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Emerging data suggest that during childhood, close family relationships can ameliorate the
impact that adversity has on life span physical health. To explain this phenomenon, a
developmental stress buffering model is proposed in which characteristics of family relation-
ships including support, conflict, obligation, and parenting behaviors evolve and change from
childhood to adolescence. Together, these characteristics govern whether childhood family
relationships are on balance positive enough to fill a moderating role in which they mitigate
the effects that childhood adversities have on physical health. The benefits of some family
relationship characteristics are hypothesized to stay the same across childhood and adoles-
cence (e.g., the importance of comfort and warmth from family relationships) whereas the
benefits of other characteristics are hypothesized to change from childhood to adolescence
(e.g., from a need for physical proximity to parents in early childhood to a need for parental
availability in adolescence). In turn, close, positive family relationships in childhood operate
via a variety of pathways, such as by reducing the impact that childhood stressors have on
biological processes (e.g., inflammation) and on health behaviors that in turn can shape
physical health over a lifetime.
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The relationships that children and adolescents have
early in life have important ramifications for health
across the life span. In particular, family members (typ-
ically parents) remain the foundation for close, important
relationships throughout childhood and adolescence (Smetana,
Campione-Barr, & Metzger, 2006; Collins & Laursen,
2004). Emotionally significant, comforting relationships

during childhood are linked to better physiological and
health profiles in infancy, childhood, and adulthood (Gun-
nar, Brodersen, Nachmias, Buss, & Rigatuso, 1996; Maun-
der & Hunter, 2001). Conversely, conflictual or abusive
relationships in childhood predict a host of adverse health
outcomes across the lifecourse (Miller, Chen, & Parker,
2011; Repetti, Taylor, & Seeman, 2002). A number of
excellent previous reviews (see below) have already cov-
ered the links between adverse family relationships and
physical health, and as well have articulated models for
how social support (e.g., from family members) may
serve as a buffer that protects individuals from the neg-
ative health consequences of stress. The present article
briefly provides an overview of these literatures in the
next sections below, and then advances this literature by
focusing on the need for incorporating a developmental
perspective into the stress buffering model. In brief, this
model proposes that characteristics of family relation-
ships including support, conflict, obligation, and parent-
ing behaviors evolve and change from childhood to
adolescence. These characteristics, when considered in con-
junction with developmental needs, govern whether childhood
family relationships are on balance positive enough to fill a
moderating role in which they mitigate the effects that child-
hood adversities have on physical health.
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Childhood Family Relationships and Physical
Health: Main Effects

The previous literature on the main effects of childhood
family relationships on health has convincingly demon-
strated that a variety of adversities experienced during
childhood are associated with a host of poor health out-
comes later in life including greater risk of cardiovascular
diseases, autoimmune conditions, respiratory diseases, and
some cancers (Miller et al., 2011). The specific types of
childhood relationship-oriented adversities linked to poor
health include child emotional, physical, or sexual abuse,
parent mental health and substance abuse problems, and
parental divorce (Anda et al., 2009; Dong et al., 2004;
Miller et al., 2011). One meta-analysis documented a
0.5-SD increase in risk across cardiovascular, respiratory,
metabolic, autoimmune, and musculoskeletal conditions in
adults abused as children compared to a control group
(Wegman & Stetler, 2009). Another review documented
adverse effects of marital conflict or divorce on a variety of
child health outcomes, ranging from health status to physical
symptoms, illnesses, injuries, and hospitalizations (Troxel &
Matthews, 2004). In addition, a seminal paper by Repetti et
al. (2002) characterized “risky families” (families with high
conflict and aggression and cold, unsupportive, and neglect-
ful relationships) as being more likely to have children with
disruptions in stress-responsive biological systems, poorer
health behaviors, and increased risk factors for chronic
illnesses like heart disease (Repetti et al., 2002).

In terms of positive family characteristics, though there
are fewer studies on main effects, there are some that
support the notion of positive family characteristics being

associated with better health. For example, in a retrospec-
tive study, higher levels of childhood parental emotional
support were associated with fewer chronic conditions in
adulthood (Shaw, Krause, Chatters, Connell, & Ingersoll-
Dayton, 2004). Longitudinal studies of adolescents demon-
strate that as perceived parental support increases, physical
health symptoms (e.g., aches, coughs) decreased over time
(Wickrama, Lorenz, & Conger, 1997). Another longitudinal
study found that higher levels of parental caring in college-
age adolescents predicted a lower likelihood of having
cardiovascular disease, ulcers, and other chronic conditions
35 years later (Russek & Schwartz, 1997). In addition,
studies that have examined relationship histories have found
associations of positive childhood family relationships with
lower levels of physiological risk (allostatic load) in adult-
hood (Seeman, Singer, Ryff, Dienberg Love, & Levy-
Storms, 2002; Singer & Ryff, 1999).

