Open Access @

(Pustin Publishing crou

Austin Journal of Neurological Disorders &

Epilepsy

Review Article

Capacity Theory: A Neuropsychological Perspective on
Shared Neural Systems Regulating Hostile Violence
Prone Behavior and the Metabolic Syndrome

Walters RP, Harrison PK, DeVore BB and
Harrison DW*

Department of Psychology, Behavioral Neuroscience
Laboratory, USA

*Corresponding author: David W Harrison,
Department of Psychology, Behavioral Neuroscience
Laboratory, Williams Hall, Virginia Tech, Blacksburg, VA,
24061-0436, USA

Abstract

Introduction: An essential characteristic of hostility is the exaggerated
and prolonged response to stress this hyper-reactive stress response style has
been implicated in the development of cardiovascular disease, hypertension,
atherosclerosis, and even death. In addition to these cardiovascular disease
processes, hostility’s influence on diabetes and the metabolic syndrome is
beginning to be elucidated. Diabetes is potentially devastating as this disease
disrupts the fuel supply (glucose) to the body and brain adversely affecting
emotional, cognitive, and behavioral functioning, particularly when glucose
levels are high. Diabetics are significantly more likely to have structural changes
within the brain when compared to those without diabetes. Moreover, there is
some evidence to suggest that these structural changes are lateralized to the
right frontal lobe.
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Conclusion: Using the Limited Capacity Model of hostility as a guide, it is
argued that hostile men show prolonged and exaggerated responses to stress
as a result of a limited stress management capacity attributable to the right
frontal lobe. Further, individuals with a variable and deregulated fuel supply to
their brain (diabetes) exhibiting an increased and exaggerated stress response
(hostility) as a result of modest regulatory capacity, should demonstrate an
exacerbated stress response within negative affective and sympathetic nervous
systems of the right hemisphere.
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exacerbated stress response within negative affective and sympathetic
nervous systems [24] of the right hemisphere.

Introduction

An essential characteristic of hostility is the exaggerated and

prolonged response to stress [1-3]. This hyper-reactive stress response
style has been implicated in the development of cardiovascular
disease [4-6], hypertension [7,8], atherosclerosis [9], and even death
[4]. In addition to these cardiovascular disease processes, hostility’s
influence on diabetes and the metabolic syndrome is beginning
to be elucidated [10-13]. Diabetes is potentially devastating as this
disease disrupts the fuel supply (glucose) to the body and brain
adversely affecting emotional, cognitive, and behavioral functioning
[14,15], particularly when glucose levels are high [16]. Diabetics are
significantly more likely to have structural changes within the brain
when compared to those without diabetes [15,17]. Moreover, there is
some evidence to suggest that these structural changes are lateralized
to the right frontal lobe [17,18].

Using the Limited Capacity Model of hostility [19-23] as a
guide, it is argued that hostile men show prolonged and exaggerated
responses to stress as a result of a limited stress management
capacity attributable to the right frontal lobe. Further, individuals
with a variable and deregulated fuel supply to their brain (diabetes)
exhibiting an increased and exaggerated stress response (hostility)
as a result of modest regulatory capacity, should demonstrate an

Originally derived from Type A Personality Disorder in the
1970s, research on hostility has continued to expand over time and
the construct has proven to be multifaceted [25,26]. Unfortunately,
the multidimensionality of this construct lends itself to controversy.
The literature on hostility is robust with varying definitions and
discrepancies among potentially related constructs, such as assault,
indirect hostility, and resentment [27]. Despite these variances in
proposed hostility models, it is argued the most crucial component
of hostility is an exaggerated and prolonged stress response [1- 28].
This hyper-responsivity to stress has been shown to be related to and
arguably influences the development of cardiovascular disease [4-6],
hypertension [7,8], and atherosclerosis [9] and to increase the overall
mortality rate in people showing a prolonged stress response [4].
In addition to the traditional cardiovascular measures of the stress
response, hostility has been implicated in the decreased metabolism
of lipids [29-31], cholesterol [32,33], and glucose [34-38]. Further
compromising overall well being, hostile individuals also engage
in unhealthy behaviors, such as smoking, drug use, and increased
alcohol consumption [7,39-44].

Research has demonstrated that hostility and violence-prone
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behavior are connected to diminished right frontal lobe regulatory
control over negative affect perception and expression, sympathetic
nervous system activation, improper social pragmatics, and
improprieties [21,24,26,]. Within this framework, high hostile men
have been shown to display dysregulation of right cerebral systems
as evidenced through an exaggerated sympathetic stress response
with cardiovascular reactivity for blood pressure, heart rate, and
glucose mobilization [45]. Moreover, hostiles show diminished
right frontal capacity in the regulatory control over negative affect
perception and appraisal within the right cerebral hemisphere.
This diminished regulatory control has been demonstrated within
auditory [46,47], visual [48,49], and somatosensory modalities
[50,51]. Diminished right frontal capacity has received direct support
on frontal lobe measures of motor [52,53] and premotor functions
[20,38,54]. High hostiles have also shown hyperreflexia, or dystonia,
at the left hemibody and at the left hemiface [24,53], quantitative
electroencephalographic evidence for right frontal incapacity
[55], impaired frontal eye field functions [56], and neurocognitive
impairments on neuropsychological measures sensitive to right
frontal function [55]. These differences have been expressed
theoretically in the capacity model within the neuropsychological
literature [19-23]. Specifically, the capacity model asserts that, in high
hostile individuals, there is a diminished capacity of the right frontal
lobes ability to regulate the posterior systems of the right hemisphere.

Paralleling the neurological variances associated with hostility,
there has been a recent identification of a cluster of symptoms
collectively known as the Metabolic Syndrome (MS) correlated with
high hostile behavior. These symptoms include increased abdominal
adipose tissue, Body Mass Index (BMI), lipids, cholesterol, blood
pressure, and high fasting glucose levels [57]. Further compromising
their health, hostile individuals face increased significant risk
for developing both cardiovascular disease [58,59] and diabetes
[60,61]. Evidence also implicates high hostiles are at higher risk for
overall mortality [62]. Controversy remains over the identification
of a specific cause for these various health issues despite multiple
pathways being suggested [63]. To add an additional element of
complexity, current research suggests that the central nervous system
plays a role in the development of MS [64] and maintenance of MS
[65,66]. Further complicating the issue, there is emerging evidence
supporting the involvement of hostility in MS [11,13,67,68].

With the considerable overlap between hostility and MS,
particularly concerning cardiovascular disease and the metabolic
features associated with both constructs, it is argued that the right
hemispheric capacity model of hostility can be applied to MS.
Specifically, it is argued that hostile violence-prone individuals
may eventually develop MS due to the associated health related
consequences of the exaggerated and prolonged stress response. In
addition, hostility is a construct that requires further attention in
those diagnosed with MS. Finally, it is argued that individuals with
MS may be experiencing a similar limited capacity for regulatory
control over these health related functions.

Hostility

Hostility is plagued with controversy as it is associated with
many similar constructs including anger, aggression [69], cynicism,
hostile aggression, instrumental aggression [70], and non-physical

aggression [32]. In addition, there has been considerable discussion
on the affective, behavioral, and cognitive components of the
separate, but similar constructs of hostility, anger, and aggression [6].
The intention of this paper is not to add confusion to the literature
by addressing and explaining the similarities, discrepancies, or the
potential areas of overlap among these constructs [70]. Instead,
hostility will be operationally defined in accordance with Smith
& Seigman [1] as “...a devaluation of the worth and motives of
others, an expectation that others are likely sources of wrong doing,
a relational view of being in opposition toward others, and a desire
to inflict harm or see others harmed” (p.26). Within Smith’s analysis
of hostility, there is a component of “psychophysiological reactivity”
reflecting the rationale that hostile individuals have a negative attitude
towards others, as well as an increased and exaggerated sympathetic
physiological response to their environment [2].

As a construct, hostility appears to be stable across the lifespan,
with both environmental and genetic factors implicated in its’ etiology
[71-75]. In terms of the environmental influence, Keltikangas-
Jarvinen & Heinonen [71] found that parental influences contributed
to childhood hostility levels predicting adulthood hostility levels
15 years later. Specifically, regression analysis revealed that family
Socioeconomic Status (SES), parental hostility levels, and parental life
dissatisfaction during childhood were predictive for adult hostility
levels. Further supporting the environmental influence on hostility,
Smith et al. [72] compared retrospective data from 48 sets of male
twins. Correlations were conducted for past and present levels of
hostility for each individual as well as for each twin set. Smith et al.
concluded, “The early family environment of hostile persons seems
to contain interactional patterns conducive to the development
of chronic anger, resentment, and mistrust (p. 345).” In addition,
these authors suggested that hostile individuals treat themselves in
a manner that is consistent with the treatment they experienced in
childhood.

Vernon et al. [75] provided evidenced for a genetic influence
in hostility. In a comparison of 18 measures of aggression and
hostility, the responses of 247 sets of twins were examined for
heritability estimates. Multivariate analyses indicated moderate to
high heritability estimates for 14 of the 18 measures, as well as for a
general factor of aggression. Vernon et al. concluded that a genetic
factor for hostility is present as evidenced by the consistency among
the heritability estimates across measures. Additional support for the
genetic influence on hostility is found with the heritability estimates
for testosterone [74] and serotonin [73], both of which have been
implicated in the maintenance of hostility [74,76].

Despite the controversy over the factors affecting its’ development,
hostile individuals appear to have an increased and extended
response to stress [3]. Associated with this heightened responsivity is
cardiovascular disease [4-6], hypertension [7,43], atherosclerosis [9],
and an increase in metabolic factors [29,31-37].

From a neuropsychological perspective, it is argued that hostility
is a negative emotion with an associated exaggerated and prolonged
reaction to stress. Evidence for this position is provided by Suarez et
al. [3] in an examination of large-scale physiological reactivity in high
and low hostile men. 52 Caucasian men classified as either low or high
hostile, were randomly assigned to non-harassment or a harassment
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condition. The harassment condition involved an argumentative,
challenging, and insulting experimenter as an interpersonal stressor.
The high hostile men in the harassment condition demonstrated
increased reactivity for systolic blood pressure, heart rate, forearm
blood flow, forearm vascular resistance, norepinephrine, testosterone,
and cortisol responses relative to both the non-harassed high hostile
and low hostile groups. Suarez et al. argued that the hostiles evidenced
sympathetic nervous system responsivity through heart rate, blood
pressure, and vascular resistance measures, with hypothalamic-
pituitary-axis activity evidenced through increases in norepinephrine,
testosterone, and cortisol.

Of particular importance, the research by Suarez et al. [3]
provided clear evidence for heightened stress levels, relative to low
hostile men, in high hostile men. Moreover, this experiment confirms
HPA activation during stress, which was evidenced by cortisol,
testosterone, and norepinephrine increases from baseline for the high
hostile-harassed condition. Suarez et al. noted that epinephrine did
not increase as a result of the stress condition. The authors stated
this finding is somewhat unusual, as epinephrine is thought to be a
primary marker of HPA activation [77].

