Family Tree (Mann et al., 1985), a measure of lifetime history
of alcohol problems, for themselves, for the child’s biological father, and for their own and the
father’s biological siblings and parents (i.e., the child’s first- and second-degree biological
relatives, excluding his/her siblings). Ratings were made on a four-point scale from 1) never
drank alcohol to 4) was a definite problem drinker (had received treatment for alcohol problems
or experienced alcohol-related negative consequences). An alcohol problem was defined as a
rating of three (possible problem drinker) or four which is more reliable than requiring the
presence of alcohol-related consequences, especially for second-degree relatives (Mann et al.,
1985). Consistent with prior practice (Baer et al., 2003), density was calculated as a weighted
average of: 1) the proportion of first-degree relatives (mothers/fathers only) with an alcohol
problem in the lifetime; and 2) the proportion of second-degree relatives with an alcohol
problem in the lifetime (M=0.16, S.D.=0.16, range=0.00 to 0.67). Density did not differ
between boys and girls (p=.38). Density was higher among African-Americans than among
European-Americans (M=0.21, S.D.=0.17, vs. M=0.14, S.D.=0.16), but not after controlling
for maternal education and marital status, F(1, 423)=3.29, p=.07. Density was higher for
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children of non-married mothers (p=.000), not unexpected given the higher rates of antisocial
behavior in father-absent families (Pfiffner et al., 2001). As expected, alcohol problems were
more common among the fathers (33.7%) than among the mothers (4.0%). It was rare that both
parents were affected (1.4% of families).

Measurement of Behavioral Disinhibition (BD) and Conduct Problems (CP)

Items were selected from the larger battery to comprehensively assess the two constructs of
interest, BD and CP, which have been frequently identified in prior factor analytic studies of
behavioral undercontrol. Mothers completed the Child Behavior Questionnaire (CBQ;
Rothbart et al., 2001), an abridged version of the Eysenck Impulsivity Scale (Eysenck et al.,
1984), the Child Behavior Checklist (CBCL; Achenbach, 1991a), the Disruptive Behavior
Disorders Scale (DBD; Pelham et al., 1992), a 6-item measure of Aggression (e.g., frequency
of biting, pinching, pushing, or shoving other children), and a 6-item measure of delinquent
behavior (e.g., “Has your child ever taken something from a store without paying for it?”).
Teachers completed the Teacher Report Form (TRF; Achenbach, 1991b) and the Disruptive
Behavior Disorders Scale (DBD; Pelham et al., 1992). The individual subscales, their
respective numbers of items, and reporter (mother, teacher) are identified in the boxes on the
right side of Figure 1. Subscale scores (means or, in the case of the Achenbach measures, T-
scores divided by 10 to reduce variance for modeling purposes) were z-scored and averaged
within reporter to yield six observed variable indicators for BD and four observed variable
indicators for CP (see Figure 1). Confirmatory factor analysis using MPlus Version 5.1
(Muthen & Muthen, 1998-2007) was conducted to test the fit of the Figure 1 two factor model
of BD and CP. This two factor model (including correlated errors to accommodate method
variance) best fit the data well: ¥2(25)=67.03, p=.00, CF1=.98, RMSEA=.06. Standardized
factor loadings are shown in Figure 1. Mother-rated variables loaded more strongly; all factor
loadings were statistically significant at p<.001 or less. As expected (Waschbusch, 2002), BD
and CP were significantly correlated (r=.71). A one factor model did not fit the data better:
¥2(26)=191.95, p=.00, CF1=.94, RMSEA=.12 (xifs (1)=124.92, p<.001). Despite their lower
factor loadings, teacher reports were retained to improve the estimation of behavior cross-
situationally (at home and at school). The two factor measurement model was retained and
incorporated within all subsequent structural models. Factor loadings and the BD-CP
intercorrelation were similar across all models.

Measurement of Parenting Practices

Parenting practices were measured with child report because parents often exaggerate their
behavior, and child perceptions may be just as important as actual parent behavior (Steinberg
etal., 1992). Indeed, most parents rated themselves at the adaptive ends of the scales, while
the children’s ratings showed greater variability.