How Would Childhood Family Relationships
Alter Health Across the Life Span?

The above associations raise a challenging mechanistic
question of explaining how family relationships experi-
enced during childhood might continue to exert lasting
effects on physical health decades later. In Figure 1, a
typical stress-health model is depicted (horizontal row), in
which stressors (external environmental demands) result in
individual psychological responses that in turn have biolog-
ical and health behavior effects, which over the long-term
can have implications for physical health. Relevant to this
article, stressors related to parent–child relationships elicit
cognitive, emotional and behavioral responses in children.
While there are a variety of specific psychological re-
sponses that might be elicited by stressful parent–child
interactions, one illustrative example is where high levels of
family conflict threaten children’s feelings of emotional
security in the family (Cummings & Davies, 2002). Over
time, this may lead to children developing difficulties with
regulating their emotions, cognitively to the development of
hostility and mistrust, and behaviorally to aggressive ac-
tions, all of which have implications for child psychopa-
thology and physiological response systems (Cummings &
Miller-Graf, 2015; El-Sheikh & Harger, 2001). Also over
time, life span models posit that as difficult parent–child
interactions recur, they begin to create more pervasive
interactional styles (with concomitant beliefs, emotions,
and behaviors) that get perpetuated in how individuals
interact with not only with parents, but also with peers
and romantic partners into adulthood (Ehrensaft, Knous-
Westfall, & Cohen, 2011; Shaver & Mikulincer, 2011;
Smith, Baron, & Grove, 2014). Hence childhood relation-
ships can also have implications for the nature of adult
close relationships, which in turn have their own effects
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on adult health (Holt-Lunstad, Smith, & Layton, 2010;
Kiecolt-Glaser & Newton, 2001).

On the biological end, there are a number of ways in
which childhood family stress may manifest biologically to
create enduring physical health effects into adulthood. One
model is a type of pathways model, by which short-term
responses to stressful childhood family experiences impact
intermediate psychological and biological precursors that in
turn affect distal health outcomes into adulthood (Repetti,
Robles, & Reynolds, 2011). For example, exposure to neg-
ative parenting, family conflict, and parent psychopathology
are all associated with short-term changes in the release of
the hormone cortisol; over time, patterns of cortisol release
can become dysregulated (e.g., blunted in response to
chronic stress; Miller, Chen, & Zhou, 2007), and this can
alter outcomes such as allostatic load, a multisystem indi-
cator of risk that is thought to reflect cumulative wear-and-
tear on physiological systems, and that predicts risk for
cardiovascular and other mortality (McEwen, 1998; Repetti
et al., 2011). A second model—the biological embedding
model—proposes that stress that occurs at specific points
during development (such as early in childhood) can cali-
brate how physiological systems operate going forward in
time (Hertzman, 1999; Miller & Chen, 2013; Miller et al.,
2011). For example, stressors experienced early in life may
program how certain cells of the immune system function
and respond to threats, and this type of programming of
biological systems may remain in place even if the stressor
ends. Thus when a child experiences adversity early in life,
their monocytes and macrophages (types of white blood
cells) become calibrated to respond to future threats with a
heightened proinflammatory phenotype (a potentially adap-

tive response in the face of a high degree of threats)—both
by mounting more aggressive inflammatory responses to
microbes and by developing an insensitivity to signals that
normally turn off inflammatory responses. Over a lifetime,
however, this proinflammatory phenotype results in a per-
sistent state of low-grade inflammation that drives forward
both disease mechanisms such as atherosclerosis (eventu-
ally contributing to the development of cardiovascular dis-
ease; Nathan & Ding, 2010) and allostatic load (McEwen,
1998).

