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There are many definitions of self-regulation, especially conceptual-
ized as a developmental phenomenon (Brandtstadter & Renner, 1990:;
Heckhausen & Schulz, 1995; Lachman & Burack, 1993), but most theo-
ries mention three basic components: mood regulation (with a particular
emphasis on the regulation of negative affect), planfulness or impulse
control, and control beliefs (as well as actual control; Heckhausen &
Schulz, 1995).. Although comprehensive theories of self-regulation (e.g.,
Carver & Scheier, 1982, 1998, 1999) suggest that there may be more to
self-regulation than this group of concepts, much of what is meant by
the term self-regulation is captured by this trio of individual difference
concepts. In many senses, self-regulation is a broad type of personality
characteristic, as Bandura (1999) has argued for many years. Moreover,
like personality dimensions, people display individual differences in self-
regulation in the ways it is manifested and how it functions within their
lives. In this chapter, we will first define self-regulation via the three basic
personality components we have mentioned. Second, we will discuss how
changes in these constituents can influence changes in self-regulatory
behavior with an important impact on physical health. Third and last, we
will tie these themes to social structure and aging, describing how social
or societal factors may impact self-regulation change, which in turn could
potentially change self-regulation and even physical health and mortality
further down the line.

A previous version of this paper was presented at the Penn State Gerontology Center
Conference on Social Structures, Aging, and Self-Regulation in the Elderly, October 4-5,
2004, Penn State University, State College, PA.
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SELF-REGULATION AS AN EMERGENT CONSTRUCT
FORMED BY PERSONALITY

As mentioned above, we believe three broadly-construed personality
dimensions are particularly salient for self-regulation: mood regulation,
impulse control, and control beliefs. We contend that these three combine
to form self-regulation as an emergent construct (also known as a “forma-
tive” construct; Bollen & Lennox, 1991; Edwards & Bagozzi, 2000). In an
emergent construct, the defining constructs are distinct, but together they
have emergent properties. This definition contrasts with the better-known
concept of the latent construct (e.g., the common factor model), which
assumes the latent variable causes the observed variables that are used to
measure it. However, the personality variables that we believe play a major
role in defining self-regulation are distinct constructs in and of them-
selves; they are not manifestations of an underlying causal, latent variable.
Nevertheless, they may be brought together into a common composite or
“formative” construct that is integrative in nature (Bollen & Lennox, 1991;
Edwards & Bagozzi, 2000).

Mood regulation, the first of these three constructs, refers to a per-
son’s ability to govern mood over a period of time (Gross, 1999; Larsen,
2000). Recent theory has suggested that moods fluctuate around a set
_.point (Headey & Wearing, 1989), and that people vary in their capacity
to bring their moods back to this set point (Eid & Diener, 1999). Some
people are highly variable around their set point, while others exert a
greater degree of control over their moods. While not synonymous with
mood regulation, individual differences in the personality trait neuroti-
cism vary with individual differences in within-person mood variability
(Eid & Diener, 1999; Larsen, 2000). People high in trait neuroticism
tend to show greater fluctuations around their set point over short peri-
ods of time (Bolger & Schilling, 1991). They are more variable in their
moods, leading some to label this trait “emotional stability” (Goldberg,
1992) or “emotionality” (Eysenck & Eysenck, 1968). We believe these
~ forms of mood regulation should be a major constituent of any self-
regulation construct.

The second aspect of self-regulation is planfulness. Better regulation
implies an ability to control one’s impulses and live life in a more organized
and planful manner (Roberts & Bogg, 2004). Less planfulness is likely to
result in worse health because precautions or preventive steps to maintain
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or improve health were not taken, or due to blind impulse-gratification
resulting in exposure to grave health risks (e.g., sexually-transmitted dis-
eases or fatal accidents). In fact, the personality trait conscientiousness
encompasses many of the planfulness elements of self-regulation. Indeed,
prior research has indicated that people low in personality trait conscien-
tiousness and other forms of unplanfulness engage in more risky health
behaviors such as drug and alcohol abuse (Caspi et al., 1997) and have
higher rates of mortality (Friedman et al., 1993) than those higher in the
trait. Planfulness and more effective and organized life management are
all key aspects of self-regulation, which in turn lead to less risk-taking
and better health behaviors, creating better physical and mental health and
lower mortality over the lifespan.