Children reported parental discipline consistency and follow-through (Loeber et al., 1998) with
eight items (e.g., “Does your mother sometimes punish you for something and at other times
not punish you for the same thing?”; a = .65). Response options ranged from (1) “almost
always” to (3) “never.” Parental monitoring was assessed with four items (e.g., “How much
do your parents try to know about what you do with your free time?” and “How much do your
parents really know about what you do with your free time?””) from the Behavioral Supervision
and Strictness subscale of the Authoritative Parenting measure (Steinberg et al., 1992; o = .
65). Response options ranged from (1) “don’t try” to (3) “try a lot” and (1) “don’t know” to
(3) “know a lot.” Parent-child warmth was assessed with three items (e.g., “My parents like to
talk with me and be with me much of the time.”) from the Parent-Child Warmth subscale of
the Personal Data Form (Emery and O’Leary, 1982), a = .56. Response options ranged from
(1) “not true” to “true.” Following previous work (Steinberg et al., 1992), the three subscale
means were dichotomized (0, 1) near the median and summed. Parents with a sum score of 0
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(11.7%) or 1 (35.6%), indicating that their child rated them above the sample median on none
or on only one of three dimensions, received a parenting practice score of zero. Parents with a
sum score of 2 (35.0%) or 3 (17.7%) received a parenting practice score of one.

Measurement of Parental Functioning

RESULTS

Current mother and father alcohol use were each composites of five variables indexing self-
reported alcohol use and alcohol-related negative consequences in the past six months
(Donovan, 1993). These included 1) the summed frequency of beer, wine, and liquor use, with
item responses ranging from (1) did not drink (this beverage) to (11) every day; 2) the highest
typical quantity of alcohol use (i.e., across beer, wine, and liquor); 3) frequency of consuming
5+ drinks in one sitting; 4) frequency of being drunk or “very, very high” on alcohol; and 5)
the mean frequency of 11 alcohol-related negative consequences (e.g., “In the past six months,
how many times have you missed work or had to call in sick because you had been drinking?”).
These five variables were each z-scored and averaged for mothers (a=.80) and for fathers (a=.
83). Current mother and father mental health were measured using the Brief Symptom
Inventory (BSI; Derogatis and Melisaratos, 1983; Derogatis and Savitz, 2000), a 53-item self-
report measure on which each parent indicated the presence of distress from symptoms of
psychiatric disorders in the past six months (somatization, obsession-compulsion, interpersonal
sensitivity, depression, anxiety, hostility, phobic anxiety, paranoid ideation, and psychoticism
subscales). These nine subscales were averaged separately for mother (a=.93) and for father
(0=.94). Current mother and father deviant behavior were each measured with 11 self-report
items (General Deviant Behavior Scale; Jessor etal., 1991) about general (non-substance) norm
violations in the past six months (e.g., “How many times have you... taken something from a
store without paying for it?”). ltems were averaged within reporter.

Behavioral Characteristics of the Children

Association

As expected for a community sample, the average ratings of behavior by mothers and by
teachers indicated an absence of difficult temperament and externalizing behavior overall. For
example, CBCL and TRF scores were near the U.S. normative averages for these scales (as
indicated by T-scores in the low 50s). Also as expected, boys were usually rated higher than
girls. For example, for CBCL Inattention, M=.50, S.D.=.52, for boys and M=.36, S.D.=.48 for
girls, p<.01. Numbers of children with inattention, impulsivity-hyperactivity, and oppositional-
defiant symptoms based on parent and teacher report with the DBD were comparable to studies
using similar methods (endorsements of rating scale items and not clinical interview): 11.7%
(53/452) with 6+ inattention and/or 6+ impulsivity-hyperactivity symptoms, 4.4% (20/452)
with 5+ symptoms of oppositionality (Wolraich et al., 1996). A minority (28.3% or 128/452)
of the sample had some conduct problems based on mother’s report on the 6-item delinquency
measure (e.g., repeatedly pushing/shoving, lying, or stealing).