In addition to inflammatory pathways, early life adversity
may have effects on the activity of hormonal systems that
regulate organs and tissues in the body (Gunnar & Quevedo,
2007; Lupien, McEwen, Gunnar, & Heim, 2009). For ex-
ample, the hormone cortisol (released by the hypothalamic
pituitary adrenal axis) is an important regulator of mono-
cytes and macrophages, and at high doses conveys anti-
inflammatory signals to these cells. However, upon repeated
exposure to stress, these cells become less sensitive to
cortisol signaling, which in turn allows chronic inflamma-
tory states to persist (Miller et al., 2008; Miller, Cohen, &
Ritchey, 2002). Cortisol also has effects on other biological
systems that have implications for health, including the
cardiovascular, metabolic, and neural systems (Sapolsky,
Romero, & Munck, 2000). Similarly, the hormones epi-
nephrine and norepinephrine (released by the sympathetic
nervous system as part of the fight-or-flight response to
threats) are known to upregulate the expression of proin-
flammatory genes in monocytes and macrophages (Cole et
al., 2010). These hormones also have direct effects on
cardiovascular, pulmonary, and other systems relevant to
health (Gunnar & Quevedo, 2007; Wright, 2010).

Another biological hypothesis is that stressors experi-
enced early in life “weather” individuals’ physiological
systems, resulting in a premature aging of cells, and even-
tually leading to a shortened life expectancy (this theory
was first proposed with respect to racial disparities in
health; Geronimus, Hicken, Keene, & Bound, 2006, but
here it is applied to adversity experienced early in life when
systems may be more vulnerable). Indications of premature
aging of cells include telomere length (telomeres being
repetitive DNA sequences that cap and protect the ends of
chromosomes from DNA damage) and epigenetic aging (a
measure derived from the DNA methylation profiles of
cells, which reflects the disparity between an individual’s
biological and chronological age). Childhood adversity has
been associated with shorter telomere length and faster
epigenetic aging in childhood, adolescence, and adulthood
(here, because of the small number of studies on this topic,
stressors outside of the realm of family stressors are also
included, such as exposure to violence and discrimination in
childhood; Brody, Miller, Yu, Beach, & Chen, 2016;
O’Donovan et al., 2011; Shalev et al., 2013).
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Yet another pathway is that childhood family relation-
ships are important because they shape the health behaviors
that children develop and learn early in life, which are
important predictors of chronic diseases later in life. Parents
serve as important role models and teachers of health pro-
moting behaviors (Morrongiello, Corbett, & Bellissimo,
2008). Higher levels of parent support are associated with
higher levels of adolescent physical activity (Raudsepp,
2006), and with less heavy drinking and drug use in ado-
lescence (Barnes & Farrell, 1992). Conversely, adverse
childhood relationships may serve as a source of stress and
have been associated with riskier health behaviors into
adulthood, including smoking, drug use, and alcohol depen-
dence (Felitti et al., 1998). Thus if these types of health
behaviors become ingrained early in life, this may represent
another pathway by which childhood family relationships
can impact health decades later.

Childhood Family Relationships and Health:
Moderator Effects

Apart from the main effects of childhood family relation-
ships on health, a number of researchers have also explored
whether childhood family relationships may moderate rela-
tionships between childhood stress and health. That is,
close, positive childhood family relationships may be im-
portant to health because they can help buffer children from
the detrimental effects of adversities experienced early in
life. One explanation for why social support would be
beneficial to health is the stress-buffering theory, which
states that social support operates during times of stress to
mitigate the effects that stress has on health-related out-

comes (via the biological and behavioral pathways outlined
above), and hence that one would expect to see effects of
social support during high stress, but not low stress, times
(Cohen & Wills, 1985). A developmental perspective on
this theory, in terms of what kinds of social support amid
stress might be most beneficial to health at different stages
of childhood and adolescence, has not been well articulated.
Thus, this article will first provide a brief overview of
studies that address childhood family relationships moder-
ating the effects of early life stress on health, and then
discuss the developmental stress buffering model as a way
to incorporate a more nuanced and developmentally in-
formed perspective into stress buffering theories.