The third and last set of defining variables for our emergent self-regula-
tion construct is control beliefs. Some people believe. they can influence
evénts in their lives, giving rise to a sense of mastery and efficacy and the
belief that one can achieve goals, including health goals. Others feel less
control over their lives and events in their lives, producing the belief that
they cannot do much to change the course of their lives or their health
(Lachman, Ziff, & Spiro, 1994; Perrig-Chiello, Perrig, & Stahelin, 1999).
Control and the sense of mastery it confers is an integral part of develop-
mental regulation (Brandtstadter & Renner, 1990; Heckhausen & Schulz,
1995; Lachman & Burack, 1993). It indexes one of the cognitive elements
of self-regulation in that it taps into people’s belief systems and provides

‘a window into an important aspect of how people think about and manage
(and consciously regulate) their lives.

Each of these three constructs (mood regulation, planfulness, and
control beliefs) are well understood, and there is a large nomological
net connecting them with other variables (Contrada, Cather, & O’Leary,
1999). Despite this, researchers do not think of the three as connected
to one other within a common conceptual structure. The overarching
concept of self-regulation, however, provides a broad conceptual struc-
ture that allows this trio of empirically and theoretically distinct con-
structs to be understood together within a framework that has important
consequences for behavior. That said, for most of the remainder of this
chapter we will focus mainly on only one of the three, mood regulation
(often operationalized as neuroticism). We will describe how it influ-
ences self-regulation as well as downstream outcomes such as health
and mortality. |
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MOOD REGULATION AND STRESS REACTIVITY:
AN ISSUE OF SELF-REGULATION

It is well known that high neuroticism is associated with higher levels of '

negative affect in general. However, neuroticism is also associated with
greatly elevated negative affect during specific types of situations, such as
stressful conditions (e.g., during a fight with one’s spouse or boss). The
tendency of people who are high in neuroticism to react to stressful situa-
tions with high negative affect is called the stress reactivity effect (Bolger &
Schilling, 1991; Suls, 2001), and is perhaps the central concept in under-
standing individual differences in mood regulation. When people high in
neuroticism encounter stressful events, they tend to experience them as
more aversive and react with much higher levels of negative affect than
those low in this trait (Bolger & Schilling, 1991; Bolger & Zuckerman,
1995; David & Suls, 1999; Gunthert, Cohen, & Armeli, 1999). Suls (2001)
calls this process “hyperreactivity,” or a large change in negative affect in
response to a stressor (Suls, Green, & Hillis, 1998).

The theoretical underpinnings of this hyperreactivity are fourfold
(Mroczek & Almeida, 2004), and each one of the four sheds light on why
the effect is fundamentally an issue of self-regulation. First, persons high

in neuroticism report larger numbers of stressful events in their lives,

implying greater exposure to stress or to the creation of stressful situa-
tions (Bolger & Zuckerman, 1995; Ormel & Wohlfarth, 1991). Optimal
self-regulation requires an ability to identify and avoid situations that may
elevate negative affect, and persons high in neuroticism may lack this
particular regulatory ability.

Second, persons high in neuroticism are more likely to appraise stress-
ors as threats instead of as challenges, increasing the probability of expe-

riencing negative affect as a response to stressful life events (Lazarus & -

Folkman, 1984; Suls, 2001). During the appraisal process, persons high
in neuroticism also tend to focus more on the negative features of stress-
ful events than people low in neuroticism (Hemenover, 2001). Optimal
self-regulation demands healthy appraisal of the events that occur in our
lives. If we see everything as a threat, we run the risk of activating threat-

response systems, such as Gray’s (1991) fight-or-flight response, when "
they are not necessary. Such over-activation of threat response systems -

not only results in elevated negative affect or distress when there is no
need; but also prolongs their physiological consequences, such as elevated




Social Influences on Adult Personality, Self-Regulation, and Health / 73

levels of stress hormones (e.g., cortisol) and immune system parameters
(e.g., interleukin-6). Chronic levels of these hormones indicate dysregula-
tion, and can ultimately cause both cardiovascular and neurological dam-
age (Kendler, Thornton, & Gardner, 2001; Wilson, Bienas, Mendes de
Leon, Evans, & Bennett, 2003; Wilson, Mendes de Leon, Bienas, Evans, &
Bennett, 2004). This physical dysregulation is a consequence of psycho-
logical dysregulation.

