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ABSTRACT
This review explores the role of environments in creating chronic and acute
health disorders. A general framework for studying the nesting of social environments and the multiple pathways by which environmental factors may
adversely affect health is offered. Treating socioeconomic status (SES) and race
as contextual factors, we examine characteristics of the environments of community, work, family, and peer interaction for predictors of positive and adverse
health outcomes across the lifespan. We consider chronic stress/allostatic load,
mental distress, coping skills and resources, and health habits and behaviors as
classes of mechanisms that address how unhealthy environments get “under the
skin,” to create health disorders. Across multiple environments, unhealthy
environments are those that threaten safety, that undermine the creation of social
ties, and that are conflictual, abusive, or violent. A healthy environment, in
contrast, provides safety, opportunities for social integration, and the ability to
predict and/or control aspects of that environment.
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HEALTH PSYCHOLOGY: WHAT IS AN UNHEALTHY
ENVIRONMENT AND HOW DOES IT GET UNDER THE
SKIN?
The role of the environment in health and illness has been known since the
time of Hippocrates. With the discovery that infectious agents produce disease,
physicians and public health researchers directed their attention to the environmental conditions that give rise to these agents and permit them to breed.
Following breakthroughs in water treatment, sewage control, food storage, and
waste disposal, the incidence of many infectious diseases declined substantially, soon to be replaced by the slower-developing chronic illnesses of heart
disease, cancer, and diabetes, among others. These diseases have come to be
known as diseases of lifestyle, because behavioral risk factors are clearly
involved in their etiology and progression. An unintended consequence of the
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focus on lifestyle has been to divert attention away from the role of the
environment in producing disease in favor of an emphasis on behavior. As
health psychologists have increasingly identified what risk factors people incur
and how they incur them, the focus of health prevention has moved from
environmental interventions to individual behavior. Some scientists have argued that this focus has led to a culture of blame, whereby individuals are held
responsible for good health and blamed or discredited for their illnesses
(Becker 1993).
The role of the environment in producing chronic as well as acute disease
merits renewed attention in the context of the current concerns addressed by
health psychology. Specifically, as research has identified the individual difference predictors of chronic illness, including health behaviors, use of health
services, social factors such as social support, and psychological factors such
as hostility and depression, it has become clear that these predictors are nested
within geographic, developmental, occupational, and social environments. In
this review, we focus attention on these environments and the ways environmental characteristics may influence health and also influence individual characteristics or behaviors that pose risks for health.
In so doing, our analysis gives primary status neither to environmental
characteristics nor to their concomitant effects on individuals. Not all individuals in the same environment are affected by that environment in the same way,
nor will all individuals in a given environment sustain health risks. Thus, we
explicitly reject the notion that the health effects of environments can be
reduced to or explained by individual-level factors. Rather, we maintain that
individual characteristics are nested within social environments (see Figure 1),
with each level of analysis revealing information about the causes of health
and illness that consideration of one level alone cannot provide.
As we note below, social class and race provide a context for understanding
the effects of environment. These characteristics are well-established predictors of all-cause mortality and a variety of specific diseases, and they are also
reliably associated with individual differences in exposure to stress, the practice of health behaviors, coping strategies, and other factors of interest to
psychologists (Adler & Matthews 1994, Williams & Collins 1995). With SES
and race as background, we then examine community, family, work, and peer
groups as specific environments that have a contributing role in health and
illness (see Figure 1). Within each environment, we ask the question, “How do
the health-relevant characteristics of this environment get under the skin?” For
example, some children live in conflict-ridden families and others do not, and
the health risks sustained differ between the two groups. We ask how that
environmental characteristic may translate into risks that have the identified
health consequences. In so doing, we consider several general pathways in
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Figure 1 Diagrammatic representation of social environments that have health-relevant implications. This representation assumes that the proximal environments of family, work, and peer groups
are nested or partially nested within neighborhood and fully nested within a larger social environment
in which such factors as socioeconomic status (SES) and race have health implications.

each of the environments. These general pathways, as well as more complex
combinations of them, are illustrated in Figure 2.
Environments exert direct effects on health (Figure 2, Segment a) that may
be largely unmediated or unmoderated by psychological and social processes,
except insofar as they lay the initial groundwork for their occurrence. For
example, the poor and African-Americans are disproportionately likely to
contract certain kinds of cancers because of differential exposure to toxins at
work or in their neighborhoods. At present, research has not progressed to the
point of identifying whether there are social or psychological factors that
contribute to these adverse effects.
Because this is a psychological review, the routes on which we focus most
of our attention are psychosocial pathways for the development of health risks.
A first route whereby environments may get under the skin is by differentially
exposing people to chronic stress (Segments fk). That chronic stress may have
a cumulative effect on the body was first observed by Hans Selye (1956) in his
articulation of the General Adaptation Syndrome. Selye maintained that individuals respond to stressful events with nonspecific reactions that, over time,
produce wear and tear on the system. Repeated cycling through the three-phase
syndrome of alarm, resistance, and exhaustion, Selye argued, leads to cumula-
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Figure 2 A range of models by which environmental characteristics may come to exert adverse
biological outcomes on individuals. Segments b–o represent partial pathways that may concatenate
to form more complex pathways.

tive damage to the organism. Building on these ideas, McEwen & Stellar
(1993) proposed that, beginning early in life, there are cascading relationships
between environmental factors and genetic predispositions that lead to large
individual differences in susceptibility to stress and, in some cases, to disease.
Physiological systems within the body fluctuate to meet demands from external forces, a state termed allostasis. Over time, the allostatic load builds up,
which is defined as the physiological costs of chronic exposure to fluctuating
or heightened neural or neuroendocrine responses that result from repeated or
chronic environmental challenges that an individual reacts to as stressful. For
example, the hypothesized links between recurrent changes in autonomic reactivity produced by stress and the subsequent development of chronic hypertension (Anderson et al 1991) may be thought of as an allostatic load model. The
allostatic load formulation, then, explicitly argues that stress produces cumulative identifiable damage that results in increased pathology (Seeman et al
1996).
A second route by which environments may have adverse health effects is
via an impact on mental health or mental distress (Melamed 1995) (Segments
dn). Negative emotions, such as depression, anxiety, and hostility, appear to