The exaggerated response of high hostiles to stress may explain the
long standing relationship of hostility and Coronary Heart Disease
(CHD) [25,39,78-84]. Miller et al. [6] confirmed this relationship via
a meta-analytic review of 45 studies involving hostility and physical
health. The authors concluded that hostility is an independent risk
factor for mortality and CHD. According to Miller et al., hostility
remains a valid predictor of CHD and death. These findings included
controlling for health behavior risk factors such as smoking, diet,
and physical activity. Miller et al. proposed a Transactional Model,
whereby hostiles have an antagonistic and aggressive interpersonal
style that results in more aggressive responses from others, and
ultimately produces a reduction in social support with an increase
in negative affect and stress [85]. The consequence of the increased
negative affect experienced by hostiles is heightened cardiovascular
reactivity, which eventually leads to CHD [86]. Despite the strong
evidence for this conclusion, the precise mechanism explaining how
cardiovascular reactivity develops into CHD has yet to be determined.

In a separate review, Brydon et al. [5] identified hostility as a
contributing factor for CHD, providing an explanation for this
relationship. Specifically, the authors concluded that individuals prone
to faulty ‘psychosocial factors,” namely hostility (and depression),
experience stress more often, which results in a pro-inflammatory
and pro-thrombotic response. The anti-inflammatory response leads
to increased recruitment of leukocytes [white blood cells], lipids,
smooth muscle cells, fibroblasts, and platelets to the arterial wall.
When this process occurs too frequently, the unintentional byproduct
of this inflammatory response is hyperplasia of the blood vessels and
development of atherosclerotic plaque. This plaque, lining the inner
wall of the blood vessels, can eventually result in heart attack, stroke,
or death [87].

In patients already diagnosed with Coronary Artery Disease
(CAD), Boyle et al. [4] stated that increased levels of hostility is
potentially life threatening. These researchers gave nearly 1000
patients the Cook Medley Hostility Inventory (CMHO) subsequent
to diagnosis of CAD. Hostility was found to be a predictor of CAD

severity and mortality. Here, patients with higher levels of hostility
were not only at a significantly increased risk for having heightened
levels of plaque in their arteries (atherosclerosis), they were more
likely to die. Boyle et al. stated “the relationship between hostility and
survival may be mediated by excessive, repeated, and/or prolonged
activation of the sympathetic adrenal medullary system” (p.631).
Moreover, they indicated the increased sympathetic activation
was responsible for the development of atherosclerotic plaque and
coronary events.

In an attempt to identify potential predictors of atherosclerosis,
Iribarren et al. [9] argued that hostility significantly increased the
likelihood of coronary artery calcification, which was thought to be a
marker of subclinical arthrosclerosis. As part of the Coronary Artery
Risk Development in Young Adults Study (CARDIA), 374 black and
white men and women were followed over 5 years. During the initial
baseline, hostility levels were assessed using the CMHO. Scans were
taken of the participant’s aorta to assess for the level of calcification.
The results indicated that baseline hostility scores correlated
significantly with increased levels of coronary artery calcification.
The reliable association between the hostility score and the level of
calcification persisted after controlling for sex, age, race, education,
alcohol consumption, smoking history, and changes in blood
pressure. Additionally, during a 5-year follow up of the participants,
increased scores on the CMHO were again significantly correlated
with increased coronary artery calcification. Iribarren et al. stated
that a number of factors including cardiovascular reactivity, blood
platelet activation, reduced beta-adrenergic receptor responsiveness,
and increased neuroendocrine responses were responsible for this
relationship.

Beyond cardiovascular disease, hostility has been implicated in
the development of hypertension. Yan et al. [7] examined hostility
levels in 3308 black and white adults, 18-30 years of age, over a 15-year
period as part of the Coronary Artery Risk Development in Adults
(CARDIA) research. When measured using the CMHO, initial hostility
levels were predictive of long-term hypertension. Interestingly, no
relationship between hypertension and achievement, depression, or
anxiety was found. Yan et al. concluded that, while hostility is related
to hypertension, the processes concerning short-term stress and
the development of long-term dysfunction remains unknown. The
authors reported that hypertension occurs in conjunction with several
systems including genetics, biopsychophysiological factors, daily life
experiences, stress provocation, and general well being, all of which
may influence blood pressure. Despite this acknowledgment, Yan et
al. described how the stress response may result in hypertension as
“sympathetic nervous system stimulation from acute stress, leads to
cardiac output, vasoconstriction, arterial pressure elevation, impaired
endothelial function, and platelet activation” (p.2146). In addition,
these authors stated that both cholesterol and endocrine dysfunction
are involved in hypertension, although the precise mechanisms
behind these relationships were not stated.

Therelationship between hypertensionandhostilityisevident even
for initially normotensive individuals. Using the Suppression Index
from the CMHO, Zhang et al. [43] stated that ‘suppressed hostility’
was significantly correlated with increased risk for hypertension at
a 3 year follow-up for non-hypertensive, middle-aged men. Zhang
et al. proposed a Suppressed Hostility Hypothesis, claiming that
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highly hostile individuals avoid experiencing anger by suppressing it.
The consequence of this is suppression, according to the authors, is
chronic sympathetic activation, decreased parasympathetic tone, and
secretion of rennin. Research by Mohrman & Heller [88] indicated
that rennin secretion causes an increase in blood volume and
vasoconstriction, resulting in an increase in blood pressure.

In addition to the traditional cardiovascular measures of the
stress response, hostile individuals’ evidence altered metabolic
functioning. Specifically, hostiles have demonstrated increased
levels of lipids [29,31] and cholesterol [32,33], and decreased levels
of glucose [35-37]. To assess the link between cardiovascular disease
and hostility, Vogele [31] examined lipid reactivity to stress in high
and low hostiles. High hostile men produced increased lipid levels,
specifically triglyceride levels, when compared to low hostile men
after completing a mental arithmetic and mirror star tracing stressor
task. In addition, high hostile men reported increased levels of anger,
frustration, anxiety, blood pressure, and heart rate. Vogele concluded
that high hostiles had increased lipid reactivity to stress because of
an increase in sympathetic tone, which leads to higher circulating
catecholamines that mobilize free fatty acids from fatty tissue. Vogele
termed this response pattern the hyper reactivity model. In addition
to this explanation, Vogele demonstrated that high hostiles were more
likely to engage in unhealthy behaviors, including increased alcohol
intake and poor diet, which could indirectly increase lipid profiles.

Finney et al. [29] found similar results for lipid reactivity in both
Caucasian and African American men with elevated levels of anger.
Specifically, hostile men demonstrated lipid and blood pressure
reactivity subsequent to a speech stressor, relative to low hostile men.
Although no explanation was provided for this relationship, Finney et
al. concluded that lipid reactivity is a precursor for the development
of cardiovascular disease, and that men experiencing heightened
levels of hostility are at increased risk for cardiovascular events.

Cholesterol, which is a substance required for cell membrane and
hormone synthesis, has been found in increased levels in blood vessels
associated with atherosclerosis, inflammation due to stress [89], and
has been correlated with increased hostility levels. Hillbrand et al.
[32] administered the Aggression Questionnaire [90] and measured
blood serum cholesterol levels in a healthy, college aged population.
Regression analysis revealed that anger, hostility, and verbal
aggression significantly predicted cholesterol levels. Aside from the
documentation of this relationship, no explanation was provided for
the potential relationship between hostility and cholesterol.

Further research by Richards et al. [33] looked at a sample of
healthy men and found those with elevated scores on hostility and
aggression measures had increased cholesterol levels. Specifically,
scores from the State Trait Anxiety Inventory demonstrated that
the variable of ‘angry reaction’ was significantly correlated with total
serum cholesterol and low-density lipoproteins. Interestingly, total
serum cholesterol and low-density lipoproteins were not significantly
correlated with diet. Richards et al. concluded the elevated cholesterol
levels indicate that hostile men have irregularities in their mobilization
of cholesterol and lipoproteins, reflective of irregularities within the
stress response, although the precise mechanism for this relationship
was not defined.

There is some controversy in the literature concerning hostility’s

relationship to cholesterol as some researchers have documented
increases in hostility only when cholesterol levels are low [91], while
others report that no relationship exists between the two constructs
[92]. Inasample of hospitalized men with a history of violent behavior,
cholesterol levels were found to be lower than the general population
[93]. However, these researchers suggested a curvilinear relationship
between aggression and cholesterol, with the most frequent acts of
aggression occurring with low levels of cholesterol.

Glucose, which is the primary fuel for the brain [94], is yet
another correlate of hostility, and there has been a documented
association between hostile behavior and poor glucose regulation
[38]. Virkkunen [37] examined the role of hypoglycemia in a hostile
population consisting of habitually violent offenders. Using a glucose
tolerance test in which glucose irregularities are measured for several
hours after the initial consumption of a glucose bolus, Virkkunen
was able to demonstrate that the habitually violent offenders were
significantly more likely to have hypoglycemic tendencies relative to
non-violent offenders. Benton et al. [34] found similar results with
a non-violent and non-diabetic population. After the participants
fasted for nearly 12 hours, their hostility scores on the CMHO, Buss-
Durkee Hostility Inventory, and the Rosenzweig Picture Frustration
Study significantly increased, thereby providing evidence for
increased hostility levels after the brain and body are deprived of an
integral fuel source.

More recently, McCrimmon et al. [36] reported a positive
relationship between hostility and blood glucose after participants
received the hyperinsulinemic glucose clamp technique. The glucose
clamp technique involves the systematic intravenous injection of
insulin over an extended period of time. Once the specified level
is reached, the researchers are able to “clamp” and maintain the
desired level of glucose in the blood. Nondiabetic men and women
evidenced increased levels of hostility after the hypoglycemic episode
as indicated by elevated scores on the State-Trait Anger Expression
Inventory (STAXI), as well as by the participants’ self-report.

Donhoe & Benton [33] found similar results with nondiabetic
women. After having participants fast overnight, the researchers
administered an oral glucose tolerance test. Subjects consumed a
drink containing 50g of sugar and were, subsequently, observed
for several hours. They were then given the Rosenzweig Picture-
Frustration Study. Results indicated that lower blood glucose levels
were associated with increased scores of aggression and frustration.

In a sample of nondiabetic Caucasian and African-American
men, Surwitt et al. [95] demonstrated a relationship among elevated
hostility scores on the CMHO, fasting insulin, and insulin sensitivity.
The relationship of glucose metabolism to hostility was found to be
independent of BMI. Surwit et al. explained this relationship with
the stress moderation model, which proposes that hostile individuals
demonstrate increased neuroendocrine reactivity to stress as the
result of their interpretation of the environment as more threatening,
resulting in increased likelihood to engage in conflict.

In addition to hostility’s association with the metabolic factors
of lipids, cholesterol, and glucose, hostile individuals are significantly
more likely to engage in unhealthy behaviors [7,39-43]. Williams,
Barefoot, and Schneiderman [96] noted an apparent division in the
literature describing two Biobehavioal pathways that are responsible
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for disease processes in hostile individuals: biological characteristics
(increased cardiovascular and neuroendocrine response to stress,
increased platelet activation, increased inflammatory cytokines,
increased likelihood of MS) and unhealthy behaviors (smoking,
alcohol intake, caloric intake, and BMI).

Evidence of hostile individuals engaging in unhealthy behaviors
was provided by Scherwitz et al. [41] using data collected on 5,115
black and white men and women. Higher scores on the CMHO
were strongly associated with increased tobacco and marijuana
smoking, increased alcohol consumption, and greater caloric intake
for all groups. These associations were particularly strong for tobacco
and marijuana smoking as those individuals scoring highest on
the CMHO was 1.5 times more likely to smoke relative to those
individuals with the lowest scores, even after adjusting for both age
and education level.