The section above on main effects focused on childhood
stressors related to family relationship characteristics. In
this section, however, because childhood family relation-
ships are now the moderator of interest, studies of childhood
stress that are broader than just family stressors are included
(e.g., childhood poverty). A number of studies have exam-
ined whether positive childhood family relationships can
buffer children or adults from the typical effects that stres-
sors have on health. In infants, those who are securely
attached are less likely to show elevations in cortisol during
an acute stressor (e.g., laboratory stressor; Gunnar &
Quevedo, 2007; Gunnar et al., 1996). Later in childhood,
greater cumulative stressors (e.g., poverty, crowding) are
associated with greater allostatic load among adolescents
who experienced low maternal responsiveness, but not
among those who experienced high maternal responsiveness
(Evans, Kim, Ting, Tesher, & Shannis, 2007). Among older
adolescents, greater increases in neighborhood poverty over
time (stressor) were associated with higher allostatic load
among adolescents who received low levels of emotional
support (including from parents), but not among those who
received high emotional support (Brody, Lei, Chen, &
Miller, 2014). In addition, family support has been found to
moderate effects of childhood stress (experiences of dis-
crimination) on epigenetic aging among African American
adolescents (Brody et al., 2016), and as well a parenting
intervention was found to eliminate the relationship be-
tween unsupportive parenting (stressor) and telomere length
in adolescents (Brody, Yu, Beach, & Philibert, 2015). In
adulthood, childhood maternal warmth buffers the effects of
a variety of childhood stressors including the effects of
maltreatment on adult allostatic load (Carroll et al., 2013),
the effects of low childhood socioeconomic status on adult
genomic proinflammatory signaling profiles (Chen, Miller,
Kobor, & Cole, 2011), and on adult metabolic profiles
(Miller et al., 2011), and the effects of childhood parental
loss on adult cardiovascular and cortisol acute stress re-
sponses (Luecken, 1998; Luecken, Rodriguez, & Appel-
hans, 2005).

Gregory E.
Miller
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How Do Children’s Relationship Needs Change
Across Childhood and Adolescence?

The literature reviewed above has tended to characterize
childhood family relationships along fairly static dimen-
sions—that is, support and conflict being respectively good
and bad for health. However, parent–child relationships
evolve across childhood and adolescence. Children have
different needs at different developmental stages, and so
support and conflict may not just be good or bad, but rather
one may need to consider how the characteristics of a
relationship match with the needs of a child at a particular
developmental stage, and how parent–child relationships
change over time as children age. In some cases, the specific
needs that children have for their parents may change from
childhood to adolescence. In other cases, the change may
come from the same parental behavior being relatively

beneficial during one developmental period but relatively
detrimental during another. Hence the developmental stress
buffering model evolved with the goal of presenting a more
nuanced view of the nature of parent–child relationships
across childhood and adolescence. See Figure 1. Note that
in this model, the idea of the changing value of different
qualities of parent–child relationships at different develop-
mental stages could apply to both the main effects and the
moderator portions of the model.

Certain needs of children remain the same across child-
hood and adolescence, while others change as children
develop. What remains the same about parent–child rela-
tionships throughout childhood and adolescence? For one,
the importance of the relationship to both children and
adolescents (Collins & Laursen, 2004). Throughout child-
hood, adolescence, and even into the college years, par-

Figure 1. Developmental stress buffering model. The main effects model (bottom row) depicts childhood
stressors having an impact on life span health through psychological responses to stress and biological and health
behavior pathways. The moderator model states that childhood family relationships can serve in a stress-
buffering capacity, but an assessment of relationships has to balance both the positive and negative features of
close relationships (hence the scales with �/– signs), and also has to acknowledge developmental changes in
relationships. Here the importance of certain characteristics of family relationships is proposed to stay the same
(bold), while others change in importance from childhood to adolescence (italics).
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ents—primarily mothers—remain the most frequently iden-
tified primary attachment figure for youth, with friends or
romantic partners mentioned only about one fourth as often
as mothers even during the high school and college years
(Rosenthal & Kobak, 2010). A second constant is the parent
as a source of comfort during times of stress. Early in
childhood, the parent as an attachment figure serves to
comfort a child and reduce his or her distress (Bowlby,
1969). But even into adolescence, many youth report turn-
ing to parents during times of high stress (Steinberg, 1990).
Children and adolescents who expect support to be available
from parents in a predictable manner are more likely to seek
it out when they experience a stressor (Davies, Winter, &
Cicchetti, 2006). In addition, support from parents can help
children and adolescents to develop more benign attribu-
tions when they experience stressful events (Dodge, Pettit,
& Bates, 1994), which in turn reduces physiological re-
sponses to acute stressors (Chen, Langer, Raphaelson, &
Matthews, 2004). A third constant is that parents serve as a
source of external monitoring (parental behaviors involving
attention to and tracking of children’s whereabouts and
activities) throughout childhood and adolescence. In the
early years, parental monitoring is necessary as a source of
protection for children (Bowlby, 1969; Cassidy, 2008). But
even as children mature, high levels of parental monitoring
remain an important factor that predicts adolescent health
behaviors such as drug use, as well as other behavioral
problems (Steinberg & Silk, 2002).