416 TAYLOR ET AL

play a significant role in health risks, including all-cause mortality (Martin et
al 1995) and especially coronary heart disease risk (Booth-Kewley & Friedman 1987). These relations are apparently not due to behavior changes associated with affective disorders, such as increased smoking or alcohol consumption. Major depression, depressive symptoms, history of depression, and anxiety have all been related to the likelihood of cardiac events (Frasure-Smith et
al 1995), and depression is a risk factor for mortality following myocardial
infarction, independent of cardiac disease severity (Frasure-Smith et al 1995).
State depression and clinical depression have both been related to sustained
suppressed immunity (Herbert & Cohen 1993). Anger appears to be significant
in the development of coronary artery disease and hypertension, at least among
some individuals (Frasure-Smith et al 1995). These health effects of negative
emotions may result from the activation of both the sympathetic-adrenalmedullary (SAM) system and the hypothalamic-pituitary-adrenocortical
(HPA) axis. The former is manifested in increased blood pressure, heart rate,
circulating levels of epinephrine and norepinephrine, and constriction of peripheral blood vessels. SAM activation is believed to contribute to the development of coronary artery disease (Manuck et al 1995), essential hypertension
(Krantz & Manuck 1984), and susceptibility to infectious disease (Cohen &
Herbert 1996). The activation of HPA leads to high circulating levels of
corticotrophin-releasing hormone, adrenocorticotropic hormone, and cortisol.
HPA activation has been linked to atherosclerosis (Troxler et al 1977) and
chronic inflammatory responses, as are found in rheumatoid arthritis and reactivity of the airways in people with asthma (McNeil 1987). Although biologically based predispositions appear to play some role in the relation of affective
diseases to physical state changes, environmental factors are also reliably
related to sustained depression, anxiety, and anger. As such, mental health/distress constitutes a second important route by which environments may get
under the skin.
Coping strategies constitute a third explanatory route that may clarify how
unhealthy environments adversely affect health (Segments ce). Individuals
who find constructive ways of coping with stress, such as taking direct action
or finding meaning in their experience, may be better able to withstand the
potential adverse effects of stressful circumstances. In addition, there may be
stressor-specific coping styles, such as expressing hostility or suppressing
anger, that have health implications both generally and for specific disorders,
such as cardiovascular disease and hypertension. In addition, environments
influence the development of coping strategies, especially those involved in
managing conflict and stress, and the ability to develop social ties.
Health habits are heavily implicated in the development of illness, especially chronic illness, as numerous reviews have documented (e.g. Adler &
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Matthews 1994) (Segments bj). They include smoking, alcohol and drug
abuse, diet, exercise, the use of preventive and secondary health services, and
adherence to treatment recommendations. Environments constitute the contexts in which health habits are learned, encouraged, and practiced. The family
is an important context for the acquisition of health habits, and it lays the
groundwork for a broad array of healthy and unhealthy behaviors (Taylor
1995). The peer group, first in adolescence and then in adulthood, is an
important context within which many health-compromising behaviors are acquired and enacted, including smoking, alcohol, and drug abuse.
These, then, are the routes we consider in each of the environments analyzed. These routes are not independent or even discrete pathways by which
unhealthy environments affect health; all represent routes in potential causal
chains involving two or more of these processes. Thus, for example, a chronically stressful family environment may prevent the development of effective
coping strategies (Segments fm), compromise the learning of health habits
(Segments fl), and produce chronic anxiety and/or depression (Segments fg),
all of which feed into enhanced health risks (Segments e, j, and n). In most
areas, research has not progressed to the point where these complex pathways
can be identified or tested in the context of particular health problems or
disorders. Thus, Figure 2 is offered largely as a representation of potential
routes, rather than established routes, by which pernicious environments exact
adverse health effects.

SOCIOECONOMIC STATUS AND RACE
We begin our consideration of the question “What is an unhealthy environment?” by examining SES and race differences in health. Because SES and
race heavily determine the more proximal environments in which people live,
such as neighborhood and work, they provide important contexts for understanding the features of these more proximal environments that may compromise health (Williams & Collins 1995).
SES is traditionally measured by education, income, and occupation. Using
these criteria, an extensive, highly consistent literature documents the negative
health outcomes that result as one moves lower on the SES gradient (for
reviews, see Adler et al 1993, Williams & Collins 1995). Analyses of potential
measurement artifacts or natural or social selection suggest that these inequalities are real and affected little by selection factors (see Macintyre 1997). SES
is related to higher prevalence and incidence of most chronic and infectious
disorders and to higher rates of nearly all major causes of morbidity and
mortality across populations and across time (Adler et al 1993, Macintyre
1997, Williams & Collins 1995). Moreover, SES differentials in morbidity and
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mortality appear to be widening rather than narrowing (e.g. Marmot 1994,
Wagener & Schatzkin 1994).
The association of SES with morbidity and mortality is, for the most part,
linear, with increasingly better health outcomes as one ascends the SES continuum. As such, the relation of SES to health and mortality involves more than
the obvious role of inadequate financial resources or poor and dangerous living
conditions associated with poverty. While SES differentials may be found
among children (Durkin et al 1994) and among the elderly (e.g. Seeman et al
1994), the largest social inequalities in health and mortality are seen most
frequently for those aged 40 to 65.
Substantial race differences also exist in health. On virtually every major
index of health status, African-Americans look worse than whites, and these
differences in health occur across the lifespan (Williams & Collins 1995).
With the exception of race-specific disorders such as sickle-cell anemia, these
black-white differences are apparently not due primarily to genetic or biological factors that differentiate blacks from whites (for discussion, see Anderson
et al 1991, Williams & Collins 1995). Socioeconomic differences account
substantially for these health status differences, inasmuch as approximately
one third of the African-American population lives in poverty, compared with
11% of the white population. Nonetheless, poverty does not fully account for
black-white differences in health (e.g. Rushing et al 1992). Within every level
of SES, African-Americans typically have worse health than whites (Williams
& Collins 1995).
Although SES and race are not themselves environments, they provide an
important and often overlooked context for understanding the more immediate
environments within which people live, namely communities, work, family,
and social life. As such, they provide the environmental backdrop against
which more specific environmental encounters occur.

COMMUNITY
Certain characteristics of the communities in which people live have been
shown to have adverse effects on health. Many of these arise because of the
social class and racial composition of those communities. Consequently, they
act as the proximal manifestation of these characteristics. For example, lowSES neighborhoods have higher rates of cancer, hypertension, heart disease,
and upper-respiratory disorders, including asthma, bronchitis, and emphysema
(Adler et al 1993). Other health-enhancing or health-compromising characteristics of environment are less dependent upon community social class or
racial composition.
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Chronic Stress
The degree of chronic stress experienced by individuals is heavily influenced
by the characteristics of their communities. Residents of middle- and upper-income communities typically have access to high-quality housing, an abundance of shops, banks, health-care services and transportation. In poor neighborhoods, these resources are less likely to be available (Troutt 1993). Consequently, the lower one is on the SES continuum, the greater the amount of
hassle and time needed to address basic tasks of living. Further contributing to
the chronic stress of lower SES communities are characteristics such as policedocumented higher crime rates (Macintyre et al 1993), greater perceived threat
of crime and more local problems (Sooman & Macintyre 1995), more refused
services (e.g. taxi, credit, ambulance; Sooman & Macintyre 1995), and poorer
transportation and recreational facilities (Macintyre et al 1993). Lower SES
neighborhoods also have been linked to greater exposure to physical hazards
such as air and water pollutants, hazardous wastes, pesticides, and industrial
chemicals (Calnan & Johnson 1985) and to greater crowding and exposure to
noise (Evans 1997).
Lack of available housing typically leads to overcrowding, both in the form
of high density within the neighborhood and crowding within the home (defined as 1.5 persons or more per room). High density is associated with higher
all-cause mortality (Levy & Herzog 1974) and with higher rates of mortality
due to cancer and stroke, but not heart disease (Levy & Herzog 1978). Highdensity living is also associated with death due to homicide, but negatively
associated with death due to suicide, which appears to be tied to isolation and
loss of family ties (Levy & Herzog 1978). A potential mediating pathway for
these effects is suggested by the fact that high-density living is associated with
both higher reports of chronic stress and with biochemical indices of stress,
such as urinary excretion of norepinephrine and epinephrine (Fleming et al
1987). Crowding in the home has been related to increased likelihood of
infections and to higher death rates from heart disease, to respiratory disorders,
and to all-cause mortality (Levy & Herzog 1978). In addition to its association
with crowding, substandard housing may affect health in other ways. Older
buildings with poorly lit hallways and debris pose risks to safety and to health
by attracting rodents and insects that may spread infection, for example.
Community studies of the effects of noise on physical health have identified
few clear-cut relations to disease morbidity in the adult population. Acute
noise produces short-lived elevations in cardiovascular and neuroendocrine
functioning, but many adults appear to habituate to chronic noise. However,
some studies suggest a relation of chronic noise to the development of hypertension, links that necessitate further investigation (Evans 1997). Recent evidence suggesting a relation of noise exposure to abnormal fetal development
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also merits continued consideration (Evans 1997). As noted below, noise may
adversely affect health habits as well.
High rates of crime and delinquency are associated with a variety of adverse health characteristics, including a high rate of infant mortality, low birth
rate, tuberculosis, and child abuse (Sampson 1992). Women living in high-violence neighborhoods are significantly more likely to experience pregnancy
complications than women living in neighborhoods with little violence (Zapata
et al 1992).
Because a number of the adverse characteristics of neighborhoods are intercorrelated, investigators have attempted to operationalize the concept of highstress neighborhood. Harburg et al (1973) defined areas characterized by low
socioeconomic status, high population density, high geographic mobility, high
rates of marital breakup, and high crime as high stress; low-stress areas had
more favorable ratings on all these variables. Harburg found higher rates of
hypertension in the high-stress than low-stress locales, especially among darkskinned black men. Others (e.g. Troutt 1993) have argued that in such neighborhoods there are low levels of economic opportunity, poor marriage pools,
and poor transportation, which erodes the ability of residents, especially single
mothers, to seek employment in the neighborhood, to marry, or to move to a
better neighborhood. As noted below, such characteristics may have adverse
effects on parenting, which affects the health of children.