Third, after a stressful event has occurred, persons high in neuroticism
are more likely to remember events as more stressful or traumatic than
people low in neuroticism. In essence, they encode life events differently
(Larsen, 1990). Again, we believe this a type of regulatory failure. Healthy,
optimal self-regulation demands that individuals have a realistic view of
events that is not overly negative. If [ looked back on any event in my life
and focused on only the bad things that happened, discarding the good,
then my memories would likely provoke unnecessary feelings of nega-
tive affect. Again, this represents an inability (or compromised ability) to
maintain a healthy balance of negative to positive or neutral affect. Such
imbalance implies dysregulation.

Fourth and last, persons high in neuroticism may employ less produc-
tive coping strategies, especially emotion-focused coping (Bolger, 1990;
David & Suls, 1999), or utilize strategies that dre unproductive (Bolger &
Zuckerman, 1995). Suboptimal coping is again a problem of seif-regula-

“tion, and results in prolonged experiences of negative affect, as opposed to

re-regulation back to a state of lessened negative affect.

In each of these four underpinnings of the stress reactivity effect, the
end result is elevated negative affect or prolonged periods of heightened
negative affect, as well as potential elevations of dangerous stress hor-
mones. Stress reactivity is in many ways an inability (or lessened ability)
to re-regulate back to a more optimal emotional state. This is bad enough if
it occurs frequently. However, what are the consequences if negative affect
is repeatedly activated over long periods of time? What are the poten-
tial effects of an inability to self-regulate with respect to negative affect?
Kendler et al. (2001) and Wilson et al. (2003, 2004) have hypothesized that
neuroticism, and the constant elevated levels of negative affect that accom-
pany that trait over periods of many years or decades, leads to a negative
emotion “hair trigger” in older adulthood. They suggest that as people
high in neuroticism grow older, they become more susceptible to elevated
negative affect. Indeed, neuroticism and prolonged negative affect have
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been linked to dysregulation of the hypothalamic-pituitary-adrenal stress
“axis (HPA) (Kendler et al., 2001).

KINDLING EFFECTS: A SELF-REGULATORY FAILURE

Many studies, including some of our own, have shown that negative affect
is lower in older than younger adults (Carstensen, Pasupathi, Mayr, &
Nesselroade, 2000; Mroczek, 2001; Mroczek & Almeida, 2004; Mroczek &
Kolarz, 1998). More importantly, longitudinal studies using growth-curve
models have documented that negative affect declines as we age (Charles,
Reynolds, & Gatz, 2001; Griffin, Mroczek, & Spiro, in press). Yet, little is
known about older adults who are high in neuroticism. What do their levels
of negative affect look like? We mentioned earlier that adults who are high in
neuroticism might grow more susceptible to elevated negative affect as they
grow older (Kendler et al., 2001; Wilson et al., 2003, 2004). The repeated
activation of negative affect over a lifetime may increase reactivity by older
adulthood. Repetition of negative affect activation; rather than causing habit-
uation, may lead to its opposite, sensitization. Heightened sensitivity in tarn
‘may lead to easier activation of negative affect when a person encounters
stressful stimuli. In other words, super-heightened stress reactivity (and con-
comitant elevated negative affect) may come to characterize people with
“ high neuroticism as they age as a consequence of frequent activation. A
. lifetime of repeated activations, perhaps of the neural systems that mediate
negative affect, may lead to a “hair trigger” in which states of elevated nega-
tive affect are prompted by relatively weak stimuli.

These heightened sensitivities are called kindling effects. Kindling
occurs when repeated exposure to some stimulus causes sensitization
(Gilbert, 1994; Kendler et al., 2001; van der Kolk, 1996, 1997; Woolf &
Costigan, 1999). Kindling effects have been observed with respect to
chronic pain, drug abuse, epilepsy, traumatic stress, anxiety, and depressive
episodes. For example, major depressive episodes are frequently triggered
by stressful life events (among those who are predisposed to major depres-
sion, of course). However, after repeated depressive episodes, the likeli-
hood increases that these people will spontaneously slip into a depressive
episode without the trigger of a stressful life event (Kendler et al., 2001).
An individual in a kindled state is also more sensitive t0 triggering stimuli;
depression is more likely to be triggered when a stressful life event takes
place. In other words, the stimulus threshold becomes lower. Similarly,
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kindling effects occur in chronic pain. Many people become nfore sensi-
tive to pain rather than developing tolerance over the long term (Woolf &
Costigan, 1999). Kindling is a relatively permanent state of heightened
susceptibility (Gilbert, 1994), brought on by past experience.