Between Density and Child Behavior

A latent variable structural equation model (SEM) was used to test the association between
family density of alcoholism (one manifest continuous variable) and child behavior (the two
latent variables, BD and CP, described above). The model was estimated using Maximum
Likelihood and full information maximum likelihood missing data estimation in MPlus
(Muthén and Muthén, 1998-2007). These estimation methods were used for all remaining
structural models unless otherwise noted. The fit of the structural model was good: x3(33)
=71.30, p<.01, CFI=.99, RMSEA=.05. Statistically significant associations were found
between density and BD (3=.10, p=.04) and between density and CP (B=.18, p=.00), indicating
small but significant positive associations between density of alcohol problems in the family
and ratings of these behaviors for children (betas are standardized). Variances explained for
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BD (R?=.01) and for CP (R2=.03) were small. When tested separately by gender (using a
multiple-group SEM model), the fit was marginally improved by freeing the path between
density and CP [x2gitference(1)=2.71, p=.10] such that density predicted CP better for boys (B=.
25, p=.00) than for girls (=.12, p=.09).

Moderation of Density-Behavior Association by Parenting Practices

The parenting variable was tested as a moderator of the density associations with child
behavior. Parenting was not tested as a mediator because it did not correlate with density (r =
—.01, p=.82) which is a requirement of mediation. A multiple-group SEM analysis was
conducted in which the associations between family density and child behavior were compared
between children in the less effective parenting environments (n=214) and children in the more
effective (n=238) parenting environments (see Figures 2a and 2b). Model fit was good with
the two structural parameters (paths from density to child behavior) constrained to be equal,
¥2(84)=134.78, p=.00, CFI1=.98, RMSEA=.05. Model fit was marginally improved by freeing
the two structural parameters [difference x2(2)=4.87, p<.10] to result in a final model fit of
v2(82)=129.91, p=.00, CF1=.98, RMSEA=.05. As may be seen in the figures, there were large
differences in the magnitude and significance of the density effects between the two groups of
children. Alcohol problem density was positively and significantly associated with BD (p=.
02) and with CP (p=.00) in the less effective, but not in the more effective, parenting group
(p=.67 for BD, and p=.36 for CP). This pattern of effects was not changed appreciably by
controlling for demographic advantage. Magnitude of effects were small to medium in size
(3% to 8% of the variance in BD and in CP accounted for, respectively, in the less effective
parenting environment versus 0-1% in the more effective parenting environment).

Because the grouping variable for parenting behaviors was calculated using a median-split
approach, a k-means cluster analysis of the parenting variables (original continuous scores)
was conducted to verify that we did not create artificial subgroupings. A two group solution
resulted in two clusters of parents that significantly overlapped with the original subgroupings
based on median splits, ¥2(1)=151.68, p=.000. Like our original groupings, cluster 1 (n=303)
had parenting subscale scores that were higher (better) than those of cluster 2 (n=149) by .54
to 1.70 standard deviations. Parenting subscale score means were nearly identical to the means
for the original subgroups (e.g., for discipline, M=2.24 and 2.48 for the original parenting
subgroups; M=2.24 and 2.43 for the k-means clusters). Parental monitoring was an exception,
where the mean was lower for cluster 2, M=1.94, than for the parallel parenting subgroup from
the original analysis, M=2.21. The moderation model was re-analyzed with the new cluster
analysis subgroupings and forcing the structural parameters to be equal across groups. The fit
was good: y2 (84)=138.79, p<.001, CF1=.98, RMSEA=.05. Model fit was marginally improved
by freeing the path coefficient between density and CP, 2(1)=2.90, p<.10, resulting in model
fit of ¥2 (83)=135.89, p<.001, CFI=.98, RMSEA=.05. A similar pattern of parenting subgroup
differences in associations between density and CP was found: § =.28, p=.001 and p =.11, p=.
09 for the less and for the more effective parenting subgroups, respectively. The associations
between density and BD were  =.09, p=.06, and B =.10, p=.06, for the same parenting
subgroups, respectively. Given the more balanced distribution of participants across subgroups
in the original analysis, and therefore more balanced power, we opted to retain the original
subgroupings based on the median splits.