Mental Health/Distress
Little research has addressed the impact of community characteristics on mental health, and still less has tied such effects to physical health outcomes. To
date, the only community characteristic to receive systematic study is exposure
to violence, especially for children. Osofsky (1995) argued that exposure to
chronic community violence directly and adversely affects children’s mental
health. Children’s reports of psychological distress are significantly related to
their reports of witnessing acts of violence (Richters & Martinez 1993). Children who live in violent neighborhoods show signs of posttraumatic stress
disorder, including disrupted patterns of eating and sleeping, difficulties in
controlling attention and relating to others, anxiety responses and fear, and
reexperiences of the violent episodes they have witnessed (for a review, see
Osofsky 1995). Among adults, sleep disturbances, nightmares, and manifestations of anxiety are common (Pynoos 1993). Exposure to violence may also
adversely affect the mental health of children and adults because of the need to
deal with losses and to cope with grieving for family members, neighbors, and
friends who have been killed. Such grieving may compromise immune functioning (Kiecolt-Glaser et al 1994).
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Coping Skills and Resources
Community characteristics may affect coping skills and resources in several
ways that have health implications. Repeated arousal of intense negative emotions due to exposure to chronic violence, for example, may lead to difficulty
in the effective regulation of emotions among children (Osofsky 1993). The
adverse effects of chronic exposure to violence may be partially offset if an
individual has at least one supportive person in the neighborhood, a protective
place to go, or certain personal resources such as an adaptable temperament or
a high level of intelligence (Osofsky 1993). Low-SES neighborhoods may also
compromise the development of coping skills relating to the recruitment and
effective use of social contacts. Parents who are concerned about exposing
their children to drugs and crime may keep their children inside and otherwise
restrict social behavior. Thus, the ability to develop or utilize a supportive
network may be somewhat compromised (Sampson 1992). Whether these
disruptions in the formation of social ties have negative effects on health in
childhood or cumulative effects on adult health is unknown.
The inherently social nature of communities affects coping and health at
both the community level and the individual level. In particular, characteristics
of communities influence the degree to which social capital may be created
(Coleman 1990). Social capital exists when the relations among people make
possible individual or joint achievements that otherwise would not be possible
(Coleman 1990). Social capital involves parents and children in friendship
networks and community organizations, both formal and informal, which are
characterized by a set of obligations, expectations, and social ties that connect
the adults, and that help to bring about the control and supervision of children.
Through such a process, it is argued, information is exchanged, norms are
established, and informal systems of social control are laid down. As such, a
child is raised in a neighborhood environment with norms and sanctions that
are not or cannot be brought about by one adult in isolation. The creation of
social capital is virtually impossible to develop in unstable communities, and
mere density of a community is insufficient to establish it. Social capital, then,
constitutes a community-level coping variable.
“Social impoverishment,” the absence of social capital, has been tied to
several health-related outcomes. Such indicators predict high rates of child
abuse (Garbarino & Sherman 1980), which is important as a cause of morbidity and mortality and also as a predictor of violence in adulthood (Widom
1989). Indicators of social capital are inversely related to levels of adolescent
aggression and delinquency which, in turn, are predictors of homicide and
suicide. Low levels of social organization are associated with high levels of
adult crime as well. Social disorganization also predicts whether young girls
will become pregnant (Osofsky 1990); whether they will be supported by a
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network in limiting high-risk maternal behavior such as smoking, drinking,
and drug abuse (Wallace 1990); and whether they will abuse their children
after birth (Sampson 1992). Overall, the more formal and informal ties exist in
a community, the more dense and multiplex the networks and the greater the
constraints on deviant, often health-compromising behavior, both for adolescents and adults (Sampson 1992).
On the individual level, the lack of social capital may erode the quality of
social support available to an individual. Rapid mobility in and out of an area
reduces the marriage pool initially, and the likelihood of remarriage following
divorce. Fear of crime fosters a distrust of others that can contribute to social
isolation (Krause 1992). Social isolation has, in turn, been related to an array
of adverse health outcomes (House et al 1988a), and it is known to compromise immunologic functioning (Kiecolt-Glaser et al 1994). In contrast, social
opportunities provided via information networks, intergenerational networks,
churches, and other community organizations may foster the creation of individual social ties that have a health-protective effect (Sampson 1992).

Health Habits and Behaviors
Community characteristics influence the degree to which certain health habits
may be practiced. Because poorer neighborhoods have fewer facilities and
resources, the adoption of public health recommendations such as obtaining a
healthy diet and obtaining regular exercise sometimes cannot be met. Highstress neighborhoods, characterized by high density, high crime, and high
mobility, may also lead to the development of health-compromising behaviors
that act as efforts to cope with stress, such as smoking, alcohol consumption,
and drug abuse. Noise appears to increase rates of smoking and the use of
some drugs (Evans 1997).
Health habits are also affected by the social capital generated within communities. For example, pregnant women, especially young, single pregnant
women, show higher levels of prenatal care in neighborhoods with strong
social networks, perhaps because these networks put pressure on them to avoid
compromising the health of their fetus and also provide them with more
information about what constitutes effective prenatal care (Sampson 1992).
Other health habits may be similarly affected.
The availability of health care varies substantially by neighborhood. Consistently poor health services are found in low-income, minority, and transient
areas (Macintyre et al 1993, Williams 1990, Wyke et al 1992). Especially for
children, the combination of rapid population loss coupled with inadequate
health services is devastating. Communities experiencing poverty, overcrowding, and rapid population change show rises in infant mortality and low birth
weight (Wallace & Wallace 1990). In contrast, the information networks that
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develop in stable communities transmit knowledge of and linkages to clinic
services (Sampson 1992), including prenatal services, child health services,
and general child care.