Siegler et al. [44] compared responses from 4700 men and
women, taken initially during the mid 1960s and then again around
1990, on a number of health related variables. The results indicated
that those individuals scoring higher on the CMHO during the time
of the initial screening were significantly more likely to consume
caffeine and alcohol, smoke cigarettes, and have higher BMI and lipid
ratios and hypertension at the time of a 20 year follow-up.

As part of the longitudinal Normative Aging Study, Kawachi et al.
[39] examined scores from the CMHO in 1300 older men that were
free of cardiovascular disease at the initiation of the study. Follow-up
results indicated that higher scores on the CMHO were associated with
increased rates of smoking, drinking of alcohol, and BMI. Similarly, in
separate analyses from the Normative Aging Study, Zhang et al. [43]
reported that hostility was significantly correlated with low education
level, increased caloric intake, and increased likelihood of smoking.
Results from the Coronary Artery Risk Development in Young
Adults Study (CARDIA) demonstrated that high hostiles (using the
CMHO) were significantly more likely to have increased BMI, alcohol
intake, and systolic blood pressure; and to have less education [7]. In
addition, Knox et al. [40] stated that hostility is clearly linked with
cigarette smoking and alcohol consumption.

Interestingly, despite the solid evidence indicating that hostiles
engage in unhealthy behaviors, the literature provides little
explanation for this relationship, despite the logical conclusion that
these unhealthy behaviors degrade the overall health of the individual
and could potentially influence the rate of cardiovascular disease,
diabetes, and perhaps even the metabolic syndrome. Taken together,
the consequences of hostility are visible at numerous levels. An
overarching theory could potentially provide a rationale to explain
the diverse findings. However, the influence of the CNS has yet to be
examined and integrated with this literature.

Hostility and the Brain

The frontal lobes have been consistently implicated in the
development and expression of hostility. In a review of hostility,
aggression, and the frontal lobes, Brower & Price [97] examined
the literature on these topics from 1966 to 2000. A clear association
between frontal lobe dysfunction and increased aggressive and
antisocial behavior was found. Moreover, focal orbitofrontal injury
was specifically associated with increased aggression. Supporting this

review, Tateno, Jorge, and Robinson [98] provided evidence from
89 head injured patients, concluding that those with frontal lobe
injuries were significantly more likely to become aggressive during
their recovery relative to non-frontal lobe injured patients. Left and
right frontal lobe comparisons for aggression and hostility were not
conducted. Unfortunately, the failure to indicate which frontal lobe
had been damaged reflects the flawed notion of a single “frontal
lobe syndrome,” and implies that the two frontal lobes are identical
in both structure and function. This approach has been criticized
by Damasio & Anderson [99], who write, “The notion that there is
a unitary frontal lobe syndrome is not supported by anatomical or
neuropsychological evidence” (p.409).

Research from our laboratory has examined the role of both the
left and the right frontal lobes in their respective roles of regulatory
control over left and right posterior brain regions charged with the
reception, analysis, and comprehension of information within the
respective sensory modalities [28]. The approach of examining the
brain as a concert of systems working together has been labeled a
functional cerebral systems theory approach. This approach has
evolved from research by Alexandr Luria [100,101] who theorized
that the brain was organized into specific zones working together in
a concerted fashion, with frontal inhibition of both the subcortical
and the posterior systems. Within this framework, our laboratory
has demonstrated diminished right frontal lobe regulatory control
capacity in hostile men. This conclusion received support as hostile
men evidence diminished regulatory control over the functions of
the right cerebral hemisphere, including anger, sympathetic tone,
and the perceptual biases across each sensory modality located within
this division of the nervous system. In addition, hostile men have
performed significantly below low hostile men on neurocognitive
measures sensitive to right frontal dysfunction.

Direct evidence for diminished frontal lobe capacity in hostiles
is provided in the investigation of upper motor neuron functions,
where diminished capacity presents in dystonia or hyperreflexia
across the contralateral (left) hemibody. Extending this line of
research for the motor systems, Demaree et al. [52] examined
grip strength in right handed high and low hostile men. Each
group was equivalent on handedness scores with a right hemibody
preference across sensory and motor domains. Hand dynamometer
measurements were used to assess grip strength, which is a measure
of hemispheric motor functioning. It was expected that high hostile
men would demonstrate increased “antigravity” or flexor strength at
the left hand, which was confirmed. Subsequently, the facial muscles
were investigated with similar predictions for facial dystonia as
measured in electromyographic activity over the antigravity masseter
muscles at the left and the right hemifacial regions. Hostile men
displayed significantly heightened facial motor tone across both the
left and the right hemifacial regions in comparisons with low hostile
men. Cerebral asymmetry differences were supported with reliably
elevated left hemifacial motor tone in hostile men supporting the
interpretation of diminished right frontal capacity. Moreover, the
potential social impact of facial dystonia was discussed, where the
affect conveyed within the facial expression was somewhat harsh and
potentially provocative for the others in a social encounter with the
hostile male [53].
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The right frontal lobe has been implicated in the regulatory
control over sympathetic tone with diminished capacity reflected
in an exaggerated or reactive sympathetic stress response with
cardiovascular measures, including systolic blood pressure and
heart rate [46], and Skin Conductance Measures (SCR) [48,102].
Additionally, evidence is provided for the diminished capacity of the
right frontal lobe to regulate the sensory perceptual systems of the
posterior right hemisphere.

Demaree & Harrison [46] examined the auditory systems in
hostile men. Using high and low hostile men, arousal levels were tested
with physiological, behavioral, and laterality measures. Participants
were administered an auditory dichotic listening test and then
underwent a provocative pain stressor, specifically, the application
of a cold pressor stimulus. The results indicate that high hostile men
had increased blood pressure and heart rate, and that they correctly
identified more word sounds (phonemes) at the left ear following the
stressor. Relative increased levels of arousal, as well as the heightened
left ear advantage, are indicative of increased right cerebral activation
for the high hostile men when compared to the low hostile men. This
increase in right cerebral activation in high hostile men occurred with
a corresponding increase in sympathetic tone using cardiovascular
measures. Diametrically opposite results were found in the low
hostiles who showed heightened left cerebral activation as evidenced
through a dynamic increase in right ear word sound identification
and lowered heart rate and blood pressure to the stressor.

Harrison & Gorelczenko [48] assessed cerebral asymmetry in the
visual perception of affect for hostile men and women. Employing a
tachistoscope, participants were instructed to identify angry, happy,
or neutral faces in either the left or the right visual field. Hostile
participants showed faster affect perception and a negative perceptual
bias restricted to the left visual field. Herridge, Harrison, Mollet, and
Shenal [49] replicated and extended this research using perceptual
accuracy measures within the visual modality while adding a stress
component, specifically a cold pressor. Hostile men demonstrated
decreased accuracy in the recognition of emotional faces within the
left visual field, whereas women demonstrated symmetry across both
visual fields.

Hostile men have demonstrated asymmetry for skin conductance
as a primary measure of sympathetic arousal [50]. High hostiles have
evidenced increased skin conductance at the left hemibody, as well as
areduced habituation rate at the left hemibody when compared to the
right hemibody, subsequent to posing facial configurations consistent
with anger (corrugator muscle contraction). Low hostiles evidenced
prolonged habituation rates at the right hemibody suggestive of
relative left cerebral activation in this group.

Williamson & Harrison [20] investigated the left and right
prefrontal regions in this group evaluating cardiovascular reactivity
to lateralized prefrontal stressors. The Controlled Oral Word
Association Test (COWAT) and Ruff Figural Fluency Test (RFFT)
were used as verbal and nonverbal frontal lobe stressors respectively.
Previous research has demonstrated the COWAT to be sensitive to
left frontal functioning [103], whereas the RFFT is sensitive to right
frontal functioning [104,105]. High and low hostile men completed
both frontal stressors. The results indicated that the verbal and
nonverbal stressor tests produced diametrically opposite effects on

systolic blood pressure in high hostile men. Specifically, systolic blood
pressure increased subsequent to the nonverbal stressor (RFFT),
whereas systolic blood pressure decreased subsequent to the verbal
stressor (COWAT). For the low hostile group, the verbal stressor
(COWAT) stressor increased systolic blood pressure, whereas the
nonverbal stressor (RFFT) yielded no significant changes for systolic
blood pressure.

This research has implications for cardiovascular regulation
in hostile men, as Williamson & Harrison [20] conclude that the
frontal regions were unable to regulate blood pressure with the
concurrent demand of the stressor task, citing the capacity model.
This research is in accord and extends previous research on the
anterior-posterior model of hostility, specifically supporting relative
right posterior activation and relative right frontal deactivation
for high hostile men. Diminished frontal lobe capacity was
supported using electrophysiological measures with quantitative
electroencephalography in related research [47,54].

Williamson et al. [106] continued this line of research. Here, the
influence of hostility on cardiovascular regulation, verbal fluency,
nonverbal fluency, and dichotic listening was assessed. Twenty-four
high and low hostile men underwent physiological measurements
of SBP, DBP, and HR before and after verbal and figural fluency
tasks, which were used as stressors. It was predicted that high hostile
men would produce results indicative of diminished right frontal
capacity when compared with low hostile men as reflected through
cardiovascular activation subsequent to the nonverbal but not the
verbal stressor. As predicted, high hostile men produced a reliable
increase in blood pressure when compared to baseline and to low
hostile men and produced more preservative errors than did low
hostile men on this task. In addition, dichotic listening performance
was evaluated across undirected, directed leftward and directed
rightward conditions. Differences in dichotic listening performance
were expected as a function of the fluency tasks. It was predicted that
high hostile men would evidence a priming effect in that a left-ear
bias would be detected after the nonverbal fluency task but not the
verbal fluency task. Support for this prediction was found. However,
the low hostile men also displayed a priming effect at the left ear
during the nonverbal fluency condition. Results are discussed within
the context of the functional cerebral systems regulating emotion and
cardiovascular function. Further support for the right hemispheric
involvement in the regulation of cardiovascular processes has been
found by Weisz et al. [107]. Baroreceptor stimulation (through a neck
suction device)led toasignificantrCBF increasein the anterior, inferior
part of the lateral prefrontal cortex only in the right hemisphere,
thereby implicating the right frontal lobe in sympathetic activity in
normal men. Weisz et al. concluded that the right hemisphere plays
a larger role than the left hemisphere in baroreceptor regulation.
Although this research is not specific to hostility, it demonstrates the
role of the right frontal lobe in sympathetic activation.

In an attempt to replicate and extend Williamson & Harrison
[20], Walters, Harrison, Campbell, & Harrison [38] examined the
stress response via glucose and cardiovascular regulation in high
and low hostile men with concurrent left frontal lobe (Control Oral
Word Association Test [verbal]) or right frontal lobe (Ruff Figural
Fluency Test [nonverbal]) stress. Specifically, the glucose levels of
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high hostile men were significantly higher for the nonverbal stressor
when compared to the verbal stressor. For the low hostile group,
glucose levels (mg/dl) remained stable, or unchanged, for both types
of stress. Additionally, the high hostile men made significantly more
errors on the nonverbal stressor when compared to the low hostile
men. These results were interpreted within a right hemispheric model
of hostility. Additionally, it was suggested that the high hostile were
unable to concurrently regulate their glucose levels while completing
a right frontal lobe task potentially as a result of diminished right
frontal lobe capacity.