Mediation by Demographic Risk, Parent Mental Health, and Parent Alcohol Use

Figure 3 shows the mediational model in which current demographic advantage, current

mother/father mental health, current deviance, and current alcohol use were tested as mediators
of the association between family density of alcoholism and child behavior. The fit of the model
was good: ¥2(89)=163.59, p=.00, CFI=.98, RMSEA=.04. With the exception of one marginally
significant association (density to father mental health, =.11, p=.05), density was significantly
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associated with all of the proposed mediators, one of the requirements of a mediational model
(MacKinnon et al., 2002). All but two of the proposed mediators (mother alcohol, father
deviance) were associated with one or both of the dependent measures, another requirement
of mediation. With these mediators included, the effect of family density diminished to
nonsignificance for both BD (8=—04, p=.45) and CP (f=—.01, p=.92). Model-produced
intercorrelations among the mediators are displayed in Table 1. Table 2 shows the total effects
disaggregated into direct and indirect effects. All associations between density and child
behavior were mediated by current parent functioning with no direct effects of density on child
behavior remaining.

Mediation was tested using the multivariate delta method of calculating the standard error of
the indirect effect (Sobel, 1982). The associated mediation z-scores are provided in Table 2,
and the statistical significance of the mediation is based on bias-corrected bootstrap confidence
intervals (MacKinnon et al., 2004). The 95% confidence intervals not including zero were
interpreted as statistically significant. We found significant mediation of the family density
effect on BD through demographic advantage (z=3.35) and through mother mental health
(z=2.76). Mediation of the family density effect on CP was through demographic advantage
(z=3.38), mother mental health (z=2.96), and mother deviance (z=2.65). The paths to and from
father alcohol use were each statistically significant, but the mediation was marginally
significant (z=1.78) and the 95% CI included zero. As a check on these findings that relied on
missing data estimation, the model was run using only data from the 320 families in which two
parents participated. The results [x2(89)=155.48, p=.00, CFI=.97] were virtually identical to
those found using the full sample.

We considered the possibility that parenting effectiveness should directly affect child behavior
and might explain the associations between current parent characteristics and BD/CP. Thus,
we added the parenting effectiveness variable as a downstream mediator between each of the
current parent characteristics and BD/CP while retaining density as the upstream exogenous
predictor (density—current parent characteristics—parenting effectiveness—BD and CP). The
model fit the data well: x2 (98)=183.86, p=.00, CF1=.97, RMSEA=.04. However, there were
few associations between parenting and upstream (with mother alcohol use, f= —.13, p<.05)
or downstream (with BD, p= —.11, p<.05) variables. No statistically significant mediation
occurred to explain any of the associations between the parent characteristics and child
behavior. A deconstruction of the parenting variable back to its summed form (prior to
dichotomizing, in which the score ranged from 0 to 3) increased its associations with child
behavior (with BD, p=—.18, p<.01; with CP, B=—.14, p<.05) but did not lead to statistically
significant mediation of parent characteristic effects. Thus, parenting effectiveness appeared
to operate more successfully as a moderator than as a mediator of the associations between
density of alcohol problems and child behavior.

Mediated Associations for the Two Parenting Subgroups

Finally, to determine whether differential mediation of the density-to-child behavior
association between the two parenting subgroups explained the greater magnitude of the
density effect in the less effectively parented subgroup, we conducted a multiple group analysis
of the mediated model in Figure 3 comparing the two parenting subgroups. All structural paths
were constrained to be equal across the groups. This resulted in a model that fit the data well:
¥2 (217)=330.191, p=.00, CF1=.96, RMSEA=.05. When the structural paths were freed across
groups, model fit was marginally improved, ¥ (23)=33.69, p<.10. The individual standardized
path coefficients are shown in Table 3. There were individual paths from density to the
mediators, and from the mediators to child behavior, that were appreciably different across
groups. For example, density and mother alcohol use were significantly associated for the less
effective parenting subgroup but not for the more effective parenting subgroup. Father mental
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health was significantly associated with BD and with CP for the more effective, but not for the
less effective, parenting subgroups. However, these differences were not reflected in mediation
z-scores because group differences were not apparent in both upstream and downstream paths
for individual mediators. Thus, although the main effect of family density of alcoholism on
BD and CP was somewhat stronger for the less effective parenting subgroup, mediated
associations between density and child behavior through current parent characteristics
appeared to be similar between the subgroups.