Some contend that kindling effects are a result of neuroplasticity,
the ability of groupings of neurons to change and realign themselves in
response to repeated exposure to stimuli (Gilbert, 1994; van der Kolk,
1997; Wilson et al., 2003; Woolf & Costigan, 1999). Neural networks that
govern some processes (the sensation of pain, an epileptic seizure, feel-
ings of depression, or negative affect) can themselves become molded by
stimuli, causing these networks to become even more sensitive to stimuli
and to sometimes even react spontaneously (van der Kolk, 1996, 1997;
Woolf & Costigan, 1999). We suggest that persons high in neuroticism
may become similarly molded over time, resulting in hypersensitivity to
stress. Thus, older adults who have been high in neuroticism over their life
course should display greater reactivity to stress in older adulthood when
the opposite would be more beneficial to their health.

We do have some evidence consistent with this perspective. The 3-way
moderator effect shown in Figure 3.1 lends support to the aforementioned
perspective. These data are from 1,012 adults (54.5% women, 45.5% men)
who are participants in the National Study of Daily Experiences (NSDE;
Almeida, 2005; Almeida, Wethingion, & Kessler, 2002; Mroczek &

"Almeida, 2004), one of the few daily experience studies that is national in
scope. NSDE respondents completed a questionnaire about daily events,
stressors, and affect for eight consecutive days, and these data were ana-
lyzed using multilevel models. Figure 3.1 illustrates that older adults
high in neuroticism are more reactive to stress than any other group. On
stressor days (days when any of seven broad stressful events may have
occurred), daily negative affect is extremely elevated among older adults
with high neuroticism. Interestingly, older adults with low neuroticism
display levels of negative affect much lower than their younger or midiife
‘counterparts low in neuroticism. This may indicate that older adults who
are low in neuroticism may do a better job of regulating their moods, or

at least their negative affect, than any other age group. Better emotion

regulation may be a benefit of older adults who are lucky to have low
neuroticism. Yet, older adults who are high in neuroticism have the bad
fortune of poorer control or regulation of their negative. affect, at least
when stress occurs. ' |
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FIGURE 3.1 The stress reactivity effect for older, midlife, and younger
adults: Neuroticism and age group moderate the association between daily -
stress and daily negative affect.

The heightened reactivity among older adults with high neuroticism
is consistent with the kindling hypothesis (van der Kolk, 1996, 1997,
Woolf & Costigan, 1999). A lifetime of frequent activation of the neu-
ral pathways associated with negative affect may bring about such sen-
sitization, causing increased susceptibility. to stimuli, including daily
stress, that produce negative affect. In essence, the excessive activation
of negative affect systems that plagues people high in neuroticism may,
over years and decades, make the regulation of negative affect even more
problematic. The difficulties in controlling negative affect are one of the
key self-regulation problems for people high in neuroticism that may
become worse over time. We do not know that this is exactly what under-
lies the effect in Figure 3.1, but it is one plausible explanation, backed up
by recent work in several disciplines on kindling effects.

Tying the kindling hypothesis to the theme of social structure, we.can
easily imagine people who are high in neuroticism and are exposed to
excessive amounts of stress due to social circumstances. For example,
there are surely people who were born both high in dispositional neuroti-
cism and to low socioeconomic status. The stressors of poverty combined




with a proclivity toward stress reactivity would presumably put such indi-
viduals at a much higher risk for the development of kindling effects and
hyperreactivity.

THE HEALTH CONSEQUENCES OF POOR
REGULATION OF NEGATIVE AFFECT

It is clear that hypersensitivity to stressful stimuli takes away from the
quality of one’s life and very likely has implications for mental health.
However, there is emerging evidence that such deficits in mood regula-
tion have consequences for physical health as well. Many studies have
documented that acute and chronic stressors can elicit cortisol elevation
(Dickerson & Kemeny, 2004). Experiencing stress increases corticotrophin-
release hormone, activates the HPA-axis, and promotes secretion of gluco-
corticoids (e.g., cortisol} into blood circulation. Persistent elevated levels
of cortisol or non-response of cortisol levels to challenge (blunted sensi-
tivity) are symptomatic of general poor physical health, especially wear
and tear on the HPA-axis (Kiecolt-Glaser & Glaser, 1986). Such blunted
sensitivity is, in essence, a failure of physical self-regulation brought on by
a failure of psychological self-regulation.

