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INTRODUCTION 

The construct of cardiovascular reactivity (CVR) occupies a 
central place in both the history and current state of behavioral 
medicine research. Early theories identified transitory, stress- 
induced increases in heart rate, blood pressure, and other param- 
eters as pathophysiologic mechanisms through which negative 
emotions, stressful life circumstances, and maladaptive social 
relations caused cardiovascular disease (1,2). Since that time, 
well-developed models of the potential role of CVR in the 
development of essential hypertension (EH) and coronary heart 
disease (CHD) have been proposed (e.g. 3,4). A large body of 
research has accumulated (5,6), and the methodology for examin- 
ing the issue continues to be refined (7,8). 

Although some studies have not supported the hypothesized 
role of CVR (9,10), a variety of recent studies are consistent with 
this general model (1 I). For example, CVR to laboratory stressors 
has been found to predict later EH (12). Also, in both cross- 
sectional and prospective designs, CVR in response to laboratory 
stressors has been found to predict more severe atherosclerosis 
(13,14). Similarly, exaggerated CVR to mental stress has been 
found to be associated with coronary artery disease among 
asymptomatic persons at high familial risk of CHD (15). Among 
patients with CHD, those who display the most pronounced CVR 
in response to laboratory mental stressors also display the greatest 
amount of myocardial ischemia during daily activities (16). 
Finally, some evidence suggests that heightened CVR predicts 
recurrent cardiovascular morbidity among survivors of myocardial 
infarction (17). Thus, CVR has been found to have predicted 
associations with the development, manifestations, and course of 
cardiovascular disease (CVD). 

Social processes have long been recognized as potentially 
important influences on CVR (18,19). Yet, until recently, social 
factors have not been a major focus of research on the construct. A 
largely non-social psychophysiology of CVR has been accumu- 
lated during much of the recent history of research on the topic 
(20). Although this work produced important advances in our 
understanding of the nature and consequences of CVR (21), the 
construct was, for the most part, studied without explicit attention 
to the social determinants of cardiovascular response. The collec- 
tion of papers in this special issue reflect the range of work 
currently underway on the social psychophysiology of CVR. They 
illustrate the promise, unique challenges, and products of recent 
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efforts to study the cardiovascular stress response in its interper- 
sonal context. 

TWO ROLES OF CARDIOVASCULAR REACTIVITY 

Despite the use of an identical term, the literature on CVR 
actually refers to two very different roles for this construct in the 
development of CVD. Social factors are potentially quite impor- 
tant in both uses of the term. In the first role, CVR refers to a stable 
individual difference variable. In response to stressful or challeng- 
ing stimuli, some individuals (i.e. "hot reactors") display large 
increases in heart rate (HR), blood pressure (BP), and other 
parameters, whereas others display smaller changes. This indi- 
vidual difference is presumed to be stable across time and 
situations, resulting in differing prevailing levels of cardiovascular 
arousal during daily life and/or differing degrees of CVR in 
response to daily stressors. This individual difference is further 
assumed to place people at corresponding risk for the development 
of CVD (22). In this model, CVR itself could influence the 
development of EH or CHD, or a third variable associated with 
individual differences in CVR could contribute to disease. 

In the second role, CVR is hypothesized to mediate the effects 
of other psychosocial risk factors on CVD. For example, chronic 
hostility is hypothesized to contribute to the development of 
CHD--at  least in part through the intervening effects of heightened 
CVR in response to interpersonal stresses and strains (23,24). 
Similarly, CVR has been suggested as one potential mechanism 
linking social isolation and job stress with subsequent CVD 
(25,26). Thus, regardless of a person's standing on the stable 
individual difference of CVR, hostility, social isolation, job stress, 
and other psychosocial risk factors are presumed to influence 
disease through their effects on CVR. 

Social processes are relevant to the individual difference 
approach to CVR in at least two ways. First, assessments of CVR 
as an individual difference have generally relied on tasks that do 
not have an explicit interpersonal component, such as mental 
arithmetic, signaled reaction time, or the cold pressor. Although 
recent applications of psychometric theory to the assessment of 
this individual difference have produced improved estimates of the 
reliability of such assessments through the use of multiple stressors 
(27,28), even the more sophisticated protocols rely heavily on 
non-social tasks. One possible limitation of this approach is that 
responses to these non-social tasks are modestly correlated with 
responses to interpersonal stressors (29,30). Yet, an individual's 
experience of daily stress is largely determined by interpersonal 
events (31). Thus, traditional approaches to the assessment of CVR 
do not sample directly the most central aspect of the daily 
experience of stress. This lack of correspondence between the 
laboratory challenges and those experiences most important to 
daily stress is likely to weaken the association between laboratory- 
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based estimates of individual differences in CVR and the prevail- 
ing states or recurring responses during daily life. Ultimately, this 
potential limitation would undermine the predictive utility of CVR 
in studies of CVD. 

A second way in which interpersonal factors might impact the 
assessment of individual differences in CVR is through the 
influence of social psychological features of reactivity testing. 
Even in protocols using non-social stressors, the social context of 
the testing situation is likely to influence the magnitude of 
responses (32). For example, evaluation apprehension is a central 
concern for subjects participating in laboratory experiments (33,34), 
and this social motive has a substantial effect on CVR (35,36). If 
these social psychologic "artifacts" in reactivity testing vary 
across tasks, time, or laboratories-----or between the laboratory 
situation and real life--then the predictive utility of the construct 
will be undermined. 