The limited capacity model is an extension of Kinsbourne’s
functional cerebral space. [108-110]. The premise behind this theory
is “When the human operator, while fully engaged in an attention-
demanding task, is required simultaneously to perform a second such
task, he typically loses efficiency on the main task” [109] Williamson
& Harrison [20], Walters, Harrison, Campbell, & Harrison [38], and
Williamson et al. [106] applied this concept to a population with an
emotional dysregulation, specifically hostility, and concluded that,
due to a limited capacity of the frontal regions, hostile participants
are unable to endure frontal lobe stress and maintain their baseline
sympathetic arousal rates. This inhibition of frontal lobe regulation
results in increased sympathetic arousal.

The literature on hostility also supports a right hemispheric
model of hostility for healthy individuals as evidenced using Positron
Emission Tomography (PET) to assess brain activation to anger
inductions [105,111]. Kimbrell et al. [111] used PET to measure
regional cerebral blood flow changes as a function of the emotional
response. Subsequent to the anger induction, the participants
displayed significant increases at the right thalamic and the right
temporal regions, whereas there was significant deactivation at the
right frontal regions. Kimbrell et al. concluded that transient levels
of anger provide unique regional brain activation, which includes a
relative deactivation of the right frontal lobe.

On a neurochemical level of analysis, Rubia et al. [112]
administered an amino acid cocktail to deplete tryptophan (precursor
to serotonin) before subjects underwent an fMRI. The rational
for the depletion of serotonin was that it was intended to provide
evidence for the lateralization of serotonin regulation, and to further
the examination of serotonin’s role in aggression and hostility. In a
double-blind sham controlled design, subjects consumed either the
tryptophan depletion cocktail, or a sham amino acid cocktail, and
then completed a ‘go/no go’ task while undergoing fMRI. Subjects
consuming the tryptophan depletion cocktail demonstrated right
orbital and right inferior prefrontal deactivation, whereas right
middle temporal and left temporal regions were activated during the
frontal lobe task. Although not stated explicitly by the authors, the
deactivation of the right prefrontal region subsequent to the serotonin
depletion implicates this region for the involvement of hostility.

Using EEG, Hewing et al. [113] examined both anger scores as
well as left and right frontal lobe activation during baseline. The results
indicated that subjects with elevated ‘anger-out’ and lowered ‘anger-
control” scores displayed increased left frontal activation relative to
right frontal lobe deactivation during baseline conditions. Although
the authors proposed a left frontal lobe activation model of anger,
their data also supports the right hemispheric model of hostility, as

the heightened anger scores were associated with decreased right
frontal lobe activity.

Given this evidence, a right hemispheric model of hostility
is proposed in which the right frontal lobe is unable to regulate
the exaggerated and prolonged stress response in high hostiles.
Moreover, the over activation of this stress response reflects a limited
capacity within the right frontal lobe to regulate sympathetic tone.
In addition to the limited capacity, it is argued that high hostiles
are more likely to have a hyperreflexia sympathetic response as the
result of interpreting ambiguous situations as negative and having
an interpersonal style that elicits aggression from others [6]. This is
more clearly demonstrated in facial dystonia and especially at the left
hemiface, which conveys a harsh or less dynamically responsive facial
affect [53]. Unfortunately, this activation pattern has health related
consequences, and these consequences have considerable overlap
with a newly defined syndrome: Metabolic Syndrome.

The Metabolic Syndrome

The literature on MS begins with Reaven’s lecture given to the
American Diabetes Association in 1988. During this lecture, Reaven
described and articulated a relationship between insulin resistance
and hypertension. Over time, additional metabolic factors were
incorporated to include increased levels of cholesterol, lipids, and
body mass and the clustering of symptoms was eventually labeled MS
[114].

Since the time of its initial description, there has been controversy
over the exact definition and specified criteria concerning MS [60].
To further this point, the authors of the Joint Statement of the
American Diabetes Association and the European Association for
the Study of Diabetes challenged the use of the term “syndrome,” as
the literature on MS is robust with discrepancies, and controversy
remains for the predictive value of the subcomponents [115]. To
further their critique of the literature, Kahn et al. write that due to the
inconsistencies within the literature a “...more serious examination
of whether medical science is doing any good by drawing attention to
and labeling millions of people with a presumed disease that does not
stand on firm ground” (p. 2299).

According to the Third Report of the National Cholesterol
Education Program Expert Panel on Detection, Evaluation, and
Treatment of High Blood Cholesterol in Adults (Adult Treatment
Panel IIT), the criteria for the diagnosis of MS includes three or more of
the following five symptoms: abdominal obesity; waist circumference
(> 102 cm in men, >88 in women); hypertriglyceridemia (> 159 mg/
dL); low high-density lipoprotein cholesterol (<40 mg/dl in men,
<50 mg/dl in women); high blood pressure (>130/85 mmHg); and
high fasting glucose (> 110mm/dL) [57]. It should be noted the Adult
Treatment Panel does not make mention of, or list, any emotional
components (including hostility), as a criteria in the diagnosis of MS.

Aside from the health risks associated with each of the specific
subcomponents, there is also a significant risk for individuals with
MS to develop cardiovascular disease and Type II Diabetes [60,61].
Younger patients (less than 50 years of age) with MS are up to 5.8
times more likely to experience a cardiovascular event, such as heart
attack or stroke, relative to patients without MS [59]. Patients over
the age of 70 with MS are at very high risk for a cardiovascular event
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[58]. In addition to the relationship with cardiovascular disease, MS
is significantly associated with mortality [62].

MS is becoming increasingly present in the normal population.
Basing their sampling data on the 2000 census, Ford et al. [57]
reported that 22% or 46 million Americans meet criteria for MS. The
rates of MS are similar for men and women. However, the data for MS
were evaluated according to the number of metabolic abnormalities
(0-5), rather than identifying which metabolic abnormalities were
present. It could be that the subcomponents are unique for men and
women, although there are no data to suggest, or disconfirm, this
claim. In terms of race and ethnicity, Mexican-Americans had the
highest percentage rates when compared to Caucasians and African
Americans. When stratified by age, Alexander, Landsman, Teutsch
and Haffner [116] stated that 44% of the U.S. population over 50 years
of age meets criteria for MS, thereby suggesting that the rate of MS
doubles after age 50, and that nearly one half of the US population
suffers from this condition.

With respect to cause, the current research has not yet detected
a common pathophysiologic mechanism [63]. However, the driving
force behind MS appears to be central adipose tissue and insulin
resistance [57,114-117]. Despite the consensus that obesity and insulin
dysfunction seem to be the two primary factors for the development
of MS, controversy remains as to which factor, visceral fat [117] or
insulin resistance [118], is ultimately responsible for the development
of MS. In a review of the literature, Despres [117] argued that obesity,
specifically visceral adipose tissue, is the defining characteristic
that allows for the development of MS. Despres stated that obesity
is the precipitating factor for the development of lipidemia, insulin
resistance, glucose intolerance, a pro-inflammatory and pro-
thrombotic profile, as well as hypertension. Further, Despres noted
that when individuals with MS lose weight, their entire metabolic
profile improves. Contrary to the pathway described by Despres [117],
Ferrannini’s [118] review of the literature supports the influence of
insulin resistance for the development of MS. Ferrannini contended
that insulin’s inability to metabolize glucose results in dyslipidemia,
hypertension, and vascular dysfunction, which ultimately leads to
MS. However, Ferrannini noted the complexity of the syndrome
and that each of the factors related to insulin resistance is part of a
larger, integrated system where “these homeostatic systems are under
multifactorial, redundant control” (p.49).

Aside from the precipitating factors of MS, there is also a genetic/
environmental dispute. Shmulewitz et al. [119] examined pedigrees
developed from family history and genetic data on the island of Kosrae
in Micronesia to assess the genetic influence for the development
of MS. Results indicated that significant heritability factors exist
for the metabolic syndrome factors including obesity, diabetes,
hypertension, and dyslipidemia. Shmulewitz et al. implicated specific
chromosomes, as well as potential general environmental factors
for the development of MS, although the specific environmental
influences were not specified.

To assess the environmental impact for the development of
MS, Lehman, Taylor, Kiefe, and Seeman [120] assessed early family
environment as part of the 15 year CARDIA study. Structural equation
modeling revealed that childhood Socio Economic Status (SES) and
risky early family environment were significantly associated with MS.

Further, these authors argue that SES and risky family environment
influenced the development of MS by increased associations with
hostility, depression, and poor quality of social contacts.

Aside from the genetic and environmental influence on MS,
increased levels of chronic stress may increase the likelihood of
MS. Vitaliano et al. [121] reported that chronic stress predicted MS
diagnoses in men over age 60 relative to women over 60 years of age.
Moreover, older men experiencing chronic levels of stress were 3
to 12 times more likely to develop MS at the time of the 30-month
follow-up. Unfortunately, MS diagnosis for this group also predicted
coronary heart disease. Vitaliano et al. also noted an increase in poor
health behaviors moderating the relationship between chronic stress
and MS. No additional pathway was provided.

It is apparent that there are multiple roads to MS, including the
genetic, environmental, and chronic stress routes, all of which focus
exclusively on peripheral functioning. To add a further layer of
complexity, there is “an emerging model in which a rich bidirectional
neuronal communication between the CNS and peripheral organs
plays a key role in the control of peripheral metabolism” [66]. These
authors posited that MS is primarily composed of the increased levels
of central adipose tissue and insulin levels and the brain communicates
with the periphery through hormonal signaling (leptin, insulin) and
macronutrient sensing (glucose). Using neuronal tracing data, Perez-
Tilve et al. demonstrated that the Paraventricular Nucleus (PVN)
and the Supra Chiasmatic Nucleus (SCN) of the hypothalamus are
primarily responsible for energy balance and metabolism and are
directly in contact with endocrine and neuroendocrine outputs.

Furthering the notion that the CNS is directly involved in the
development of MS, Krier et al. [65] argued faulty neuronal feedback
is responsible. Using a neuronal tracer, Kreier et al. established that
the liver, pancreas, and intraabdominal fat share the same vagal motor
neurons, thereby providing evidence for the direct communication
between the organs themselves and the CNS. Moreover, the tracer
injected into the adipose tissue was visible within the spinal cord,
PVN, Medial Preoptic Area (MPO), SCN, and the amygdala. Kreier
et al. claim that the neuronal tracer provides substantial and clear
evidence that the CNS and the PNS communicate directly. It should
be noted, the “visibility” of the tracer diminishes as it travels away
from its origin in the adipose tissue. This may be an important factor
as it is possible the tracer may not have been “seen” in the frontal
lobes due to diffraction of the signal as it was transmitted through
the CNS.

Kreier et al. [65] proposed a feedback loop between the
hypothalamus and brain stem exists with the adipose tissue of the liver,
pancreas, and intra-abdominal fat. It was argued the hypothalamus
attempts to regulate these systems and faulty regulation of the signal
from the adipose tissue eventually results in diabetes. Specifically,
Kreier et al. theorized that a miscommunication occurs in the system
when the brain is signaling to produce more glucose (reduce insulin
production) while the organs are already absorbing glucose, thereby
resulting in elevated glucose levels. Kreier et al. reported this occurs
during the dawn-phenomenon and may eventually lead to diabetes.
Further, these authors implicated increases in adipose tissue, lipids,
and related health problems that are the result of overeating as well as
alack of physical exercise, which “might induce confusing feedback to
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the brain” (p.1145), thereby resulting in further difficulties regulating
the peripheral organs.