Conclusion
Documenting the effects of community characteristics on health is difficult.
Studies that control for demographic characteristics, such as SES and race, on
the one hand, and more proximal family characteristics, such as family income, on the other hand, may statistically underestimate the contribution of
community to health by virtue of drawing off variance into these more distal
and proximal predictors (G Duncan, J Connell & P Klebanov, unpublished
observations). Moreover, estimating the independent contribution of highly
correlated community characteristics, such as population density, population
mobility, and community SES level creates problems of data analysis and
interpretation. In addition, community characteristics do not have uniformly
positive or negative effects that consistently translate into health outcomes.
For example, the presence of middle-SES neighbors appears to have a protective effect in reducing aggression and delinquency among low-SES youngsters, especially black males from low-income, single-parent homes, but it
may simultaneously adversely affect the ability to develop social relationships
with their peers (Kupersmidt et al 1995).
Despite the difficulties with drawing inferences from community studies,
the evidence suggests several community characteristics that have adverse
effects on health, including crowding, air pollution, exposure to violence, and
the absence of social networks and social ties. In addition, the protective
effects of informal and formal social ties and networks appear to be robust.
Exactly how community and neighborhood characteristics affect health is still
largely unknown (Jencks & Mayer 1990); the evidence is strongest for chronic
stress, the erosion of social ties, and development of poor health behaviors,
although the links to physiology have yet to be established. The role of mental
distress and coping skills other than those relating to social capital are less well
studied.

THE FAMILY SOCIAL ENVIRONMENT
The family environment clearly influences children’s health. The link can be
direct, as when a parent’s behavior exposes a fetus to drugs in the womb
(Neuspiel et al 1989). We focus on indirect links and highlight four characteristics of the family social environment that appear to influence child and
adolescent health: (a) the quality of parenting, especially emotional aspects of
the parent-child relationship; (b) the family’s social climate, especially the
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amount of conflict and violence in the home; (c) the parents’ mental health and
other behavioral characteristics of the parents; and (d) variables associated
with social-economic conditions of the household, such as whether the child
lives with one or both parents and the educational level of parents.

Chronic Stress
Characteristics of a family environment that appear to be associated with
health problems in children include a lack of warmth and emotional support
from parents and a high level of conflict and violence. A cold and unresponsive parenting style has been associated with retarded infant growth and increased rates of illness in childhood (Bradley 1993, Gottman & Katz 1989). A
stressful family environment can even influence prenatal development (Collins
et al 1993). Quarreling and fighting at home have been linked to psychosomatic symptoms such as headaches and stomachaches in adolescents (Mechanic & Hansell 1989). When family dysfunction and conflict escalate to the
point of abuse, the direct and indirect effects on child health can be lethal.
Children with histories of physical abuse and neglect have an elevated mortality risk for all causes of death, including homicide, transportation injury, other
unintentional injury, and disease (Sorenson & Peterson 1994). A history of
sexual abuse can have health consequences years later, leading to increased
rates of psychological distress, headache, asthma, diabetes, arthritis, HIV infection, gynecological problems, and various somatic symptoms (Braaten
1996). Some of the effects of sexual abuse on health may be mediated by poor
health habits. Women with a history of childhood sexual abuse are more likely
to smoke, abuse drugs, and engage in risky sexual behavior, and they are less
likely to use medical care (Springs & Friedrich 1992). Other indirect effects of
abuse may be mediated by conditions in the family. For example, the instability and social isolation that is often found in abusive families appear to mediate
the effects of maltreatment on children’s poor academic performance (Eckenrode et al 1995) and may influence health as well (House et al 1988b).
Repeated interference with homeostatic processes may be one physiologic
pathway through which a chronically stressful family environment causes
health problems in children. Experimental manipulations resembling two of
the family characteristics considered, namely the presence of anger and conflict and the absence of emotional warmth and responsiveness, can disrupt
patterns of cardiovascular and neuroendocrine regulation in children. For example, preschoolers respond to videotapes of angry adult interactions with
increases in heart rate and blood pressure (El-Sheikh et al 1989), and separations from mothers lead to increased heart rates as well as elevations in
norepinephrine and cortisol, particularly among socially shy children (Kagan
et al 1987, 1988). However, a secure infant-mother attachment predicts lower
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stress response (as indexed by salivary cortisol) to new or strange situations
(Hertsgaard et al 1995). Cortisol responses to separation are also attenuated in
the presence of a responsive caregiver (Gunnar et al 1992). A buildup in
allostatic load experienced by a child who is responding physiologically to
repeated social challenges at home may help to explain the poor development
and high rates of illness observed in children from stressful family environments.

Mental Health/Distress
Depression is clearly associated with deleterious health outcomes among children and adolescents, such as increased acute illness and physical symptoms
and unhealthy behaviors such as smoking and substance abuse (Gore et al
1992, Lewinsohn et al 1994). Household economic conditions influence both
the risk of childhood depression and its link to health. Risk factors for childhood depression include living in a single parent household, parental unemployment, and parents’ poor educational background (Gore et al 1992, Kaslow
et al 1994, Lewinsohn et al 1994). Depression is more strongly linked to poor
health among adolescents with a lower standard of living (Gore et al 1992).
More depressed children are also found among families whose members
provide one another with little or no support, families that do not experience a
sense of cohesiveness, and families characterized by high levels conflict, especially marital conflict (Kaslow et al 1994, Lewinsohn et al 1994). Characteristics of the parent-child relationship that are associated with depression
include low levels of behavioral and emotional involvement, high levels of
conflict and hostility, and a parenting style that is more autocratic, dominant,
and controlling (Kaslow et al 1994, Lewinsohn et al 1994). Children of depressed mothers appear to be at increased risk for both depression and suicidal
behavior, as well as a variety of other psychiatric diagnoses (Kaslow et al
1994). The behavior of depressed parents may contribute to this risk. Most
studies find depressed mothers to be less responsive, more critical, negative,
and irritable, and more controlling and intrusive with their children (Downey
& Coyne 1990, Nolen-Hoeksema et al 1995).
Abuse within the family is also associated with depression and suicide
(Malinosky-Rummell & Hansen 1993). Evidence suggests that the connection
between a childhood history of family violence and recurrent depressions in
adulthood is mediated by chronic interpersonal problems in the adult’s life
(Kessler & Magee 1994).
In summary, the links between family and parenting characteristics and
depression in children and adolescents are clear. There is also evidence for
negative short-term health effects in the form of increased rates of acute illness
and suicide. Chronic or intermittent depression in childhood and adolescence
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may be associated with patterns of coping and/or physiologic responses to
stress that contribute to long-term adverse health outcomes as well.

Coping Skills and Resources
Davies & Cummings (1994) suggested that emotionally secure children are
better able to regulate their emotions in the face of stress and therefore cope
more effectively with daily problems. According to their model, emotional
security is threatened by destructive forms of family conflict, such as conflicts
between parents that involve physical aggression, and by parent-child relationships marked by instability and a lack of parental warmth and responsiveness.
Family social environments with features such as these, including abuse, discord, and parental psychopathology, are associated with maladaptive coping in
children, in particular difficulty with anger regulation (Crittenden 1992, Cummings & El-Sheikh 1991, Zahn-Waxler et al 1984). Because anger and its
regulation have been tied to the development of heart disease and hypertension, there may be health risks associated with growing up in homes that have
these characteristics.
Family experiences also influence how children learn to negotiate interpersonal situations involving frustration and anger. Violent boys are more likely
to live in mother-headed households, or to have fathers who use spanking for
discipline and rarely express affection for their sons (Sheline et al 1994).
Prospective research indicates that the development of hostile attitudes and
behaviors in male adolescents is associated with family interactions that are
nonsupportive and have a negative affective tone (Matthews et al 1996). Parent-child conflict and ineffective parenting practices foster problems in social
information processing and social skill deficits in children that, in turn, lead to
poor coping in school, in particular during interactions with peers (Patterson et
al 1989). Children from families in which there is greater organization and
consistency in the home use fewer aggressive coping strategies in response to
everyday stress (Hardy et al 1993).
Dysfunctional coping strategies in children and adolescents may persist into
adulthood. Thus, maladaptive coping styles that are first acquired in response
to a stressful family environment in childhood may be associated with greater
autonomic reactivity and poorer health outcomes throughout the lifespan. For
example, hostility measured in adolescence is linked to coronary risk factors
(such as high lipid ratios, larger body mass, smoking, and caffeine consumption) assessed more than 20 years later (Siegler et al 1992).