DISCUSSION

This is the first study of a community sample to examine the association between density of
alcohol problems in the biological family and multiple childhood externalizing behaviors in
the offspring. We found small but statistically significant associations between family density
and two components of externalizing behavior: one composite variable reflecting difficulties
with attention, impulse control, and overactivity, and another composite reflecting disturbance
of conduct and aggression (i.e., behaviors generally reflecting problems with socialization).
Theoretically suggested and practically significant moderating and mediating influences were
found. The relation between family density and child externalizing behaviors was moderated
by parenting practices. Family density was associated with child behavior only when parenting
(e.g., monitoring of child’s whereabouts, consistency of discipline) was rated below median
levels for the sample. Current demographic advantage (two parents, maternal education beyond
high school) and current maternal mental health mediated the association between family
density and child behavior, above and beyond the influences of other parent characteristics.
Together these findings suggest that inherited vulnerability to alcoholism is visible in children’s
behavior before the onset of alcohol consumption, that parental resources in the form of
emotional stability and socioeconomic standing are part of the risk constellation, and that the
impact of family alcoholism on child behavior is potentially modifiable at a young age.

Similar to many other studies showing strong associations between antisocial behaviors and
alcoholism within individuals and within families (e.g. Zucker, 2006), we found the expected
association between familial alcohol problem density and conduct problems (CP). Although
the magnitude of association was small (8% of variance in the less effectively parented
subgroup), this finding provides further evidence of a deviance-proneness pathway for the
transmission of alcoholism in families (Sher, 1991) by extending the model to include density
of alcohol problems in the family. Thus, greater familial loading may be tapping into the Type
Il or Type B variant of alcoholism that includes antisocial tendencies and that is more severe
and chronic. The association between density and the latent factor of behavioral disinhibition,
although lower in magnitude than the association between density and conduct problems,
suggests that as a group these temperament traits may also play a role in alcohol vulnerability
transmitted within families. These traits are visible and measureable at an early age, are highly
heritable (Krueger et al., 2002; Price et al., 2001; Slutske et al., 1997), and have previously
been postulated as important in the development of alcoholism (e.g. Sher et al., 1999). Our
finding of a small effect was in line with the results of longitudinal studies of child behavior
from non-referred samples (e.g. Caspi et al., 1995) and similar to predictions of child behavior
by parental alcoholism (Martel et al., 2009). Our reliance on maternal report of alcohol
problems for both sides of the family may have decreased precision of measurement. Also, our
cross-sectional data did not permit us to untangle the temporal order of BD and CP, but recent
prospective longitudinal studies have found support for developmental progression models in
which traits akin to those in our “BD” construct (e.g., “reactive control” in Martel et al.,
2009 or “hyperactivity” in Tarter et al., 2007) lead to later alcohol or substance use outcomes
via the subsequent development of additional externalizing behavior problems.
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Assuming replication of the current study results, the findings have potentially important
implications for the early identification of alcoholism risk. Currently, the most visible
evidence-based and widely discussed marker of risk for alcoholism is consumption of alcohol
at a young age (DeWit et al., 2000; Grant and Dawson, 1997). This widely published finding
directs interventionists’ attention to early adolescent alcohol consumption patterns. The
findings of the current study, however, also suggest the potential importance of targeting child
behavior at a younger age. Although the current study focused on children 8 and 10 years of
age, behavior problems such as hyperactivity, impulsivity, and other indices of behavioral
undercontrol may be measured at appreciably younger ages and show prediction for adolescent
(Martel et al., 2009) and adulthood alcohol outcomes (Caspi et al., 1995). This pathway to
alcohol problems, at least in adolescence, reliably includes proneness to deviance. Later waves
of data collected in this study will allow explicit tests of the developmental progression to
adolescent drinking as the children move into the peak period of risk for alcohol and drug use.