Early life experiences have been demonstrated to result in changes
within the CNS that could influence the development of MS. In a
review of MS, Singh et al. [64] provide evidence that environmental
stress experienced during the first two years of life results in the
release of anti-inflammatory substances [tumor necrosis factor alpha
(TNF-alpha), C-Reactive Protein (CRP), cytokines, and interleukins],
which “may serve as signals for programming or adaptations” (p.S58).
According to Singh et al. these anti-inflammatory substances disrupt
the production of fatty acids, thereby reducing the protection provided
by the fatty acids to the neurons. In addition, the anti-inflammatory
response products damage the SCN, pineal and pituitary glands,
olfactory bulb, and the hypothalamus if the exposure occurs during
the early stages of development. Damage to these regions disrupts
insulin resistance and hypothalamic function, ultimately allowing for
the development of MS. Despite this compelling evidence, Singh et
al. does not mention additional brain regions that may be involved
in the development of MS. Specifically, the authors did not discuss
the inhibitory or regulatory role of the frontal lobes over these named
brain regions.

Given the relationship between the brain and MS, there
is additional support specifically linking hostility to MS. This
association is evident even in childhood and adolescence. In a sample
of 134 African American and European American children ages 8-10
and 15-17, Raikkonen et al. [13] assessed hostility (CMHO) and MS
during an initial screening, and then again during a 3 year follow up.
ANOVA results indicated that baseline hostility scores predicted
MS diagnoses for children and adolescences that did not have MS
diagnoses at baseline. The authors suggested obesity and insulin
resistance were primarily responsible for the association between
hostility and MS. However, no further explanation was provided
explaining this relationship.

Further evidence supporting the relationship between hostility
and MS in adulthood is presented. As part of the Normative Aging
Study, Niaura et al. [11] reviewed data from 1081 men that were
initially evaluated between 1987 and 1991 for the assessment of
psychosocial and biomedical correlates of aging. After the initial
assessment of health and hostility, the subjects completed a follow-
up evaluation that occurred 1-4 years later. The results showed that
hostility was positively correlated with caloric intake, BMI, Wait-to-
Hip Ratio (WHR), cholesterol, triglycerides, and insulin level, whereas
hostility was negatively correlated with education level. These initial
correlations were followed up with structural equation modeling,
and Niaura et al. demonstrated that hostility was indirectly related to
MS as this relationship was mediated by both BMI and WHR. It was
concluded that the high hostile men were obese and insulin resistant,
which in turn resulted in elevated blood pressure and serum lipids.
This sequence of vascular changes provides evidence for hostility as a
predicting factor of MS.

Nelson et al. [122] examined data from the Swedish Adoption/
Twin Study of Aging (SATSA) to assess the relationship between
MS, cynicism, and cardiovascular disease. Nelson et al. reported
they were specifically interested in cynical hostility, rather than the
traditional use of hostility, and used the 9 item Cynical scale taken

from the CMHO. Beginning in 1984, Swedish twins that were reared
together and apart were followed until 1994. During this time, cynical
hostility was assessed, as were the cardiovascular risk factors of blood
pressure, cholesterol, insulin, glucose, and WHR. Cardiovascular
disease was assessed by history of angina pectoris, heart attack, and/
or stroke. Initial analyses revealed none of the cardiovascular risk
factors by themselves mediated the relationship between hostility and
cardiovascular disease. However, when the risk factors were combined
into a “metabolic syndrome” factor, multivariate regression analysis
revealed cynical hostility significantly predicted MS, with MS then
predicting cardiovascular disease. Nelson et al. concluded the latent
construct of MS mediated the relationship between hostility and
cardiovascular disease.

When individuals are diagnosed as having both heightened
levels of hostility and MS, the effects can be deadly. As part of the
Normative Aging Study, Todaro et al. [68] examined the combined
effect of these two constructs on heart disease. Here, hostility was
assessed using the CMHO. Myocardial infarction was determined
with Electrocardiogram (ECG). MS was assessed using the criteria
specified by the Adult Treatment Panel III. Using multivariate
regression analysis, the results indicated that both hostility and
MS significantly predicted myocardial infarction. Additionally,
high hostile men with MS were 4 times more likely to develop
myocardial infarction regardless of sociodemographic and health
related behaviors such as smoking, diet, and alcohol consumption.
Todora et al. concluded, “Hostility may provide additional prognostic
information to the assessment of CHD in patients with the metabolic
syndrome” (p.224). To explain these findings, Todora et al. reported
that hostility’s relationship to MS, and to MS and CHD combined,
is the result of dysregulation of sympathetic and neuroendocrine
arousal.

Treatment of MS primarily attempts to improve general physical
well being. Fonesca [123] reports the best overall treatment for MS is
weight loss and exercise, and additional pharmacological treatments
are available for the individual subcomponents. Ford et al. [57]
report that the keys to ameliorating the potentially deadly effects of
MS are education, reducing weight, increasing physical activity, and
managing the individual components of this disorder.

As noted earlier, there is strong support that connects hostility
with the individual sub-components of MS. Specifically, hostility
has been implicated in the role of heightened blood pressure [7,8],
increased lipids [11,29,31,124], increased and decreased cholesterol
levels [33,125], and decreased glucose levels [34-37,95,126]. Although
each of these sub-factors does not provide a direct relationship with
MS, it is suggestive of one. Additionally, it is possible that due to the
recent identification of MS [127], the research on this construct may
still be in its infancy.

Application of the Right Hemispheric Model
of Hostility to MS

Hostility, as a construct, has evolved since it was first introduced
into the literature. Cook and Medley [128] first operationally
defined hostility using the MMPI, and hostility was included as a
part of Type A Personality Disorder during the 1970s [129]. Since
that time, hostility has been identified as a unitary construct, with
an exaggerated and prolonged stress response [3]. In addition, high
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hostile individuals are at significant risk for developing cardiovascular
disease [5,6], coronary artery calcification [9], hypertension [7,43],
and for dying [4,6]. While these correlates reflect traditional elements
within the cardiovascular system, additional metabolic characteristics
have been examined including heightened levels of lipids [29,31] and
cholesterol [32,33], and altered levels of glucose [35-38,95]. Adding
to these health related problems, individuals with increased levels
of hostility are significantly more likely to smoke cigarettes and
marijuana, drink alcohol, consume excess calories, and be overweight
[7,39-43].

Given this evidence, it is argued that hostile individuals are
more prone to an exaggerated and prolonged stress response. The
hyper-activation of the stress response is thought to be reflective
of dysfunction within the right hemisphere. Specifically, a right
hemispheric model of hostility is provided in which the frontal
regions have a limited capacity for regulating the stress response
[19,20,38,47,106].

As the hostility construct continues to evolve, there is an
increasing overlap with MS. This newly described syndrome applies
to overweight men and women that have elevated levels of blood
pressure, glucose, lipids, and cholesterol [Adult Treatment Panel IIT;
57]. Moreover, these individuals are at significant risk for developing
both cardiovascular disease [58,59] and diabetes [60,61], and are at
higher risk for mortality [62]. Controversy remains over of the cause of
this syndrome, and multiple pathways have been identified including
genetic [119], environmental [120], and chronic stress [64,121,130].
In addition, both the brain [64-66,130] and hostility [11,13,67,68]
have been implicated for the development of this syndrome.

With the considerable overlap between hostility and MS, it is
argued that there is a relationship between these two constructs,
and there is moderate support suggesting hostile individuals are at
risk for developing MS. However, the specifics concerning causality
warrants further investigation. In addition, it is argued that the
right hemispheric model of hostility can be applied to MS, and may
provide an explanation as to how these two constructs are related.
Moreover, the advantages and disadvantages of applying this model
also require further exploration. Finally, it is argued that individuals
with MS may be potentially experiencing a similar limited capacity
within the right frontal lobe. In conclusion, a theoretical test of this
model will be provided.

Integration of the Right Hemispheric Model
of Hostility with MS

In terms of causality or time course, the relationship between
hostility and MS requires further exploration. The literature supports
the relationship between hostility and MS [11,13,67,68]; however, the
exact mechanism for this relationship remains unclear. Niaura et al.
[11] stated that hostility was indirectly related to MS through elevated
BMI and WHR. Raikkonen et al. [13] reported elevated hostility
scores at baseline were predictive of later MS diagnosis for children
and adolescents due to an increase in obesity and insulin resistance.
Nelson et al. [67] documented the relationship between hostility and
MS, although no explanation was provided. Todaro et al. [68] stated
hostility results in the development of MS through a dysregulation of
increased sympathetic and neuroendocrine arousal.

Specifically concerning a time course, only the data provided by
Raikkonen et al. [13] and Niaura et al. [11] implicate hostility as a
precipitating factor in the development of MS. However, it should be
noted that hostility has preceded cardiovascular reactivity [20,46,48-
50, 106], cardiovascular disease [4,5,6,9], hypertension [7,8], and
death [4], as well as the metabolic factors of lipids [29,31], cholesterol
[32,33], and glucose [35-37]. By themselves, these factors do not
demonstrate that hostility precedes the development of MS, although
the pattern is suggestive of causality.

It is argued hostility leads to MS by an over exaggerated and
prolonged stress response due to dysfunction within the right
hemisphere. Although the right hemispheric model of hostility
provides an explanation and rationale for this relationship, the explicit
mechanisms behind this relationship are not stated. Unfortunately,
the specifics concerning the harmful effects of the stress response are
continuing to be elucidated in the literature.

Suarez et al. [3] reported that an over active stress response, as
has been noted with hostility, develops into cardiovascular disease
over time. This disease process occurs after continued secretion of
stress related products into the blood stream, eventually damaging
the inner lining of the blood vessels. “Physiologic hyperresponsivity is
thought to promote endothelial damage via hemodynamic (e.g. sheer
stress, turbulence) and catecholamine-induced metabolic changes
(e.g. platelet aggregation, lipolysis, down-regulation of low density
lipoprotein receptors)” (p. 78). Here, cardiovascular disease is the
long-term effect of the increased metabolic factors as they travel in
the blood. These factors include platelets, lipids, and proteins that are
released when the body is responding to stress, ultimately disrupting
normal blood flow.

Bryden et al. [5] stated hostile individuals experience stress more
often, which results in a pro-inflammatory and pro-thrombotic
response. Here, increased recruitment of leukocytes, lipids, smooth
muscle cells, fibroblasts, and platelets interact with the arterial
wall. Atherosclerotic plaque develops when this process occurs too
frequently, due to the disruption of the normal functioning of the
inner lining of the blood vessels.

Charmandari, Tsigos, and Chrousos [131] elucidated how stress
can lead to MS. These authors state that gluconeogenesis (the creation
of new glucose), which they reported is the hallmark feature of the
stress response, induces insulin resistance through the release of
glucocorticoids. This process interferes with normal glucose control
and “Overtime, progressive glucocorticoid-induced visceral adiposity
causes further insulin resistance and deterioration of glycemic
control” (p.271). When this process is carried out over extended
periods of time, it eventually leads to hyperglycemia (diabetes) and
hyperlipidemia (increased lipids and cholesterol) both of which have
been implicated with MS, cardiovascular disease, and hostility.