Social psychologic concerns are even more obviously relevant 
to models of CVR in which this construct is hypothesized to 
mediate the effects of psychosocial risk factors on disease. 
Epidemiologic research has identified a set of risk factors for CVD, 
the most well-established of which have clear interpersonal 
components (e.g. hostility [37], social isolation [38], and job stress 
[39]). Other promising risk factors supported by less comprehen- 
sive literature also have an explicitly interpersonal focus, such as 
social dominance (40-42). For some more recently identified risk 
factors, other research indicates that interpersonal factors might be 
important. For example, depression seems to confer increased risk 
of initial and recurrent cardiac events (43,44), and perturbed 
interpersonal relations are both a cause and a consequence of 
depressive conditions (45,46). 

If  risk factors such as hostility and social isolation exert their 
effects on disease through the pathway of CVR, then these 
iffterpersonal processes must be modeled to evaluate their hypoth- 
esized effects on cardiovascular response. Simple exposure to 
traditional laboratory tasks is not well-suited to this avenue of 
research. One example of this issue is the observation that 
individual differences in anger and hostility are not generally 
related to CVR in response to non-social stressors but are related to 
CVR in response to social stressors such as provocation (47,48). A 
variety of social stressors have been used in studying CVR, 
including interviews (49), public speaking (50), and marital or 
family interactions (51,52). However, such tasks are complex and 
include many potential determinants of the magnitude and pattern 
of cardiovascular response, such as evaluation apprehension, 
challenge, and even the simple metabolic demands of speech. As a 
result, determination of the interpersonal influences on CVR 
requires more precise controls of extraneous factors and specific 
manipulations of social variables. This type of social psychophysi- 
ologic research (20,53) on CVR has been expanding in recent 
years, and as a result, we have learned a great deal about the 
interpersonal determinants of cardiovascular response. However, 
much remains to be done. 

OVERVIEW OF THE SPECIAL ISSUE 
The papers in this volume illustrate much of the recent work 

on the social psychophysiology of CVR. Social isolation is one of 
the most clearly established and robust of the psychosocial risk 
factors for CVD. Not surprisingly, it has also been the focus of a 
great deal of the research on social determinants of CVR. Kamarck 
and his colleagues (54) review this literature, with an emphasis on 
procedural and methodologic factors that seem to influence the 
effects of social support on CVR in the laboratory. They also 

discuss the emerging ambulatory technology for examining the 
association of social factors with cardiovascular responses in the 
natural environment. In a second review of the social support and 
CVR literature, Lepore (55) emphasizes the importance of cogni- 
tive and emotional mediators and the role of individual differences 
as moderators of the effects of support on CVR. 

Nilsen and Vrana (56) report an experiment demonstrating 
that the effect on CVR of a basic social contextual variable-- 
touch--is determined by the socially-defined meaning of touch. 
Wright and his colleagues (57) examine a second basic aspect of 
the social context of CVR--social evaluation in the form of an 
audience. This experiment illustrates the utility of Wright's (58) 
theoretical model of the determinants of task engagement and 
motivational arousal in clarifying the social determinants of 
cardiovascular response. In a second study based on Wright's 
conceptualization (58), Brown et al. (59) report that perceptions of 
spouse dominance moderate CVR during marital interaction. This 
study also illustrates the value of concepts and methods from 
interpersonal psychology (60) in efforts to understand the social 
psychophysiology of cardiovascular response, as well as the 
potential value of examining on-going relationships. 

Papers by Larkin and his colleagues (61) and Waldstein et al. 
(62) illustrate the use of role-played social interactions in studies of 
CVR. They argue that this paradigm uses ecologically valid stimuli 
to evoke reactivity and permits the simultaneous assessment of 
social cognition and behavior for a more comprehensive descrip- 
tion of the social context. Linden et al. (63) present data suggesting 
that social stressors might have greater predictive utility than 
traditional non-social tasks. Social stressors seem to offer better 
prediction of  ambulatory blood pressure and provoke larger 
cortisol responses. Christenfeld and his colleagues (64) raise 
cautions about the individual difference view of CVR by illustrat- 
ing the limited consistency of CVR across even minor variations in 
the setting of assessment and caution against simplistic conclu- 
sions about the mediating mechanism view of the reactivity 
hypothesis by demonstrating that subtle variations in procedure 
can alter the impact of social support. Brosschot and Thayer (65) 
offer an alternative to the prevailing social psychophysiologic view 
of the role of anger, hostility, and exaggerated reactivity in CVD. 
They argue that the inhibition of aroused anger is more common in 
daily life than is its expression and that anger inhibition might 
influence disease via parasympathetic mechanisms (i.e. vagal 
inhibition) and delayed cardiovascular recovery. Finally, Carroll 
and Sheffield (66) discuss the papers in this volume in light of the 
literature on the broader social circumstances (e.g. low socioeco- 
nomic status) that confer risk of CVD. 

Although this set of papers by no means provides exhaustive 
coverage of  current research on the social psychophysiology of  
cardiovascular response, it does illustrate the range of approaches 
in current use. It also provides a detailed guide to the conceptual 
and methodologic difficulties inherent in such research and demon- 
strates that the more social perspective of the recent work is 
bearing fruit. One of the founding notions of behavioral medicine 
is that disease is best understood through consideration of interact- 
ing biologic, psychologic, and social factors (67,68). Biologic and 
psychologic aspects of CVR have been the major focus of research 
on this topic for 30 years. The papers included in this issue reflect a 
concerted effort to broaden understanding of CVR by placing it in a 
social context. 
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