Health Habits and Behaviors
The abuse of substances, such as alcohol, cigarettes, and illicit drugs, and risky
sexual behavior are two health-threatening classes of behavior that are usually
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first observed during adolescence. In addition to their direct effects on health,
these behaviors are linked with patterns of sleep, diet, and physical activity
that indicate an unhealthy adolescent lifestyle (Donovan et al 1991).
The use of drugs by family members, both parents and siblings, is a reliable
risk factor for adolescent drug usage (Denton & Kampfe 1994). Although
genetics may play a role in cigarette smoking (Rowe & Linver 1995), the
family’s influence on adolescents’ use of other drugs may be mediated by
social environment factors. In addition to the imitation of behaviors observed
at home, teens whose parents abuse substances appear to be more vulnerable to
stress (Barrera et al 1995) and to acquire attitudes and coping styles that lead to
increased affiliation with substance-using peers (Wills et al 1994). The experience of maltreatment in the home is also a risk factor for adolescent drug use
(Malinosky-Rummell & Hansen 1993). In contrast, supportive and cohesive
families help protect adolescents with problem-drinking fathers (Farrell et al
1995).
Drug-abusing teens are more likely to live in single-parent homes and
homes from which they feel alienated (Denton & Kampfe 1994). A lack of
support and sense of rejection and detachment from parents has been associated with adolescent substance use (Barrera et al 1993, Turner et al 1993).
Deficits in parental support partially mediate the association between low
parental education and increased substance use among teens (Wills et al
1995b). Prospective longitudinal data suggest that fathers’ difficulty controlling anger predicts sons’ future alcohol and drug usage (D’Angelo et al 1995).
Maternal behavior rated as cold, unresponsive, and underprotective when children were five years old has been associated with frequent drug usage during
adolescence (Shedler & Block 1990). Findings like these do not rule out the
possibility that the same stable personality traits in a child that undermine the
development of supportive family relationships may also increase the child’s
propensity to abuse substances (Wills et al 1995a).
There are conflicting findings regarding the role that parental control, supervision, and monitoring play in adolescent drug use. On the one hand,
studies suggest that the homes of some abusing adolescents are overly controlling and that the children experience a lack of autonomy (Denton & Kampfe
1994, Webb et al 1991). On the other hand, longitudinal evidence relates abuse
of drugs and smoking by teens to homes with less consistent enforcement of
rules, less parental monitoring of the child’s behavior, fewer parental demands
of the child, and less imposition of structure and organization (Biglan et al
1995, Stice & Barrera 1995). In addition, some parents respond to their teen’s
use of drugs with fewer attempts at control and less support, which may signal
the parents’ acquiescence or sense of helplessness (Stice & Barrera 1995).
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Many of the characteristics of families that are linked to substance abuse
are also linked to adolescent sexual behavior. Teens growing up in single-parent households and those with histories of physical or sexual abuse show an
increased probability of engaging in risky sexual behavior (Cunningham et al
1994, Jemmott & Jemmott 1992). Teens engage in more frequent sexual
activity and more risky sexual behaviors when there is less parental monitoring
and more permissiveness at home (Jemmott & Jemmott 1992, Metzler et al
1994). However, there is also evidence of increased sexual activity among
adolescents whose parents overprotect them and fail to help them to learn to
function independently (Turner et al 1993).

Conclusion
Research findings consistently point to three characteristics of family environments that can undermine the health of children and adolescents: (a) a social
climate that is conflictual and angry or, worse, one that is violent and abusive;
(b) relationships, particularly parent-child relationships, that are unresponsive
and lacking in cohesiveness, warmth, and emotional support; and (c) parenting
that is either overly controlling and dominating on the one hand or uninvolved
with little monitoring of the child and little imposition of rules and structure on
the other hand. These dimensions of a family environment are stressful for
children, and they are associated with depression, maladaptive ways of coping
with negative affect, and health-threatening behaviors in adolescence. The
family characteristics identified as contributors to poor health outcomes in
childhood are often embedded within households characterized by economic
strain and few resources. Evidence suggests that parenting behavior may mediate some of the effects of economic strain (Huston et al 1994); however,
economic strain may mediate the effects of other family characteristics, such
as the number of parents in the home (Gore et al 1992).

THE PEER SOCIAL ENVIRONMENT
Chronic Stress and Mental Health/Distress
Characteristics similar to the factors identified in stressful communities and
families predict chronic stress in the peer and school environments: less adult
attention and stability at school, and more conflict with and less acceptance by
peers. For example, children who show greater cardiovascular reactivity are
more prone to develop respiratory illnesses when they are enrolled in preschools that are unstable and unable to provide individual adult attention (e.g.
those with high teacher-child ratios, high staff turnover, more part-time teachers, etc) (Boyce et al 1995). As highly reactive children in less stable and less
attentive preschools repeatedly respond to social stressors in the environment,
they may build up high allostatic load, which may result in more illnesses.
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Adolescents spontaneously mention interpersonal stressors involving
peers—such as conflicts with friends, feeling lonely or left out of peer groups,
and boyfriend/girlfriend problems—as among the most common and most
distressing problems that they face in daily life (Repetti et al 1996). Being
neglected or rejected by peers has been associated in longitudinal studies with
both increased aggression and depression (Kupersmidt & Patterson 1991). The
complex interactions between the family and peer social environments are
illustrated by research indicating that poor parenting practices often result in
child behavior problems that can, in turn, lead to peer rejection (Patterson et al
1989).

Coping Skills and Resources
As youngsters move from childhood into their teenage years they spend less
time with their families and (especially for girls) more time with peers (Larson
& Richards 1991). Not surprisingly, then, adolescents often turn to their
friends for support, especially when there is turmoil at home (Aseltine et al
1994). The presence of supportive peer relationships is usually associated with
better mental health among children and adolescents, although that association
partly reflects the impact of psychological functioning on the development of
supportive friendships (Hirsch & DuBois 1992). The peer group may facilitate
children’s coping by enhancing self-esteem, perceptions of control, and the
perceived security of social relations (Sandler et al 1989b). Empirical evidence
for the stress-buffering role of peer social support has been mixed. Some
studies suggest that support from friends can provide protection from the
negative impact of stress on children’s psychological adjustment (Dubow &
Tisak 1989), but others do not find evidence of a moderating role of peer
support (Cumsille & Epstein 1994). The effectiveness of peer support is likely
to vary as a function of the stressor with which the adolescent is coping (Gore
& Aseltine 1995).