Moreover, an elevated level of glucocorticoids in general blood cir-
culation is associated with heart disease and hippocampal cell death,
including hippocampal atrophy (Seeman, Singer, McEwen, Horwitz, &
Rowe, 1997). Thus, persons who are more effective at managing stress
may show less heart disease and hippocampal atrophy than those who
have self-regulatory difficulties with respect to stress management {e.g,
those high in neuroticism). Self-regulation should moderate the effect
of stress on the development of such physical problems as heart disease
and hippocampal atrophy, ultim'ately influencing downstream variables
such as mortality. Indeed, recent studies have provided evidence that is
consistent with this view. Wilson et al. (2004) documented that high neu-
roticism in a sample of older adults was associated with a higher risk of
mortality, and even earlier mortality, which had been previously linked
to other personality traits such as low conscientiousness. These findings
highlight the potential damage to physical health that self-regulatory
problems can bring about, especially those that are due to personality
traits such as high neuroticism and its associated difficulties in managing
stress.
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CHANGE IN HEALTH RISKS AS A FUNCTION )
OF CHANGE IN PERSONALITY

Thus far, we have painted a pessimistic picture of problematic self-regulation.
We have conjured up images of persons high in neuroticism experiencing
difficulty in regulating their moods in response to stress, maximizing neg-
ative affect, in turn leading to widespread physical damage in their brains
and arteries, culminating in an earlier death. This is perhaps too bleak a
picture, considering the evidence that neuroticism can change as we age.
If neuroticism changes over time for a given person, it is possible that the
health risks associated with high levels of this trait (and perhaps other
traits) also change across that person’s lifespan.

The debate over change in personality and psychological well-being
has quietly evolved over the past several years (Caspi & Roberts, 1999;
" Roberts & DelVecchio, 2000; Roberts & Wood, in press). The old question
of whether or not personality traits are stable has given way to the more
subtle perspective that change is an individual difference variable in and of
itself (Mroczek & Spiro, 2003a, 2003b). Some people are stable, whereas |
others change in varying degrees. Recent studies have documented individ-
. ual differences in rate of change for numerous personality traits (Helson,
Jones, & Kwan, 2002; Jones & Meredith, 1996; Jones, Livson, & Peskin,
2003; Mroczek & Spiro, 2003a, 2003b; Mroczek, Spiro, & Almeida, 2003;
Small, Hertzog, Hultsch, & Dixon, 2003). These are illustrations of the
lifespan developmental tenet of plasticity (Baltes, 1987; Roberts, 1997;
Roberts & Wood, in press), which states that developmental constructs
remain somewhat malleable throughout the lifespan. Roberts (1997) has
argued that personality is an “open system” that remains sensitive to con-
textual life experiences and socialization processes through the lifespan.

With respect to neuroticism, these studies have generally found that
this trait declines in general (across people) as we age, but that there are
considerable individual differences around the overall trajectory. Thus,
some people go down faster than others, some track the sample trajec-
tory, some remain stable, and still others may see a rise in neuroticism
over time. There is a range of change, and it likely has implications for
health risk. For example, a person at age 40 who is one standard devia-
tion above the mean on neuroticism has some quantifiable risk for dying
younger than someone at the mean of neuroticism, based on the Wilson
et al. (2004) study. However, as in most epidemioldgical studies of risk
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factors, Wilson’s study used neuroticism as assessed at one point in time.
If high neuroticism is associated with higher risk of mortality several years
down the road, then what happens to the risk when someone increases or
decreases on this trait? Does risk of dying at a given age rise or fall as level
of neuroticism changes? We can ask the same question of other findings in
the area of personality and mortality. For instance, Friedman et al. (1993)
found that lower conscientiousness measured early in life predicted later
mortality. Surely, some individuals will remain stable and low in conscien-
tiousness over periods of many years, and these people will remain at high
risk for early mortality, but does that risk fall if a person increases on con-
scientiousness? There is a general (mean-level) decline in neuroticism and
a general increase in conscientiousness as people age (Roberts & Walton,
2004). However, imagine the aforementioned person who was a standard
deviation above the mean at age 40 experiences a decrease in neuroti-
cism greater than the norm (via psychotherapy or some other intervention)
and by age 50 is at the mean level. We may infer that with such a con-
siderable drop in neuroticism, this person’s risk of early mortality would
drop as well.