If these needs remain constant, what, then, is different
about the parent–child relationship across childhood and
adolescence? Despite the importance of parental relation-
ships, youth spend progressively less time with parents and
more time with peers, and warmth and closeness with par-
ents does decline during adolescence (Larson, Richards,
Moneta, Holbeck, & Duckett, 1996). Thus in terms of what
children need from their parents, the role of parents shifts
from one that serves a need of proximity (a need to be
physically close to a parent, often with distress upon sepa-
ration) to one that serves a need of availability (the impor-
tance to an adolescent of knowing that a parent is available
if they need them; Kerns, 2008).

A second feature that shifts during adolescence is the
meaning of conflict. One prominent feature of adolescence
is the striving for increased autonomy (independence). This
often can be accompanied by an increased intensity of
conflict between parents and children during adolescence
(Laursen, Coy, & Collins, 1998). However, in this case what
may be changing is the utility of conflict. While some types
of conflict will always be detrimental (e.g., emotional
abuse), other types of conflict may serve as a normative part
of child development, and a way for adolescents to achieve
greater individuation from their parents (Smetana et al.,
2006). In fact, secure attachment in adolescence is charac-
terized by a combination of conflict over autonomy striv-

ings balanced by behaviors aimed at maintaining relation-
ships with parents (Allen, 2008). Thus although conflict
may be distressing in the moment, during the adolescent
period it may serve a purpose related to adolescent auton-
omy, and hence may have less negative repercussions for
health than conflict during other periods.

Another shift that can occur is parent–child relationships
changing from more hierarchical (with the parent being the
one clearly in a position of power and the one establishing
rules) to more shared-power relationships (greater amounts
of joint parent–adolescent decision making) in adolescence
(Collins & Laursen, 2004). The shift in parent–child rela-
tionships from more hierarchical to more of a shared-power
model as children mature also means that parenting behav-
iors may need to change. In earlier years, more hierarchical
relationships mean that consistency may be most important
for children. Consistency encompasses the idea of both
implementing predictable daily routines (day-to-day regu-
larity in family practices and behaviors) as well as predict-
able responses to children’s behaviors (rules and punish-
ments that stay the same across time and situations). In line
with this idea, inconsistent parenting (punishing one time
but not another for the same offense, often assessed together
with harsh parenting) has been associated with greater in-
flammation and cortisol variability in youth (Marceau et al.,
2013; Miller, Brody, Yu, & Chen, 2014). Conversely, pre-
dictable family routines have been found to buffer youth
facing adversity (low socioeconomic status) from height-
ened inflammatory profiles (Schreier, Roy, Frimer, & Chen,
2014). While certain aspects of consistency (e.g., regarding
punishments) likely have value throughout childhood and
adolescence, the ability to demonstrate flexibility in parent-
ing may become more important later in adolescence. Here,
flexibility refers to the ability to adapt behaviors to an
adolescent’s changing needs, to negotiate evolving rules,
and to maintain open communication and cooperation.
These qualities become important components of strong
parent–adolescent bonds that may have implications for
adolescent and adult health (Allen, 2008).

Finally, adolescence is also a period filled with increasing
responsibility. For some adolescents, this involves obliga-
tions to the family that place the adolescent in more of an
adult role—for example, taking care of younger siblings,
getting a job to contribute money to the family. These
obligations represent a new dimension of parent–child re-
lationships that comes online in adolescence, and they also
represent a factor that may have both positive and negative
features associated with it. On the one hand, having family
obligations may be positive in providing adolescents with a
sense of meaning and value, as well as increasing feelings of
closeness with family members (Fuligni, Tseng, & Lam,
1999). On the other hand, obligations may be experienced
as a burden among adolescents. These two facets are indi-
cated by a daily diary study that revealed on the one hand,
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that greater time spent helping the family was associated
with higher levels of inflammatory markers (e.g., C-reactive
protein) in adolescents (Fuligni et al., 2009), suggesting that
obligations can be a burden. On the other hand, among those
adolescents who found greater meaning (felt more fulfilled
by their role as a son/daughter) levels of inflammatory
markers were lower among those who spent more time
helping family compared to those who spent comparable
time helping family but with low levels of role fulfillment
(Fuligni et al., 2009). On the other hand, feeling close to
one’s family could increase the burden adolescents experi-
ence from family obligations. Adolescents who are close
with their parents, for example, may feel greater pressure to
contribute to the family and may experience greater com-
peting demands between spending time assisting their fam-
ily and spending time on their own academic goals or social
pursuits. One study in support of this idea found that among
those adolescents who had closer relationships with their
families, more frequent family demands were associated a
heightened proinflammatory profile (i.e., greater production
of inflammatory cytokines in response to bacterial stimula-
tion; Levine, Hoffer, & Chen, in press). Thus, in the period
of adolescence, greater closeness in family relationships
may also have a cost in terms of the obligations and de-
mands that come with that closeness, and these obligations
may have both positive and negative aspects to them.