Singh, Kartik, Otsuka, Pella, and Pella [130] described stress in
terms of sympathetic and parasympathetic responding on a molecular
level. These authors reviewed data that associates sympathetic
activation with of cortisol, catecholamines,
serotonin, rennin, aldesterone, angiotensin, and free radicals,
whereas parasympathetic activation is associated with acetylcholine,
dopamine, nitric oxide, endorphins, coenzyme Q10, antioxidants,

increased levels
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and other protective factors. Despite not being described here, the
literature has implicated a number of these factors in cardiovascular
disease.

Although not a direct result of the stress response, or of right
frontal lobe functioning, engaging in unhealthy behaviors (such as
alcohol consumption, poor dietary choices, and smoking) could also
explain how hostility allows for the development of MS. Perhaps it
is the increased BMI and caloric intake as a result of poor diet that
explains the relationship between the two constructs [7,39,41,42]. As
noted in the MS literature, BMI and obesity seem to play a crucial role
in the development of MS [57,114-117].

There is an additional implication for the integration of the right
hemispheric model concerning the continued and prolonged levels
of stress. As noted earlier, it is argued high hostiles have a limited
capacity to regulate their sympathetic tone, anger [132], and glucose
mobilization [38]. In terms of MS, there is substantial peripheral
dysfunction as evidenced by the increased prevalence for obesity,
hypertension, triglyceridemia, cholesterolemia, and hyperglycemia,
all of which disrupt normal functioning within the body. Potentially,
this peripheral dysfunction provides additional challenges to the
right frontal lobe, which is attempting to regulate the sympathetic
response and negative effect. Although there is little data to support
this notion, evidence can be found with Woo, Ma, Robinson, and
Yu [133], specifically concerning the stress response of diabetics.
For example, Woo et al. report that when diabetics experience a
hyperglycemic episode, they continue to mobilize glucose in response
to stress, thereby further increasing their glucose levels. It is logical
that peripheral dysfunction could disrupt CNS activity, particularly
with insulin dysfunction. Glucose is the primary fuel for the brain and
is involved in nearly all of the brain’s activities to include all cognitive
abilities and nearly all cellular processes. Moreover, when the brain
is deprived of glucose, the far frontal regions are affected prior to the
posterior regions [94]. This could potentially result in a disruption
of the right frontal region’s ability to inhibit a reflex glucose release,
ultimately leading to a continued, and unrestricted, mobilization of
glucose instability in the associated affective systems, sympathetic
system, and for cognitive processing.

Kreier et al. [65] provide further evidence for peripheral
dysfunction within the body creating additional challenges for the
brain to regulate insulin secretion. As noted earlier, Kreier et al. stated
an increase in adipose tissue, lipids, as well as overeating, and a lack of
physical exercise, eventually disrupts the feedback loop between the
brain, liver, and pancreas. Here, the increased fatty food intake makes
it more difficult for the hypothalamus to properly regulate insulin
secretion.

There are distinct benefits and shortcomings of applying the right
hemispheric model of hostility to MS. The primary advantage of the
application is that it implicates the brain in the development of this
syndrome. As noted earlier, research is beginning to demonstrate
the role of the brain in the development [64] and progression
[65,66] of MS. For example, Singh et al. report that exposure to
the anti-inflammatory response products during the first two years
of life, damages several crucial brain regions that play a role in the
development of MS.

Another advantage to examining the role of the brain in this
syndrome is the allowance for an additional level of analysis that
could potentially provide a theoretical foundation to guide and clarify
the research on MS. Instead of focusing on signs and symptoms of
MS, which seem to vary [60], this approach provides a central theory
to help explain this syndrome. An additional benefit includes keeping
the focus on the interactions between the brain and the body, which
could potentially explain some of the variance surrounding the signs,
symptoms, and causes [115]. Moreover, continued understanding
of the brain’s response to stress may have beneficial implications for
reducing sympathetic arousal. For example, it may be beneficial to
decrease the amount of stress placed on the right frontal lobe as a
way to control for unbridled sympathetic reactivity. Kinsbourne’s
Functional Cerebral Space model states that performance decreases
as a function of completing two behaviors concurrently that are
close in functional cerebral space. It is logical that additional tasks
involving the right frontal lobe could interfere with these metabolic
functions. We provided evidence for this claim by using verbal and
nonverbal fluency tasks as left and right frontal lobe stressors in a
hostile population. The high hostiles performed poorly on nonverbal
fluency, which was thought to be a function of right frontal lobe
dysfunction. In addition, when the high hostiles were exposed to this
right frontal stressor, there was a resultant increased in heart rate,
blood pressure [20,106] and glucose [38] as it was thought the high
hostiles were unable to complete the right frontal lobe stressor and
regulate their sympathetic arousal concurrently.

Future research could test these findings on a population with
MS. Continuing with the limited capacity model, additional frontal
lobe tasks should interfere with metabolic functioning. For example,
frontal eye field [134] tasks, require substantial frontal lobe resources,
and should potentially result in altered metabolic functioning when
individuals with a limited right frontal capacity complete them.
Oxygen saturation levels, when depleted, may further activate
sympathetic drive essential for vital functions [135].

Applying the right hemispheric model of hostility to MS also
allows for the transference of treatment options that have been
successful with high hostiles. For example, as described by Miller et al.
[6] and Smith et al. [2], hostile individuals have an interpersonal style
that elicits hostile and aggressive interactions from others, resulting
in heightened levels of stress. To reduce the hostile interactions and
the associated sympathetic arousal, cognitive behavioral therapy has
proven to be efficacious in the treatment of anger [136]. The techniques
learned include the identification of anger provoking stimuli, deep
breathing techniques, relaxation training, and increasing problem
solving skill abilities. These techniques could potentially be applied
to individuals with MS to reduce the interpersonal interactions that
are associated with specific stressors. As noted by Vitaliano et al.
[121], the reduction of chronic levels of stress could have prevented
measures on the development of MS in older men.

Despite these benefits, the application of the right hemispheric
model has several limitations, primarily concerning the failure of the
model to address additional brain regions that may become activated
during the stress response. For instance, Davidson, Ekman, Saron,
Senulis, & Friesen [137] and Harmon-Jones [138] claim that the left
frontal lobe is responsible for anger expression [132]. The rationale

Submit your Manuseript | www.austinpublishinggroup.com

Austin J Neurol Disord Epilepsy 3(1): id1014 (2016) - Page - 01



Harrison DW

Austin Publishing Group

for not incorporating the left frontal activation model is that it does
not explain the exaggerated stress response experienced by hostile
individuals. Instead, anger is discussed in terms of approach behavior,
which is not relevant here.

Finally, this model does not explain how the increased activation
is eventually reduced. Perhaps a better comprehension of the brain
regions responsible for regulatory control will promote an improved
understanding of the relationship between hostility and MS. For
example, Masi, Hawkley, Rickett, & Cacioppo [139] suggest that a
dysfunctional vagus cranial nerve, which normally seeks to regulate
heart rate, can result in chronic disease. In an optimal state, the
vagus alters the Sinoatrial (SA) node, which is commonly referred to
as the pacemaker of the heart, and heart rate is either appropriately
increased or decreased [140]. Masi et al. [139] suggest an aging, or
dysfunctional, vagus is implicated in the development of diabetes,
obesity, hypertension, and congestive heart failure. These authors
report that the vagus may be responsible for regulating the response
to constantly changing glucose levels. The regulation of glucose
mobilization and absorption is thought to be reflective of sympathetic
and parasympathetic activation, respectively, and dysfunctional
regulation results in either hypoglycemia or hyperglycemia. For
example, when glucose levels are high, the vagus activates pancreatic
B-cells to release insulin (parasympathetic activation) in an attempt
to reduce glucose levels. When glucose levels are low, pancreatic
a-cells activate to release glycogen (sympathetic activation). Masi et
al. conclude that impaired regulation of the glucose system can result
in either hyperglycemia (diabetes) or hypoglycemia.

Interestingly, the intentions of Masi et al. are in parallel to
the current paper as evidenced by the notion of a bi-directional
relationship between the body and brain, as well as the influence of
the brain on disease processes. However, Masi et al. approach this
objective from a subcortical level, rather than from a theory based
on higher level cerebral systems. Unfortunately, Masi et al. do
not mention executive brain regions that may be influencing, or
regulating, the vagus.

Vagal dysfunction has also been specifically implicated in anger
and hostility. There is evidence that hostile individuals experience
prolonged levels of stress because their parasympathetic tone is
diminished due to an inability to return to a non-excitatory state
[141]. Here, it is argued that vagal dysfunction impairs the ability
to reduce heart rate and anger, resulting in prolonged sympathetic
arousal.

In a continuation of this research, Thayer and Friedman [142],
and more recently, Thayer & Brosschot [143], cite additional brain
regions that could be influencing the vagus’ ability to regulate heart
rate. Specifically, these authors provide a dynamical systems approach
that describes an organism as a “complex set of reverberating
circuits or sub-systems working together in a coordinated fashion”
[142]. Within this framework, these authors provide evidence
for a reciprocal inhibitory cortico-subcortical system that is both
structural and functional. Using heart rate variability, it is proposed
that a network “permits the prefrontal cortex to inhibit subcortical
structures” [143], which would include heart rate variability.

Both the dynamical systems and the limited capacity model

organize the brain according to systems working together in an
integrated fashion. However, the right hemispheric model of
hostility describes the consequences of limited resources within the
right frontal lobe, resulting in an exaggerated and prolonged stress
response for hostile individuals. This model was specifically developed
from the hostility literature and has been used to explain and guide
research on this construct, specifically concerning lateralized cerebral
resources. It is now being applied to MS given the substantial overlap
between the constructs.

In order to assess the applicability of the right hemispheric model
of hostility to MS additional research is required. To strengthen
the relationship between hostility and MS, continued correlational
evidence to assess the predictive value of hostility for MS is warranted.
To address the brain function of individuals with MS, the left and
right frontal lobes should be analyzed for diminished capacity in
regulatory control. In accord with Walters, Harrison, Campbell,
& Harrison [38], Williamson & Harrison [20], and Williamson,
Walters, & Harrison [106], the left and the right frontal lobes could
be assessed using both verbal and nonverbal fluency measures. Here,
it would be predicted that individuals with MS would demonstrate
diminished right frontal lobe regulatory control as evidenced by
poor performance on neuropsychological measures sensitive to
right frontal function. In addition, exposure to right frontal stressors
should result in altered metabolic functioning as a result of limited
capacity [19-23,28]. Finally, it may be beneficial to assess hostility
levels after individuals are diagnosed with MS.

Conclusion

Using the Limited Capacity Model of hostility as a guide, it is
argued that hostile men show prolonged and exaggerated responses to
stress as a result of a limited stress management capacity attributable
to the right frontal lobe. Further, individuals with a variable and
deregulated fuel supply to their brain (diabetes) exhibiting an
increased and exaggerated stress response (hostility) as a result of
modest regulatory capacity, should demonstrate an exacerbated stress
response within negative affective and sympathetic nervous systems
of the right hemisphere.