This may not be the case if the physical damage (e.g., hippocampal atro-
phy) done prior to age 40 is extensive enough to keep the risk of an earlier
death high even after a substantial drop in neuroticism. However, there is
reason to believe that such changes can have a significant impact on health
risk. As an analogy, consider high LDL cholesterol and the increased risk
of suffering from some event, such as having a heart attack or dying from
cardiac failure. LDL cholesterol can drop, like neuroticism, especially
with intervention. One’s risk of a heart attack declines as the risk factor
declines. Getting your LDL back into a specified safe range brings the risk
of the adverse health event back to the norm. Just as changes in choles-
terol, blood pressure, or body mass index can change the risk of a cardiac
event or early mortality, it may be that change in certain personality traits
such as neuroticism or conscientiousness may also change the risk of simi-
lar undesirable health events.

Speculatively, people who are high in neuroticism may (through inter-
vention) learn to regulate their moods better relatively early in life, perhaps
in their 20s or 30s, before the potential damage of kindling effects sets in.
Those who changed would presumably be better able to regulate negative
affect and its ill effects, and may short-circuit some of the physical dam-
age brought on by chronically high levels of negative emotion. Similarly,
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people who are low in planfulness (or high in impulsivity) “may improve
their ability to plan and control their impulses relatively early in their

adult lives (again, through intervention), leading to fewer of the risky |

health behaviors that are hypothesized to account for the conscientiousness-
mortality associations (Friedman et al.,, 1993). These are interesting
possibilities involving the way change in personality leads to change in
self-regulatory behaviors (especially health-relevant self-regulation),
which leads to change in the risks of heaith events or mortality.

A similar causal chain may exist among control beliefs, self-regulatory
behaviors, and health. A strong feeling of control leads to greater flex-
ibility in the management of one’s life goals and choices. It is known that
people who feel a greater sense of control over their life, especially their
work, tend to be in better health and live longer (Marmot, 2004). However,
social factors, such as socioeconomic status, also influence sense of con-
trol. Indeed, social influences exert at least some influence over all three of

the personality dimensions that impact self-regulation. This finally brings
us back to the title of this chapter.

SOCIAL INFLUENCES ON PERSONALITY DIMENSIONS

Families, societies, and cultures each have an impact on the develop-
ment of neuroticism, conscientiousness, and control beliefs. Earlier, we
hinted at proactive methods, such as interventions, that may alter per-
sonality trajectories and subsequent health risks. However, larger social
forces also shape the level and direction of certain personality trajecto-
ries. We acknowledge that genetic factors place limits on the influence
of social factors; there is no doubt that biological factors play a strong
role in the development of personality characteristics. Yet, recent theory
(Caspi & Roberts, 1999; Roberts & Wood, in press) and empirical research
(Mroczek & Spiro, 2003a) support the view that personality traits are at
least somewhat responsive to environmental forces.

For example, families differ in the extent to which they socialize chil-
dren and adolescents to deal with stress in an effective and healthy manner.
These differences among families likely alter mood regulation trajectories

(although within families, shared influences have little impact, as behavior
genetics studies have shown). Certainly, genetically-based temperament
dimensions create a starting point for where mood reguiation trajectories
begin, but.-environmental presses mold them throughout childhood and
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adolescence. A person may be predisposed to poor mood regulation, espe-
cially a proneness to chronically high negative affect. However, if that
person learns ways to minimize negative affect—through family, peer or
spouse influence—the potential negative health effects would be blunted.
There is other evidence as well that sociocultural factors influence mood
regulation. Two recent studies have noted cohort effects in mood regula-
tion (operationalized by neuroticism), indicating that time and place may
have some effect on development of this regulatory ability (Mroczek &
Spiro, 2003a; Twenge, 2000).

With respect to planfulness and conscientiousness, people are exposed
to different social forces that either promote or restrain impulsive behav-
ior. An individual may possess a genetically-based proclivity toward
impulsive behaviors, including those that may harm his or her health, but
through familial, educational, or cultural forces learns to restrain those
impulses. This would alter the course of that person’s planfulness and
conscientiousness trajectories, having long-term effects on health and
health behaviors. Similarly, the influence of getting married or having
children may alter conscientiousness trajectories, causing previously low-
conscientiousness individuals to check their impulses more than they had
before. In other words, they gain a greater degree of self-regulation. Thus, it
is not difficult to imagine how family influences impact health via the shift-
ing of planfulness or conscientiousness trajectories and its effect on self-
regulation. School and other educational influences may also mitigate the
- megative impact of impulsivity and low planfulness. Henry, Caspi, Moffitt,
Harrington, and Silva (1999) found that impulsive (undercontrolled) boys
were less likely to engage in crime the longer they stayed in school.