Health Habits and Behaviors
Adolescents’ beliefs about the prevalence and acceptance of alcohol and drug
use by peers are risk factors for alcohol and drug use, with peer influence
increasing as children age (Bailey & Hubbard 1990, Donaldson 1995). In
addition to passive social pressures exerted by the perceived behavior and
attitudes of peers, social contact with certain individuals may increase the
availability of these substances (Dolcini & Adler 1994). For example, residence in a fraternity or sorority and the adoption of a party-centered lifestyle
are reliable predictors of binge drinking among college students (Wechsler et
al 1995).
Peer social influence affects other behaviors that pose significant threats to
adolescent health. For example, high school students are more likely to engage
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in risky sexual behavior if their friends are sexually active or if they believe
that a majority of their peers have had intercourse (Walter et al 1992). Consistent with data on other risky behaviors, one of the best-known predictors of
adolescent smoking is association with peers who smoke (Biglan et al 1995).
The appeal of smoking may derive, in part, from its function as a social signal
suggesting adult role status and independence from parents (Rowe & Linver
1995).
The influence exerted by peers may be at least partially shaped by the
family social environment. On the one hand, children are more likely to
affiliate with substance-abusing peers if their parents abuse substances or
inadequately supervise their activities (Biglan et al 1995, Wills et al 1994). On
the other hand, the effect of peer drug use is much weaker when parenting is
authoritative (i.e. parents are involved, make demands, and supervise while
demonstrating acceptance and warmth) (Mounts & Steinberg 1995).

Conclusion
The social environments provided at school and by peers affect child and
adolescent health at each point in Figure 2. There is particularly strong evidence for the stressfulness of conflicts and rejection by peers and for the social
influence of peers over several categories of health-threatening behavior. An
important finding is that the effects of the peer social environment must be
understood within the context of the family environment.

ADULT SOCIAL ENVIRONMENT
A broad range of social ties has been examined concerning adult health. These
ties include not only immediate family and other close relatives and friends but
also ties to larger formal and informal groups. An extensive literature documents the range of negative health outcomes that accrue to those whose social
environment is either structurally impoverished (i.e. characterized by fewer
social ties) or functionally impoverished (i.e. characterized by a dearth of
socially supportive interactions with others) (Berkman 1995, Broadhead et al
1983).
Although social ties have generally been seen as serving a health-promoting
role, the social environment can also be a source of increased and potentially
chronic stress, which contributes to increased rather than decreased health
risks; that is, social relationships are characterized by costs as well as benefits.
Such costs can take the form of requests/demands for assistance, criticism, or
other forms of interpersonal conflict (Averill 1982). When such characteristics
predominate in the social environment, they can result in increased risks for
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poor mental and physical health (for discussion and review, see Burg &
Seeman 1994, Seeman et al 1996).

Chronic Stress
The health-promoting effects of the social environment are generally hypothesized to result from the stress-reducing effects of social integration within a
nurturant, supportive milieu (Cohen 1992). Evidence linking social environment characteristics to physiologic stress responses supports this view, pointing to the potential importance of the social environment in the accumulation
of allostatic load.
Although being married has been generally associated with better immune
responses as measured by various parameters of immune reaction (KiecoltGlaser et al 1994), spousal interaction characterized by greater hostility and
conflict has been associated with greater cardiovascular and neuroendocrine
reactivity and lower immune function (Kiecolt-Glaser et al 1994). The stressinducing combination of emotional and physical demands of caring for a sick
spouse has also been related to lowered immune function (e.g. among those
with a spouse with cancer or those who are caring for a spouse with
Alzheimer’s disease) as well as elevated lipids and increased endocrine reactivity (for a review, see Kiecolt-Glaser et al 1994). Ambulatory monitoring of
blood pressure at work and at home indicates that men show a reduction in
blood pressure in the home environment whereas women do not (Unden et al
1991), which may be due to the greater demands of home and child care
frequently assumed by women. Beyond the marital relationship, individuals
reporting lower levels of support from close friends and family also exhibit
higher heart rate and systolic blood pressure (Dressler et al 1986, Unden et al
1991), higher serum cholesterol and lower immune function (Thomas et al
1985), and higher levels of neuroendocrine activity (Seeman et al 1994).
Experimental studies also demonstrate the physiologic impacts of social
interactions. Interpersonal challenge or hostility have been shown to elicit
increased neuroendocrine and cardiovascular activity (Brown & Smith 1992,
Krantz et al 1986). The presence of a friend or supportive confederate, however, generally attenuates cardiovascular reactivity in subjects confronted with
challenging laboratory tasks (for a review, see Seeman & McEwen 1996). By
contrast, the presence of a stranger observing the testing session produces
increased reactivity (Snydersmith & Cacioppo 1992) as does the presence of
others (friends or strangers) who disagree with the subject about some aspect
of the session (Back & Bogdonoff 1964, Gerin et al 1992). Reactivity appears
to be reduced by the presence of even one other person who agrees with the
subject (Back & Bogdonoff 1964, Gerin et al 1992).

432 TAYLOR ET AL

Mental Health/Distress
The positive and negative effects of the social environment on mental health
have been extensively documented (for a review, see George 1989). Greater
social integration, particularly as reflected in the presence of primary ties with
spouse, children, and other kinds of supportive significant others are associated with lower risk of depression (George 1989), while marital disruption—either through bereavement, marriage dissolution, or the cognitive impairment of one’s spouse—is associated with increased risks for psychological
distress (Aseltine & Kessler 1993, Bloom et al 1978, Moritz et al 1989). The
quality of existing relationships, however, appears equally important in predicting mental health outcomes. Relationships that are characterized by criticism, unwelcome advice or conflict, or demands for caregiving have been
associated with increased psychological distress (Kessler et al 1985). Depression and/or negative affect in significant others is also associated with increased depression and psychological distress (Joiner 1994). Even in the absence of overtly negative social interactions, failure of the family or friends to
provide anticipated or expected support can result in increased psychological
distress (Brown & Harris 1989).
Women may be especially vulnerable to the psychological consequences of
nonsupportive interactions with family or friends. Although men and women
both report more supportive than negative social interactions, women report
relatively more negative interactions with nondiscretionary family or kin ties
(Lefler et al 1986, Schuster et al 1990) and appear to be more emotionally
distressed by such negative interactions (Lefler et al 1986, Wethington et al
1987). Men benefit more consistently from greater social integration (House et
al 1988a).

Coping Skills and Resources
Throughout life, one’s family and friends serve as the social context within
which events are appraised and coping strategies are evaluated and initiated
(Cohen 1992). Family and/or friends can affect coping efforts through provision of actual instrumental and/or informational support and can serve as
sources of emotional support (Cohen 1992). Such social resources may be
particularly important in coping with lower-SES environmental demands: The
relationship between lower occupational status and greater psychological vulnerability to life events disappears for lower-status women reporting high
social support (Turner & Noh 1983).
The influence of the family or friends on coping, however, may not always
be health promoting. The assistance provided by family and friends in coping
with illness and/or disability can result in increased dependency and disability
(for reviews, see Seeman et al 1996, Thompson & Sobolew-Shubin 1993) or
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poorer disease control. Diabetic men with larger support networks exhibit
poorer control of their diabetes (e.g. significant increases in glycosylated hemoglobin, cholesterol and triglycerides, glucose and weight; Kaplan & Hartwell 1987) as do teenagers reporting greater satisfaction with their social-support systems (Kaplan et al 1985), possibly because members of the support
network undermine diabetes-related diet behaviors. Studies also document
limits to the effectiveness of social support in promoting better coping. In the
face of severe stressors such as life-threatening disease, even the presence of
close and apparently supportive relationships is not always associated with
reductions in psychological distress or greater physical recovery (Bolger et al
1997, Coyne & Fiske 1992).