The above discussion focuses largely around how the
relational needs of children and adolescents change by
developmental stage. In addition, the quality of parent–
child relationships may also be dynamic; that is, family
relationships may not be able to be characterized as positive
or negative during all of childhood (as many retrospective
questionnaires suggest), but rather, may themselves change
over time. Relationships that at one time are positive may
become negative later on, or vice versa (perhaps depending
on how the fit of child needs with parenting practices
changes over time), or certain qualities of parent–child
relationships may have both a simultaneously positive and
negative side to them. As well, significant events (e.g.,
divorce) may change the family structure or dynamics and
in turn shift the characteristics and quality of parent–child
relationships over time.

A Developmental Stress Buffering Model

Tying together the literature above, a developmental
stress buffering model for childhood family relationships
and health is presented in this article (see Figure 1). The
model starts with the premise that childhood stressors have
an impact on life span health via both biological and be-
havioral pathways (main effects). This association is present
across the life course (as indicated by the arrow labeled
development). Close family relationships can serve in a
stress-buffering capacity to mitigate this relationship during

childhood and adolescence (moderator effects). However,
an assessment of family relationships must balance the
positive with the negative, and identify the particular con-
stellation of family relationship characteristics that are ben-
eficial during childhood and adolescence. This is potentially
relevant to both the main effects and moderator effects in
the model.

Figure 1 depicts both the idea of the balance of positive
and negative features of close relationships, as well as of
certain characteristics of family relationships staying the
same (in bold), versus others changing from childhood to
adolescence (in italics). Balance refers to the idea that both
the positives and negatives within a relationship must be
considered (hence the scales with �/– signs drawn in Figure
1) to determine whether that relationship can serve in a
buffering capacity during times of stress. In childhood, the
supportive aspects of family relationships are shown being
balanced against the conflict experienced in the family. In
adolescence, obligations are added to the model, and all
three characteristics are drawn on both the positive and
negative sides of the scale to illustrate the idea that these
qualities may have both benefits and costs to them. For
example, obligations may be beneficial in providing ado-
lescents with a sense of meaning, but may be detrimental in
creating a feeling of burden. Some types of conflict will be
detrimental in adolescence, but other types may not be if
they also help adolescents establish autonomy. The support
portion of the scale in Figure 1 indicates multiple dimen-
sions of support that should be assessed in childhood and
adolescent family relationships, with certain aspects being
hypothesized to stay the same across childhood and adoles-
cence (e.g., the benefits of emotional warmth and comfort
during distress), and other aspects being hypothesized to
change (e.g., the need for physical proximity to parents vs.
the need to know one’s parents are available if needed). In
adolescence, support is generally beneficial but could also
be perceived as stifling or overprotective as adolescents are
working to establish autonomy, with implications for health
problems such as somatic symptoms (Janssens, Oldehinkel,
& Rosmalen, 2009).

In addition, in childhood, parenting is hypothesized to be
most beneficial to health when it is consistent—that is, with
established rules and routines that create stability and pre-
dictability in children’s lives. In adolescence, parenting is
hypothesized to be beneficial when it is flexible—that is,
when parents are able to adapt to adolescents’ evolving
goals and autonomy desires by adjusting rules through open
communication and mutual understanding. In contrast, high
levels of monitoring are hypothesized to remain important
and beneficial to children’s health throughout childhood and
adolescence.