We found stronger effects of family density of alcohol problems for boys than for girls, which
is consistent with reports of a possible pathway into early drinking that is more common among
males and that includes “disinhibitory psychopathology” (McGue et al., 2001) and “Type Il or
Type B alcoholism” (Babor et al., 1992; Zucker et al., 1995). Our findings, however, do not
preclude the possibility that later-developing behavior problems in girls will contribute to
alcoholism risk. For example, Heath and colleagues (Heath et al., 1997) found that childhood
CD was a potentially important mediator of genetic risk for alcoholism among adult female
twins. Moreover, our finding of gender-specificity in this model may have been affected by
our inclusion of attention regulation and outward behavioral regulation (e.g., impulse control,
activity level) in the same latent construct. These variables are less linked among females. Girls
are more likely to have attention regulation difficulties in the absence of other behavior
problems (Milich et al., 2001). Other mediators not examined here, such as negative affect
regulation, may be more relevant for girls.

Parenting practices moderated the relation between family density of alcohol problems and
child behavior, such that density effects on BD and CP were reduced to non-significance when
at least two of the three parenting dimensions (parental warmth, discipline consistency, and
parental monitoring) were above median levels. In contrast to prior studies finding lesser
quality parenting in the presence of parental alcoholism (Chassin et al., 1996) or elevated
parental alcohol use (Latendresse et al., 2008), we did not find an association between density
of alcoholism and parenting practices. The unique construction of our parenting variable,
created to reflect the composite of parenting behaviors known to be important for child
adjustment, may partly explain the different finding. We view this measurement strategy as a
strength of the study that indicates the importance of multiple parenting behaviors collectively.
The analytic strategy may also have decreased the possibility of measuring reactive punishment
tendencies (i.e., harsh discipline in response to child misbehavior) because children had to rate
their parents above median on at least two parenting practices to be included in the more
effective parenting group. An equally plausible explanation for the lack of association between
density of alcoholism and parenting is that a positive score on our density of alcoholism variable
did not require the presence of an alcoholic parent in the home. This may explain why better
child management skills were able to co-exist within some alcohol-dense families and
presumably counteract the negative effects of a positive family history of alcohol problems.

These results have potentially important implications for prevention models targeting early
drinking among youth. Interventions are available to improve these parenting practices (e.g.,
Lochman and Wells, 2004). Parents could potentially decrease risk for alcoholism among their
vulnerable offspring by improving their parenting skills and subsequently reducing their child’s
externalizing behavior. This is an exciting and testable proposition. However, it remains an
empirical question whether reducing behavior problems in at-risk children would improve their
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behavioral risk for later alcohol problems. For example, nine months of intensive behavior
therapy, that included behavior management training for parents of 7-9 year old children with
ADHD, predicted a decreased likelihood of substance use experimentation in early adolescence
(Molina et al., 2007). However, these effects were not sustained by high school age (Molina
et al., 2008). In contrast, the Fast Track study showed long-lasting effects of a 10-year
intervention for the most at-risk children. An intensive multi-component intervention followed
by regular and periodic sessions decreased ninth grade antisocial behavior and lowered ADHD
symptom scores (Conduct Problems Prevention Research Group, 2007). These results suggest
the possibility that long-term interventions may be needed to sustain behavioral improvements
into late adolescence when risk for heavy drinking escalates.

Our mediation model findings indicate the potentially important role of mother’s current mental
health for the behavioral adjustment of the children in alcohol-dense families. Poorer maternal
mental health (e.g., more symptoms of depression, anxiety, etc.), above and beyond other
parental characteristics including marital status and education, significantly mediated the
association of family density with both BD and with CP. As might be expected due to
socialization influences occurring within families, greater maternal deviance (e.g., theft,
writing bad checks) also partially explained the association between family density and child
CP. Such co-occurring social disadvantage, distress, or psychopathology among parents is
known to be prevalent in families with a heavy-drinking parent (but has not been documented
per se among high-density families). Assortative mating may partly explain these findings
(Merikangas and Brunetto, 1996). It is also possible that common genetic influences may be
operating. Maternal distress and decreased “social capital” (Elgar et al., 2004) may be
associated with child behavior for reasons that are environmental as well as genetic, and
unidirectional or bidirectional (Rutter, 1990). For example, there is a well-established
association between maternal depression and child emotional and behavioral adjustment that
is believed to reflect genetic and other biological and social factors (Elgar et al., 2004). Finally,
the finding that mediation of density effects was explained by mother and not by father mental
health is probably a function of the higher density of alcoholism within the single mother-
headed families. Had absentee (and potentially alcoholic) fathers been interviewed in these
families, we might have found more mediation through current father functioning. Mediation
through mother mental health may partly reflect the difficulty of raising, perhaps single-
handedly, children with challenging behavioral profiles. Another explanation for the absence
of mediation through father mental health might be participation by non-biological (and
potentially healthier) step-fathers. However, only 10% of participating fathers/partners were
not biologically related to the child in the study.