Health Habits and Behaviors
The social environment also serves as a source of learning and reinforcement
for attitudes and behaviors that affect health. People who are more socially
integrated exhibit greater preventive health behavior, including less smoking
and drinking (Broman 1992) and more cancer screening (for a review, see
Berkman 1995) and more successful risk reduction efforts such as reducing
dietary fat, exercising, and stopping smoking (Bovbjerg et al 1995, Sallis et al
1989). Supportive family environments have also been related to better adherence in hemodialysis treatment (Christensen et al 1992). However, the social
environments provided by family and friends also carry the potential for encouraging more detrimental health behaviors such as problem drinking (Seeman et al 1988), less successful efforts to quit smoking (Cohen 1992), and as
indicated above, poorer control of diabetes. Family environments can also
present more direct health threats in the form, for example, of second-hand
smoke exposure from living with a smoker (Sandler et al 1989a) and physical
abuse (Mercy & Saltzman 1989).
Evidence linking social environment characteristics to health-care utilization is neither extensive nor consistent. Consultations with family and friends
can result in increased or decreased utilization, depending on the degree to
which their attitudes and behaviors favor such utilization as well as their
ability to provide assistance to facilitate utilization (Geertsen et al 1975, Penning 1995, Sampson 1992).

Conclusion
The characteristics of the social environment that relate most strongly to adult
health outcomes—lack of social integration and poor quality of social relationships—also exhibit links with postulated pathways for these health effects.
Specifically, social relationships characterized by conflict and hostility are
associated not only with increased mental distress but also with increased

434 TAYLOR ET AL

physiologic arousal and lowered immune function, profiles of physiologic
activity with known links to disease pathology (McEwen & Stellar 1993). In
contrast with these health-damaging effects of impoverished social environments, environments characterized by supportive relationships appear to serve
a stress-reducing, health-promoting function, enhancing psychological functioning and reducing physiologic arousal. In addition, the social environment
can impact directly and importantly on health behaviors and health-care utilization.

WORK
The work environment represents an important life arena for adults that contributes to life satisfaction. Controlling for SES and health, those who work
report a higher quality of life than those who do not (Ruchlin & Morris 1991).
Moreover, full-time employment predicts slower declines in perceived health
and in physical functioning for both men and women (Ross & Mirowsky
1995). Nonetheless, adverse characteristics of the work environment have long
been suspected to contribute to ill health. Work stressors are among the most
common and upsetting stressors that people report, and because the majority of
adults work full-time, they may be exposed to the health-compromising effects
of these conditions over the long term.
The work environment may directly affect illness precursors or illness,
including injuries, cancers, and respiratory and cardiovascular disease, by
exposing workers to physical, chemical, and biological hazards (House &
Smith 1985). Because this voluminous literature has not yet implicated psychosocial mechanisms in disease pathology, apart from the fact that such
adverse exposure is strongly linked to SES and race, we do not review it here.

Chronic Stress
Chronic stress is the mechanism most commonly offered to explain the adverse effects of the work environment on health. Work overload is one of the
chief factors studied. Workers who feel required to work too long and too hard
at too many tasks report more stress (e.g. Caplan & Jones 1975), practice
poorer health habits (Sorensen et al 1985), and report more health complaints
than do workers not suffering from overload (Repetti 1993). Work overload
appears to trigger neuroendocrine and cardiovascular reactions that, over time,
can increase the likelihood of cardiovascular disease. Working 40 or more
hours a week is a risk factor for producing babies of low birth weight among
employed women (Peoples-Sheps et al 1991). Work pressure also predicts ill
health. Men reporting high job pressure or demands sought medical attention
more and showed more documented signs of pathology; a follow-up investigation revealed these men were more likely to die in the following decade
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(House et al 1986). Consistently, however, research demonstrates a stronger
relationship between reported work overload and physical health complaints
than between number of hours worked and poor health (e.g. Herzog et al
1991), which raises the possibility that psychological distress or negative
affectivity is implicated in this relation.
Role conflict and role ambiguity have also been tied to illness precursors
and illness (Caplan & Jones 1975). Role conflict occurs when an individual
receives conflicting information about work tasks or standards. Chronically
high blood pressure and elevated pulse have been tied to role conflict and role
ambiguity (French & Caplan 1973).
Responsibility for others may contribute to ill health. For example, a study
comparing illness rates of air-traffic controllers and second-class airmen found
that hypertension was four times more common and diabetes and peptic ulcers
twice as common among the air-traffic controllers than among the airmen,
who did not have responsibility for the fates of others. Moreover, all three
diseases were diagnosed at a younger age among the air-traffic controllers.
Hypertension and ulcers were more common among controllers at busier airports (Cobb 1976).
The perception that one’s career or job development has been inadequate
may also contribute to ill health. People who feel they have been promoted too
quickly or too slowly, who feel insecure about their jobs, and who feel that
their ambitions are thwarted are more likely to report stress, to seek help for
psychological distress, and to show higher rates of illness, especially cardiovascular disease (Catalano et al 1986).
Research has especially focused on the effects of a high-strain work environment defined as one with a high level of demands and a low level of
decision latitude (Karasek & Theorell 1990). Considerable research has supported the hypothesized relation of high work strain to poor health (e.g.
Landsbergis et al 1992). Work strain is significantly negatively associated with
health-related quality of life, including physical functioning, role functioning
related to physical health, vitality, social functioning, and mental health
(Lerner et al 1994). Job strain has been linked to higher fibrinogen levels
among working middle-aged women (Davis et al 1995) and to low birth
weight (Woo 1994). Frankenhaeuser (1991) found that the catecholamine/cortisol balance is different in high- versus low-control situations, with cortisol
levels lower in high-control situations. Not all studies find adverse effects of
high levels of job demands and strain, however (Albright et al 1992), and
studies relating job demands and decision latitude to coronary heart disease
risk factors (cholesterol, smoking, and systolic and diastolic blood pressure)
are inconsistent (Alterman et al 1994, Pieper et al 1989). Nonetheless, research
suggests that the risk that role overload will lead to heart disease may be
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reduced when people are given a high degree of control in the work environment (Karasek & Theorell 1990).
Job uncertainty and unemployment have been associated with a variety of
adverse mental and physical health outcomes, including depression, physical
symptoms, physical illness (Hamilton et al 1990), alcohol abuse (Catalano et al
1993), and a heightened mortality rate (Sorlie & Rogot 1990). The negative
effects of unemployment appear to be generated partly by the financial strain
produced by unemployment and by the fact that unemployment creates vulnerability to other life events. Being unstably employed is also related to poor
health (Pavalko et al 1993, Rushing et al 1992).
Research has focused increasingly not only on work stress but on its interactive effects with the stress induced by other roles, especially into the family.
Much of this work has focused on married women with young children who
are employed and who are chiefly responsible for household and child-care
tasks. Overall, combining marital, parental, and occupational roles does not
appear to significantly affect mortality (Kotler & Wingard 1989). However,
attempting to juggle heavy responsibilities at both work and home reduces the
enjoyment of all tasks (Williams et al 1991). On the other hand, employment
can also be beneficial for women’s well-being (Repetti et al 1989). Whether
the effects of multiple roles are positive or negative appears to depend heavily
on resources available. Having control and flexibility over one’s work, having
a good income, and having someone to help with the housework or child care
all reduce the likelihood that combining multiple roles will produce psychological costs (Lennon & Rosenfield 1992, Rosenfield 1992). Although less
research has been conducted on men, what evidence there is suggests that for
men, multiple roles are protective (Adelmann 1994).