The idea behind the model in Figure 1 is that all of these
aspects of support, conflict, obligation, and parenting are
important to assess in childhood family relationships to
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determine the extent to which a particular relationship has
the potential to mitigate the adverse effects of childhood
stress on health. While the notion of supportive relation-
ships is key to a buffering hypothesis, what constitutes
developmentally appropriate expressions of support may
change over time (heterotypic continuity; Conger & Don-
nellan, 2007).

Future research, then, will need to incorporate more nu-
anced measurements of childhood family relationships,
which in turn may shed greater light on several issues. For
example, when might supportive family relationships not be
beneficial (e.g., if there is high conflict in addition to high
support, or if high support comes along with high obliga-
tions during adolescence?). A developmental consideration
of childhood family relationships may also shed light on
why family relationships change over time and what the
implications are for health. For example, certain family
relationships may be beneficial at one time but not another
across childhood and adolescence (e.g., if children’s needs
evolve, but parenting approaches remain largely the same).
Finally, developmental research could also illuminate
whether certain types of family support operate through
different pathways at different periods of development (e.g.,
high levels of parental monitoring might reduce the physi-
ological consequences of stressors early in childhood but in
adolescence have more of an impact on health behaviors).

Connecting the Developmental Stress Buffering
Model to Previous Research

How does the developmental stress buffering model ex-
pand upon previous theories? In contrast to the original
stress buffering model, the developmental stress buffering
model postulates that support and conflict characteristics are
not always good or bad but instead depend on developmen-
tal stage and context. For example, in certain families,
emotional support and closeness may increase obligations
and adult responsibilities in ways that create added burdens
or stress on adolescents. Or support during adolescence that
is accompanied by certain types of conflict may actually be
better than support in the absence of conflict in terms of
furthering autonomy goals, with implications for health
behaviors and/or physiological profiles.

Other researchers have proposed the notion that both the
positive and the negative sides of social relationships need
to be considered simultaneously, though this has largely
been from an adult perspective (Rook, 2015). For example,
positive aspects of social relationships may buffer the neg-
ative aspects of social relationships (Brooks & Dunkel
Schetter, 2011), or the experience of both positive and
negative qualities within one relationship may be important.
For example, Uchino et al. have demonstrated that having a
greater number of ambivalent social ties (where relation-
ships are characterized by both high positivity and high

negativity) is associated with greater blood pressure reac-
tivity during an acute stressor (Birmingham, Uchino, Smith,
Light, & Sanbonmatsu, 2009). In addition, the relationship
between more ambivalent ties and heightened inflammation
(e.g., elevated C-reactive protein levels) was found for
family members, but not friends (Uchino et al., 2015).
These studies have been conducted in adults, but have yet to
be tested in the context of parent–child relationships.

In addition, previous theories have raised the notion that
the same qualities may be beneficial in one context but
detrimental in other contexts—for example, the differential
susceptibility theory and the biological sensitivity to context
theory, which raise the notion that some individuals are
more susceptible to not only negative environments, but
also to positive ones as well (Belsky & Pluess, 2009; Boyce
& Ellis, 2005). These theories fit broadly with the develop-
mental stress buffering model’s idea that certain character-
istics of family relationships might be beneficial at one
developmental stage but not another. However, the differ-
ential susceptibility and biological sensitivity models tend
to focus more on how environmental impacts are moderated
by individual characteristics (e.g., genetics, temperament,
physiological reactivity), as opposed to relationship charac-
teristics or developmental stages.

Previous theories also exist addressing the role that at-
tachment plays in health. For example, interparental conflict
has been theorized to alter parenting practices and threaten
emotional security in the parent–child subsystem, resulting
in a host of negative outcomes, such as internalizing and
externalizing problems in children (Cummings & Davies,
2002). Insecure childhood relationships may also set the
stage for adult avoidant and anxious/ambivalent relation-
ships that in turn have implications for adult mental health
and well-being (Mikulincer & Florian, 2003). These theo-
ries, however, have typically been framed as main effects
models—that is, the idea that family conflict affects chil-
dren’s emotional security, which then has implications for
their mental or physical health. The developmental stress
buffering model, in contrast, focuses on the role that posi-
tive, close childhood family relationships play in terms of
buffering the effects that childhood stressful life experi-
ences typically have on health. In addition, unlike theories
built around attachment principles, which assume that chil-
dren develop stable internal representations of their care-
givers, this model emphasizes the dynamic nature of parent–
child relationships, and how the optimal balance for health
varies across development.