Finally, families and cultures exert influence over control beliefs as
well. The extent to which a person believes he or she is in control of his
or her life (external versus internal sense of control) differs across cultures -
and across families within particular cultures. Yet, peer and spouse influ-
ence, as well as the influence of education and work, can potentially alter
one’s trajectory of control, with downstream effects on self-regulation and -
health. For example, a person may have come from a family that fostered
fatalistic attitudes, creating an initial sense of low control within that per-
son. However, through peer and spouse influence, this person eventually
gains a greater sense of control over his or her life, including control over
health. Believing that one’s actions actually have an effect (internal sense
~ of control) leads that person to take better care of his or her health. Thus,
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the environmental influences of peer and spouse shifted this hypothétical
person’s control trajectories, leading to changes in self-regulatory health
behaviors and in turn better health.

THE STRUGGLE AGAINST ONE’S OWN PERSONALITY

In the above examples, we have made the argument that a combination
of biological and environmental factors impact personality trajectories,
leading to changes in self-regulatory behaviors, in turn influencing health.
However, we entertain the possibility that some personality dimensions do
not change, but the behaviors associated with them do. That is, someone
who is very impulsive (low in planfulness and conscientiousness) learns to
restrain impulsive behaviors, but nonetheless still feels the urge to fulfill
the impulse. In this case, the underlying, genetically-influenced personal-
ity disposition of high impulsivity has not changed, but one’s control over
the manifest behaviors that flow from the disposition does change. In this
case, the person has gained self-regulation abilities. The person gains the
ability to go against his or her own nature, but the underlying trait may
still be there in relatively unaltered form. The person struggles against his
or her own personality dispositions, yet in doing so, gains the ability to
self-regulate. Again, while this comes naturally to some, others need to
actively work for it.

Consequently, it is not clear whether the changes observed in long-
term studies of personality, such as our own (Mroczek & Spiro, 2003a),
reflect underlying or manifest personality change. This of course goes
against the emergent variable model we presented at the beginning of this
paper in which mood regulation, planfulness, and control beliefs defined
self-regulation. These dimensions change, and by necessity, self-regulation
abilities change. Yet, in the underlying versus manifest model, this may not
be the case. Only empirical research can verify which model is better.

CONCLUSION

With respect to the health outcomes we have discussed, it almost does
not matter whether the underlying self-regulation dimensions change or if
only the manifest behaviors change. If people who find it difficuit to regu-
late negative affect gain the ability to regulate it more effectively early in
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life, they will likely obtain the health benefits. There may be many- paths .

to improved regulation of negative affect. People may restructure their
lives to avoid negative-affect producing situations, or they make seek out
cognitive-behavioral therapy, or they may begin meditating regularly.
Ultimately, perhaps the underlying disposition does decline for these peo-
ple who have taken such proactive action. Or it may be that the latent
proclivity still lurks, but the manifest behaviors (in this case, feelings of
negative affect) are better controlled. Yet, with respect to the health out-
comes, it may not matter. A person who possesses a genetic predisposi-
tion to produce excess LDL cholesterol never loses that genotypic frait;
however, through treatment, the manifest effect (actual excess LDL) is
controlled, although the underlying predisposition remains. In this sense,
the underlying dispositions may remain stable at a latent level, but if the
behaviors that flow from them become better regulated, people will gain
health benefits. This is the hopeful message that we wish to convey.

We have focused on health outcomes in this chapter. However, improve-
ments in some of the self-regulatory processes we have described, such as
stress reactivity or impulse control, have benefits that go beyond physical
health. They can lead to better mental health, enhanced functioning of
social relationships, and improved productivity in work. Handling stress
without experiencing negative affect or containing impulsive desires comes
naturally for some people, who need not change because they already pos-
sess functioning self-regulation abilities. Any attempts at intervention
need to be targeted at those most at risk. This is where the area of lifespan
personality development can be of great use to those who study the devel-
opment of self-regulation across the life course.
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