Mental Health/Psychological Distress
Mental health or psychological distress has typically not been examined as a
pathway to poor health in the work environment but has been treated as an
outcome in its own right. This is because psychological distress often translates into outcomes of importance to employers, specifically job dissatisfaction, absenteeism, disability claims, and high rates of turnover. Overall research suggests that the factors that compromise physical health also compromise mental health (for a review, see Taylor 1995). Whether anxiety and
depression generated by job stress constitute a route by which the chronic
stress of the work environment translates into poor health outcomes is unknown.

Coping Skills and Resources
The role of coping strategies in moderating the relation between chronic work
stress and adverse health outcomes is an understudied area. This may be true
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partly because objective work demands are often so powerful that individual
coping strategies have little room in which to operate. In addition, understanding how people cope with job stress may necessitate the examination of
coping strategies specific to a particular job (Dewe & Guest 1990). Nonetheless, active coping strategies have been associated with more effective coping
in a variety of situations (for a review, see Haidt & Rodin 1995), and the
Karasek model of work strain is consistent with such an argument in positing
that the degree to which individuals have decision latitude reduces work strain.
Nonetheless, under conditions of high psychological demands, decision latitude may have negative effects.
Social support has been extensively studied in the work environment, and
its effects are generally beneficial. Social support can have both direct (e.g.
Ganster et al 1986, Loscocco & Spitze 1990) and moderating effects (e.g.
Repetti et al 1989) on reported stress and health problems in the workplace.
Those who report being unable to develop satisfying relationships report more
negative affect at work (Buunk et al 1993) and poorer physical and mental
health (Repetti 1993). Poor social relations at work have been tied directly to
heightened catecholamine levels (Cooper & Marshall 1976), to risk for coronary heart disease (Repetti 1993), and to heightened fibrinogen levels in working women (Davis et al 1995). A study of government workers found that high
workload was related to high blood pressure, but this relationship was attenuated among employees who had supportive relationships with their supervisors
(House 1981). Adverse effects of unemployment also appear to be moderated
by the seeking of social support (Turner et al 1991). Social support may be
especially important for buffering work stress for minority group members
(Gutierres et al 1996).

Health Habits and Behaviors
As noted, health habits are adversely affected by job stress and as such, may
also play a moderating role in the relation between work stress and adverse
health outcomes. People who feel they have more control over work are less
likely to engage in risky health behaviors (Wickrama et al 1995). Substance
abuse in the work environment has been extensively studied. Muntaner et al
(1995) found that after adjusting for SES, alcoholism, and certain work conditions, drug abuse was higher in individuals with high-strain jobs. Job strain
may not lead people to start smoking, but it does appear to lead to heavier
smoking (Green & Johnson 1990). High job dissatisfaction is associated with
heavy drinking, and negative consequences of drinking are associated with the
job characteristics of low autonomy, little use of capacities, and lack of participation in decision making (Greenberg & Grunberg 1995). However, some
research suggests that such abuse may be more related to general feelings of
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powerlessness, alienation, and lack of commitment than to specific job characteristics (Seeman et al 1988). Problem drinking in response to job characteristics may also depend on the degree to which alcohol consumption is
perceived to be a useful means of coping (Greenberg & Grunberg 1995). Most
studies relating job characteristics to health habits are cross-sectional, so it is
difficult to determine whether job strain and health habits may be due to some
third factor, such as emotional distress.

Conclusion
Research links work stress to a broad array of acute diseases, and evidence that
it contributes to chronic disease such as cardiovascular disease, is mounting
(Repetti 1993). The main psychosocial pathway from the work environment to
poor health that has been studied involves chronic stress. Other potential
routes, such as mental health or emotional distress, coping strategies, and
health habits, have been studied not as pathways but as outcomes in their own
right. The research on occupational stress could clearly profit from a consideration of more complex and multiple causal routes in relating chronic stress to
adverse health outcomes.

CONCLUSIONS
Individual experiences and behaviors predictive of health outcomes are nested
within geographic, social, developmental, and economic environments. The
initial context for this observation is the recognition that social class and race
are related to all-cause mortality and morbidity associated with a wide range of
disorders. Those in the lower ends of the social class distribution and AfricanAmericans disproportionately live in high-stress communities, occupy jobs
characterized by high demands and low control, and live in family and social
environments where they are disproportionately exposed to violence, conflict,
and abuse. The type of community in which one lives and the demands of the
work environment feed into the family environment and the kinds of social ties
external to the family that may be developed. Thus, social environments influence health in a complex and interactive fashion.
The health effects of individual characteristics such as hostility, or the
health effects of a family environment characteristic such as a high level of
conflict, must be understood within the larger environments in which these
behaviors are learned and expressed. At the very least, such an analysis should
alert the psychologist to the potential risks of “psychologizing” or “biologizing” health-predictive variables without considering the contexts in which they
occur. For example, recent empirical studies identifying a genetic component
to the perception of social support (Kendler et al 1991) and suggesting that
social support is partly a function of individual dispositions in personality
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(Cohen et al 1986) must be balanced by the recognition that environments play
an important role in fostering or undermining the ability to create social ties.
Psychosocial predictors of health outcomes do not occur and should not be
studied in an economic, racial, developmental, and social vacuum. With respect to interventions, the implications of such a viewpoint are complex. On
the one hand, considering multiple levels of analysis simultaneously suggests
multiple intervention points ranging from the individual through the family to
the community. On the other hand, any intervention focus must acknowledge
the interrelatedness of these environments and the fact that change induced at
one level may have modest long-term effects, if corresponding changes do not
occur at other levels.
Substantial evidence relates characteristics of environments to health-relevant outcomes, including all-cause mortality and a wide range of chronic
diseases. Manifold pathways, reviewed above, have been implicated, including
the exposure of individuals to chronic stress and the increased allostatic load
that may result, the creation of chronic or intermittent emotional distress, the
development or use of ineffective coping strategies and the inability to form
and make use of social ties, and the acquisition and practice of health habits
that are dependent upon environmental factors that limit personal and social
resources. Empirically, the links from environmental characteristics to chronic
stress to identifiable biological endpoints have most commonly been made.
Pathways involving the other routes are less well studied, and more complex
concatenations of these pathways, as suggested by Figure 2, have barely been
studied at all. Each of the environments studied provides suggestive evidence
about likely pathways that may guide research in the future.
At the outset, we asked “What is an unhealthy environment and how does it
get under the skin?” Answering such a question definitively is currently beyond the scope of any review, because much of the research one would like to
see has not yet been conducted. Nonetheless, despite the gaps in the literature,
the beginning of an answer is emerging. Consistently across the environments
examined—community, family, work, and peers—those that threaten personal
safety; that limit the ability to develop social ties; or that are characterized by
conflictual, violent, or abusive interpersonal relationships are related to a
broad array of adverse health outcomes. These effects appear to occur across
the lifespan, beginning prenatally and carrying through into old age. Likewise,
a picture of the healthy environment is coming into view. Environments are
healthy to the degree that they provide safety and opportunities for social
integration. In addition, the ability to experience a sense of personal control
may be important, within certain parameters.
People have evolved as social animals and as such appear to be sensitively
“tuned in” to others in the social world. Therefore, it should not be surprising
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that the social environment has such potential to affect physiology, both positively and negatively. Evidence continues to accumulate that throughout the
lifespan, the structure and quality of social interactions have profound effects
on psychological, behavioral, and physiologic functioning, and ultimately on
our health and well-being.
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