Future Research

A number of future research directions are important to
articulate here. First is the idea of linking family interven-
tion work to health. While numerous parenting interven-
tions have been tested in the developmental literature, few
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have examined effects on health-related outcomes. Brody et
al.’s Strong African American Families parenting interven-
tion is one of the few to have tested effects on proinflam-
matory cytokines, catecholamine levels, and telomere
length in youth (Brody et al., 2015; Brody, Yu, Chen, &
Miller, 2014; Miller et al., 2014). Fisher, Gunnar, Cham-
berlain, and Reid (2000) have documented effects of a
parenting intervention for foster children on cortisol levels
in children. In addition, effects of a preventive intervention
for divorced mothers and children were found for children’s
cortisol reactivity to a laboratory stress task (Luecken et al.,
2015). With intervention work being one of the only ways
that causality can be established between childhood family
relationships and health, additional future research is
needed testing the potential health effects of other effective
parenting programs, such as the Family Check-Up Program
(Connell, Dishion, Yasui, & Kavanagh, 2007), Positive
Parenting Program (or Triple P; Sanders, 2012), and the
Incredible Years Program (Webster-Stratton, 2005). In ad-
dition, prevention programs designed to promote coping in
children of divorce (Luecken et al., 2015) and to help
children navigate the loss of a parent (Sandler, Tein, Wol-
chik, & Ayers, 2016) could also potentially confer health
benefits.

Second, longitudinal studies are critical for tracking the
effects of family relationships on trajectories of biological
and clinical health outcomes into adulthood so that there is
not as much need to rely on retrospective accounts of
childhood family relationships in health research and so that
the impact of childhood family relationships on clinically
meaningful health outcomes into adulthood can be assessed.

In addition, future research needs to take into account
other factors related to family roles and family structure in
the context of health. The first is the changing roles of
fathers in family relationships. The vast majority of previ-
ous literature has focused on maternal characteristics such
as maternal warmth. Yet, there have been dramatic shifts in
the role of fathers across the 20th century. For example,
whereas fathers in 1965 spent one fourth of the time that
mothers did engaged in child care, fathers in 2011 spent half
the time that mothers did (Parker & Wang, 2013); 71% of
children under 6 are eating dinners together with their
fathers every day, which is fairly comparable to the 80% of
children eating dinners together with their mothers every
day (U.S. Census Bureau, 2010). These changing norms
mean that it will be increasingly important for researchers to
focus on the role of fathers as support buffers as well. For
example, in previous research that has found a buffering
role of maternal but not paternal warmth on adult health, is
that because fathers increasingly play a different role in
children’s lives today than they did several decades ago
(and hence that in today’s generation of children, paternal
warmth would have a similar buffering effect on children’s
health), or is it because mothers and fathers serve different

functions for their children and that fathers’ impact on
children’s health would be evident in different ways?

Finally, the increasing complexity of family structures in
today’s households needs to be better recognized in health
research. Whereas two-parent, married, biological parents
used to be the norm, today, less than half of children grow
up in this type of family structure (Carlson & Meyer, 2014).
Instead, family units have become more complex over time,
with dissolution of relationships, new relationships, and
children from multiple relationships becoming more the
norm (Andersson, 2002). This suggests that more and more
children today have multiple parental figures in their lives.
Research in health psychology needs to better acknowledge
this complexity when measuring family relationships, and
needs to understand how these multiple relationships affect
child health. For example, does parental warmth that comes
from a two parent family serve as a stronger or weaker
buffer of children’s health compared to parental warmth that
comes from a complex, blended family? On the one hand,
parental warmth in a complex family environment might
have less strong effects, as a parent’s attention and time is
more limited by the multiple partners and children involved
in a complex family environment. On the other hand, pa-
rental warmth in a complex family environment might have
stronger effects if a child has multiple options of parents (or
even older siblings that function as parents) to turn to during
times of stress.

In sum, close, positive childhood family relationships can
serve in a stress buffering role, much the same way that
social relationships such as marital relationships do at other
points in the life course. However, what may be unique to
the period of childhood and adolescence is the evolving
nature of the parent–child relationship, and the ways in
which parenting, support, conflict, and obligations may shift
from childhood to adolescence, resulting in different factors
across development contributing to high quality childhood
family relationships that can help mitigate the effects that
childhood stressors have on health across the life course.
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