The results of the current study should be interpreted in light of the following limitations. Our
measure of density relied on maternal report and is therefore subject to bias in reporting. Direct
interview of biological relatives was not feasible in the current study. The reports of family
history did not extend beyond the use of alcohol so it is possible that other mental health
problems in the family are partly responsible for the density effects. Although our active phone
recruitment methods should have decreased volunteer bias, the generalizability of our results
beyond a community volunteer sample is unknown. Ultimately, however, these new findings
suggest that a greater proportion of biological relatives with alcohol problems increases the
chances of behavior problems in children, that the association is not large, but that it may be
mitigated by effective parenting practices. These findings should be replicated, and they should
be re-examined when the children are of drinking age to verify that alcohol use and related
problems indeed result from the proposed pathways.
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Figure 1.

Two factor measurement model of child behavior. Note. All factor loadings are standardized
and were statistically significant at p<.001 or less. Measured indicators and the bundled items
are in boxes on the right; subscales are followed by their respective number of items and (M,
a) indicating mother report and the associated Cronbach’s alpha, (T, o) for teacher report and
the associated Cronbach’s alpha. For the CBCL and TRF, items were selected from the larger
“Attention problems” subscale for their specificity (e.g., “can’t concentrate” and “daydreams”
for Inattention, and “can’t sit still” and “impulsive” for Impulsivity-Hyperactivity). For ease

of presentation, errors and their correlations are excluded from the diagram.
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Familial Alcohol
Problem Density

Familial Alcohol
Problem Density

Model fit: x2(82)=129.91, p=.00, CFI=.98, RMSEA=.05

Figure 2.

Moderation of density-behavior association by parenting practices. Note. All parameters are
standardized parameter estimates. For the less effective parenting environment (Figure 2a),
R2 for BD=.03; R2 for CD=.08. For the more effective parenting environment (Figure 2b),
R2 for BD=.00; R? for CD=.01. *p<.05. **p<.01.
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Figure 3.

Mediational pathways from familial alcohol problem density to child behavior through
demographic advantage and current parent functioning. Note. For ease of presentation, only
statistically significant paths (p<.05) are presented, and correlations among the mediators are
shown in Table 1. All parameters are standardized parameter estimates. R2 for BD=.17; R for
CD=.35. *p<.05. **p<.01.
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Table 2

Total, total indirect, specific indirect, and direct effects for mediational model.

Estimates S.E. Est./S.E. (mediation z-score)  Two-tailed p-value

Effects from Density to BD
Total .35 .20 1.76 .08
Total indirect 51 11 454 .00

Specific indirect

Demographic Advantage 21 .06 3.35 .00
Mother Alcohol Use -01 .03 -0.05 .96
Father Alcohol Use .02 .04 0.46 .65
Mother Mental Health .16 .06 2.76 .01
Father Mental Health .06 .04 1.54 A2
Mother Deviant Behavior .04 .04 118 .24
Father Deviant Behavior .02 .04 0.45 .65
Direct
Density -.16 .20 -0.76 .45
Effects from Density to CP
Total .60 21 2.89 .00
Total indirect .62 13 4.81 .00

Specific indirect

Demographic Advantage .20 .06 3.38 .00
Mother Alcohol Use -.02 .03 -0.57 .57
Father Alcohol Use .09 .05 1.78 .08
Mother Mental Health .18 .06 2.96 .00
Father Mental Health .06 .04 1.49 14
Mother Deviant Behavior .16 .06 2.65 .01
Father Deviant Behavior -.05 .05 -1.10 .27
Direct
Density -.02 .20 —-0.10 92
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