References

1. Smith TW, Seigman AW. Anger, Hostility, and the Heart. Lawrence Erlbaum:
Hillsdale, New Jersey. 1994.

2. Smith TW, Glazer K, Ruiz JM, Gallo LC. Hostility, anger, aggressiveness,
and coronary heart disease: An interpersonal perspective on personality,
emotion, and health. Journal of Personality. 2004; 72.

3. Suarez EC, Kuhn CM, Schanberg SM, Williams RB, Zimmermann EA.
Neuroendocrine, cardiovascular, and emotional responses of hostile men:
the role of interpersonal challenge. Psychosomatic Medicine. 1998; 60: 78-
88.

4. Boyle SH, Williams RB, Mark DB, Brummett BH, Siegler IC, Helms MJ, et al.
Hostility as a predictor of survival in patients with coronary artery disease.
Psychosomatic Medicine. 2004; 66: 629-632.

5. Brydon L, Magid K, Steptoe A. Platelets, coronary heart disease, and stress.
Brain and Behavioral Immunology. 2005.

6. Miller TQ, Smith TW, Turner CW, Guijarro ML, Hallet AJ. A meta-analytic
review of research on hostility and physical health. Psychol Bull. 1996; 119:
322-348.

7. Yan LL, Liu K, Mathews KA, Daviglus ML, Ferguson TF, Kiefe CI.
Psychosocial factors and risk of hypertension: The Coronary Arty Risk

Submit your Manuseript | www.austinpublishinggroup.com

Austin J Neurol Disord Epilepsy 3(1): id1014 (2016) - Page - 012


http://www.ncbi.nlm.nih.gov/pubmed/15509282
http://www.ncbi.nlm.nih.gov/pubmed/15509282
http://www.ncbi.nlm.nih.gov/pubmed/15509282
https://scholars.duke.edu/display/pub662957
https://scholars.duke.edu/display/pub662957
https://scholars.duke.edu/display/pub662957
https://scholars.duke.edu/display/pub662957
http://www.ncbi.nlm.nih.gov/pubmed/15385683
http://www.ncbi.nlm.nih.gov/pubmed/15385683
http://www.ncbi.nlm.nih.gov/pubmed/15385683
http://www.ncbi.nlm.nih.gov/pubmed/16183245
http://www.ncbi.nlm.nih.gov/pubmed/16183245
http://www.ncbi.nlm.nih.gov/pubmed/8851276
http://www.ncbi.nlm.nih.gov/pubmed/8851276
http://www.ncbi.nlm.nih.gov/pubmed/8851276
http://www.ncbi.nlm.nih.gov/pubmed/14570949
http://www.ncbi.nlm.nih.gov/pubmed/14570949

Harrison DW

Austin Publishing Group

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24,

25.

26.

Development In Young Adults (CARDIA) study. Journal of the American
Medical Association. 2003; 290: 2138-2148.

Zhu H, Poole J, Lu Y, Harshfield GA, Treiber FA, Snieder H, et al.
Sympathetic nervous system, genes and human essential hypertension.
Current Neurovascular Research. 2005; 2: 303-317.

Iribarren C, Sidney S, Bild DE, Liu K, Markovitz JH, Roseman JM, et al.
Association of hostility with coronary artery calcification in young adults:
The CARDIA study. Journal of the American Medical Association. 2000; 17:
2546-2551.

Chyun DA, Melkus GD, Katten DM, Price WJ, Davey JA, Grey N, et al.
The association of psychological factors, physical activity, neuropathy, and
quality of life in type 2 diabetes. Biological Research for Nursing. 2006; 7:
279-288.

Niaura R, Banks SM, Ward KD, Stoney CM, Spiro A, Aldwin CM, et al.
Hostility and the metabolic syndrome in older males: the normative aging
study. Psychosomatic Medicine. 2000; 62: 7-16.

Raikkonen K, Keltikangas-Jarvinen L, Adlercreutz H, Hautanen A.
Psychosocial stress and the insulin resistance syndrome. Metabolism. 1996;
45: 1533-1538.

Raikkonen K, Matthews KA, Salomon K. Hostility predicts metabolic
syndrome risk factors in children and adolescents. Health Psychol. 2003;
22: 279-286.

Manschot SM, Brands AM, Vander Grond J, Kessels RP, Algra A, Kappelle
LJ, et al. Brain magnetic resonance imaging correlates of impaired cognition
in patients with type 2 diabetes. Diabetes. 2006; 55: 1106-1113.

Reaven GM, Thompson LW, Nahum D, Haskins E. Relationship between
hyperglycemia and cognitive function in older NIDDM patients. Diabetes
Care. 1990; 13: 16-21.

Sommerfield AJ, Deary IJ, Frier BM. Acute hyperglycemia alters mood state
and impairs cognitive performance in people with type 2 diabetes. Diabetes
Care. 2004; 27: 2335-2340.

Wessels AM, Rombouts SA, Simsek S, Kuijer JP, Kostense PJ, Barkhof F,
et al. Microvascular Disease in Type 1 Diabetes Alters Brain Activation A
Functional Magnetic Resonance Imaging Study. Diabetes. 2006; 55: 334-
340.

Hyllienmark L, Maltez J, Dandenell A, Ludvigsson J, Brismar T. EEG
abnormalities with and without relation to severe hypoglycemia in
adolescents with typel diabetes. Diabetologia. 2005; 48: 412-419.

Carmon JE, Holland AK, Harrison DW. Extending the functional cerebral
systems theory of emotion to the vestibular modality: A systematic and
integrative approach. Psychological Bulletin. 2009; 135: 286-302.

Williamson JB, Harrison DW. Functional cerebral asymmetry in hostility: A
dual task approach with fluency and cardiovascular regulation. Brain and
Cognition. 2003; 52: 167-174.

Foster PS, Drago V, Ferguson BJ, Harrison DW. Cerebral moderation of
cardiovascular functioning: A functional cerebral systems perspective.
Clinical Neurophysiology. 2008; 119: 2846-2854.

Klineburger PC, Harrison DW. The dynamic functional capacity theory: A
neuropsychological model of intense emotions. Cogent Psychology. 2015;
2:1029691.

Comer CS, Harrison PK, Harrison DW. The Dynamic Opponent Relativity
Model: An Integration and Extension of Capacity Theory and Existing
Theoretical Perspectives on the Neuropsychology of Arousal and Emotion.
Springer Plus: Biomedical and Life Sciences. 2015; 4: 345.

Harrison DW. Parasympathetic and Sympathetic Tone. In Brain Asymmetry
and Neural Systems. Springer International. 2015; 441-453.

Dembroski TM, Costa PT. Coronary prone behavior: components of the type
A pattern and hostility. J Pers. 1987; 55: 211-235.

Eckhardt C, Norlander B, Deffenbacher J. The assessment of anger and
hostility: a critical review. Aggression and Violent Behavior. 2004; 9: 17-43.

27.

28.

29.

30.

31.

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

43.

44,

45.

46.

47.

48.

Buss AH, Durkee A. An inventory for assessing different kinds of hostility. J
Consult Psychol. 1957; 21: 343-349.

Harrison DW. Brain Asymmetry and Neural Systems: Foundations in Clinical
Neuroscience and Neuropsychology. Springer International. 2015.

Finney ML, Stoney CM, Engebreston TO. Hostility and anger expression
in African American and European American men is associated with
cardiovascular and lipid reactivity. Psychophysiology. 2002; 39: 340-349.

Stoney CM, Hughes JW. Lipid reactivity among men with a parental history
of myocardial infarction. Psychophysiology. 1999; 36: 484-490.

Vogele C. Serum lipid concentrations, hostility, and cardiovascular reactions
to mental stress. International Journal of Psychophysiology. 1997; 28: 176-
179.

Hillborand M, Waite BM, Rosenstein M, Harackiewicz D, Lingswiler VM,
Stehney M. Serum cholesterol concentrations and non-physical aggression
in healthy adults. Journal of Behavioral Medicine. 2005; 28: 295-299.

Richards JC, Hof A, Alvarenga M. Serum lipids and their relationships with
hostility and angry affect and behaviors in men. Health Psychology. 2000;
19: 393-398.

Benton D, Kumari N, Brain PF. Mild hypoglycaemia and questionnaire
measures of aggression. Biol Psychol. 1982; 14: 129-135.

Donhoe RT, Benton D. Blood glucose control and aggressiveness in men.
Personality and Individual Differences. 1999; 26: 905-911.

Mc Crimmon RJ, Ewing FM, Frier BM, Deary 1J. Anger state during acute
insulin-induced hypoglycaemia. Physiol Behav. 1999; 67: 35-39.

Virkkunen R. Reactive hypoglycemic tendency among habitually violent
offenders. A further study by means of the glucose tolerance test.
Neuropsychobiology. 1982; 8: 35-40.

Walters RP, Harrison PK, Campbell RW, Harrison DW. Frontal regulation
of blood glucose levels: Support for the limited capacity model in hostile
men. 2015.

Kawachi |, Sparrow D, Spiro A, Vokonas P, Weiss ST. Myocardial Ischemia/
Coronary Artery Vasoconstriction/Thrombosis/Myocardial Infarction: A
prospective study of anger and coronary artery disease: the normative aging
study. Circulation. 1996; 94: 2090-2095.

Knox SS, Weidner G, Adelman A, Stoney CM, Ellison RC. Hostility and
Physiological Risk in the National Heart, Lung, and Blood Institute Family
Heart Study. Archives of Internal Medicine. 2004; 164: 2442-2448.

Scherwitz LW, Perkins LL, Chesney MA, Hughes GH, Sidney S, Manolio TA.
Hostility and health behaviors in young adults: the CARDIA Study. Coronary
Artery Risk Development in Young Adults Study. Am J Epidemiol. 1992; 136:
136-145.

Siegler IC, Peterson BL, Barefoot JC, Williams RB. Hostility during late
adolescence predicts coronary risk factors at mid-life. Am J Epidemiol. 1992;
136: 146-154.

Zhang J, Niaura R, Todaro JF, McCaffery JM, Shen BJ, Spiro A, et al.
Suppressed hostility predicted hypertension incidence among middle-aged
men: The normative aging study. Journal of Behavorial Medicine. 2005; 23:
1-12.

Zuckerman M, Kuhlman DM. Personality and risk-taking: common biosocial
factors. J Pers. 2000; 68: 999-1029.

Shenal BV, Harrison DW. Dynamic lateralization: Hostility, cardiovascular
regulation, and tachistoscopic recognition. International journal of
neuroscience. 2004; 114: 335-348.

Demaree HA, Harrison DW. Physiological and neuropsychological correlates
of hostility. Neuropsychologia. 1997; 35: 1405-1411.

Mitchell GA, Harrison DW. Neuropsychological effects of hostility and pain
on emotion perception. J Clin Exp Neuropsychol. 2010; 32: 174-189.

Harrison DW, Gorelczenko PM. Functional asymmetry for facial affect
perception in high and low hostile men and women. Int J Neurosci. 1990;
55: 89-97.

Submit your Manuseript | www.austinpublishinggroup.com

Austin J Neurol Disord Epilepsy 3(1): id1014 (2016) - Page - 013


http://www.ncbi.nlm.nih.gov/pubmed/14570949
http://www.ncbi.nlm.nih.gov/pubmed/14570949
http://www.ncbi.nlm.nih.gov/pubmed/16181122
http://www.ncbi.nlm.nih.gov/pubmed/16181122
http://www.ncbi.nlm.nih.gov/pubmed/16181122
http://www.ncbi.nlm.nih.gov/pubmed/10815118
http://www.ncbi.nlm.nih.gov/pubmed/10815118
http://www.ncbi.nlm.nih.gov/pubmed/10815118
http://www.ncbi.nlm.nih.gov/pubmed/10815118
http://www.ncbi.nlm.nih.gov/pubmed/16581898
http://www.ncbi.nlm.nih.gov/pubmed/16581898
http://www.ncbi.nlm.nih.gov/pubmed/16581898
http://www.ncbi.nlm.nih.gov/pubmed/16581898
http://www.ncbi.nlm.nih.gov/pubmed/10705906
http://www.ncbi.nlm.nih.gov/pubmed/10705906
http://www.ncbi.nlm.nih.gov/pubmed/10705906
http://www.ncbi.nlm.nih.gov/pubmed/8969288
http://www.ncbi.nlm.nih.gov/pubmed/8969288
http://www.ncbi.nlm.nih.gov/pubmed/8969288
http://www.ncbi.nlm.nih.gov/pubmed/12790255
http://www.ncbi.nlm.nih.gov/pubmed/12790255
http://www.ncbi.nlm.nih.gov/pubmed/12790255
http://www.ncbi.nlm.nih.gov/pubmed/16567535
http://www.ncbi.nlm.nih.gov/pubmed/16567535
http://www.ncbi.nlm.nih.gov/pubmed/16567535
http://www.ncbi.nlm.nih.gov/pubmed/2298111
http://www.ncbi.nlm.nih.gov/pubmed/2298111
http://www.ncbi.nlm.nih.gov/pubmed/2298111
http://www.ncbi.nlm.nih.gov/pubmed/15451897
http://www.ncbi.nlm.nih.gov/pubmed/15451897
http://www.ncbi.nlm.nih.gov/pubmed/15451897
http://www.ncbi.nlm.nih.gov/pubmed/16443765
http://www.ncbi.nlm.nih.gov/pubmed/16443765
http://www.ncbi.nlm.nih.gov/pubmed/16443765
http://www.ncbi.nlm.nih.gov/pubmed/16443765
http://www.ncbi.nlm.nih.gov/pubmed/15739116
http://www.ncbi.nlm.nih.gov/pubmed/15739116
http://www.ncbi.nlm.nih.gov/pubmed/15739116
http://www.ncbi.nlm.nih.gov/pubmed/19254081
http://www.ncbi.nlm.nih.gov/pubmed/19254081
http://www.ncbi.nlm.nih.gov/pubmed/19254081
http://www.ncbi.nlm.nih.gov/pubmed/12821098
http://www.ncbi.nlm.nih.gov/pubmed/12821098
http://www.ncbi.nlm.nih.gov/pubmed/12821098
http://www.ncbi.nlm.nih.gov/pubmed/18848802
http://www.ncbi.nlm.nih.gov/pubmed/18848802
http://www.ncbi.nlm.nih.gov/pubmed/18848802
http://cogentoa.tandfonline.com/doi/full/10.1080/23311908.2015.1029691
http://cogentoa.tandfonline.com/doi/full/10.1080/23311908.2015.1029691
http://cogentoa.tandfonline.com/doi/full/10.1080/23311908.2015.1029691
http://www.ncbi.nlm.nih.gov/pubmed/26191472
http://www.ncbi.nlm.nih.gov/pubmed/26191472
http://www.ncbi.nlm.nih.gov/pubmed/26191472
http://www.ncbi.nlm.nih.gov/pubmed/26191472
http://www.bookmetrix.com/detail/chapter/ef1ceb98-3650-4efd-92e3-6635ae5293f0#citations
http://www.bookmetrix.com/detail/chapter/ef1ceb98-3650-4efd-92e3-6635ae5293f0#citations
http://www.ncbi.nlm.nih.gov/pubmed/3612469
http://www.ncbi.nlm.nih.gov/pubmed/3612469
http://www.sciencedirect.com/science/article/pii/S1359178902001167
http://www.sciencedirect.com/science/article/pii/S1359178902001167
http://www.ncbi.nlm.nih.gov/pubmed/13463189
http://www.ncbi.nlm.nih.gov/pubmed/13463189
https://www.springer.com/in/book/9783319130682
https://www.springer.com/in/book/9783319130682
http://www.ncbi.nlm.nih.gov/pubmed/12212653
http://www.ncbi.nlm.nih.gov/pubmed/12212653
http://www.ncbi.nlm.nih.gov/pubmed/12212653
http://www.ncbi.nlm.nih.gov/pubmed/10432798
http://www.ncbi.nlm.nih.gov/pubmed/10432798
https://www.deepdyve.com/lp/elsevier/serum-lipid-concentrations-hostility-and-cardiovascular-reactions-to-lolTRVw5Wa
https://www.deepdyve.com/lp/elsevier/serum-lipid-concentrations-hostility-and-cardiovascular-reactions-to-lolTRVw5Wa
https://www.deepdyve.com/lp/elsevier/serum-lipid-concentrations-hostility-and-cardiovascular-reactions-to-lolTRVw5Wa
http://www.ncbi.nlm.nih.gov/pubmed/16015463
http://www.ncbi.nlm.nih.gov/pubmed/16015463
http://www.ncbi.nlm.nih.gov/pubmed/16015463
http://www.ncbi.nlm.nih.gov/pubmed/10907658
http://www.ncbi.nlm.nih.gov/pubmed/10907658
http://www.ncbi.nlm.nih.gov/pubmed/10907658
http://www.ncbi.nlm.nih.gov/pubmed/7104424
http://www.ncbi.nlm.nih.gov/pubmed/7104424
http://www.ncbi.nlm.nih.gov/pubmed/10463626
http://www.ncbi.nlm.nih.gov/pubmed/10463626
http://www.ncbi.nlm.nih.gov/pubmed/7057988
http://www.ncbi.nlm.nih.gov/pubmed/7057988
http://www.ncbi.nlm.nih.gov/pubmed/7057988
http://www.ncbi.nlm.nih.gov/pubmed/8901656
http://www.ncbi.nlm.nih.gov/pubmed/8901656
http://www.ncbi.nlm.nih.gov/pubmed/8901656
http://www.ncbi.nlm.nih.gov/pubmed/8901656
http://www.ncbi.nlm.nih.gov/pubmed/15596634
http://www.ncbi.nlm.nih.gov/pubmed/15596634
http://www.ncbi.nlm.nih.gov/pubmed/15596634
http://www.ncbi.nlm.nih.gov/pubmed/1415137
http://www.ncbi.nlm.nih.gov/pubmed/1415137
http://www.ncbi.nlm.nih.gov/pubmed/1415137
http://www.ncbi.nlm.nih.gov/pubmed/1415137
http://www.ncbi.nlm.nih.gov/pubmed/1415138
http://www.ncbi.nlm.nih.gov/pubmed/1415138
http://www.ncbi.nlm.nih.gov/pubmed/1415138
http://www.ncbi.nlm.nih.gov/pubmed/16179978
http://www.ncbi.nlm.nih.gov/pubmed/16179978
http://www.ncbi.nlm.nih.gov/pubmed/16179978
http://www.ncbi.nlm.nih.gov/pubmed/16179978
http://www.ncbi.nlm.nih.gov/pubmed/11130742
http://www.ncbi.nlm.nih.gov/pubmed/11130742
http://www.ncbi.nlm.nih.gov/pubmed/14754659
http://www.ncbi.nlm.nih.gov/pubmed/14754659
http://www.ncbi.nlm.nih.gov/pubmed/14754659
http://www.ncbi.nlm.nih.gov/pubmed/9347487
http://www.ncbi.nlm.nih.gov/pubmed/9347487
http://www.ncbi.nlm.nih.gov/pubmed/19484642
http://www.ncbi.nlm.nih.gov/pubmed/19484642
http://www.ncbi.nlm.nih.gov/pubmed/2084054
http://www.ncbi.nlm.nih.gov/pubmed/2084054
http://www.ncbi.nlm.nih.gov/pubmed/2084054

Harrison DW

Austin Publishing Group

49.

50.

51.

52.

53.

54,

55.

56.

57.

58.

59.

60.

61.

62.

63.

64.

65.

66.

67.

Herridge ML, Harrison DW, Mollet GA, Shenal BV. Hostility and facial affect
recognition: effects of a cold pressor stressor on accuracy and cardiovascular
reactivity. Brain and Cognition. 2004; 55: 564-571.

Herridge ML, Harrison DW, Demaree HA. Hostility, facial configuration, and
bilateral asymmetry on Galvanic skin response. Psychobiology. 1997; 25:
71-76.

Foster PS, Hubbard T, Yung RC, Ferguson BJ, Drago V, Harrison DW.
Cerebral asymmetry in the control of cardiovascular functioning: evidence
from lateral vibrotactile stimulation. Laterality. 2013; 18: 108-119.

Demaree HA, Higgins DA, Williamson J, Harrison DW. Asymmetry in hand
grip strength and fatigue in low- and high-hostile men. Int J Neurosci. 2002;
112: 415-428.

Rhodes RD, Harrison PK, Harrison DW. Losing Face: Diminished Right
Frontal Capacity in High-Hostiles with Facial and Cardiovascular Dystonia.
2015.

Holland AK, Carmona JE, Harrison DW. An extension of the functional
cerebral systems approach to hostility: A capacity model utilizing a
dual concurrent task paradigm. Journal of Clinical and Experimental
Neuropsychology. 2012; 34: 92-106.

Everhart DE, Demaree HA, Harrison DW. The influence of hostility on
electroencephalographic activity and memory functioning during an affective
memory task. Clin Neurophysiol. 2008; 119: 134-143.

Harrison PK, Campbell RW, Smith AJ, Mitchell GA, Walters RP, Harrison
DW. Frontal Lobe Regulatory Control Mechanisms: Evidence for Diminished
Frontal Eye Field Capacity in Hostile Violence-Prone Men. 2015.

Ford ES, Giles WH, Dietz WH. Prevalence of the Metabolic Syndrome
Among US Adults: Findings From the Third National Health and Nutrition
Examination Survey. Journal of the American Medical Association. 2002;
287: 356-359.

Butler J, Rodondi N, Zhu Y, Figaro K, Fazio S, Vaughan DE, et al. Metabolic
syndrome and the risk of cardiovascular disease in older adults. J Am Coll
Cardiol. 2006; 47: 1595-1602.

Reinhard W, Holmer SR, Fischer M, Gloeckner C, Hubauer U, Baessler A,
et al. Association of the metabolic syndrome with early coronary disease in
families with frequent myocardial infarction. American Journal of Cardiology.
2006; 97: 964-967.

Hanna-Maaria L, Laaksonen DE, Lakka TA, Niskanen LK, Kumpusalo E,
Tuomilehto J, et al. The Metabolic Syndrome and Total and Cardiovascular
Disease Mortality in Middle-aged Men. The Journal of the American Medical
Association. 2002; 288: 2709-2716.

Meigs JB, Wilson PW, Fox CS, Vasan RS, Nathan DM, Sullivan L, et al. Body
mass index, metabolic syndrome and risk of type 2 diabetes or cardiovascular
disease. The Journal of Clinical Endocrinology and Metabolism. 2006.

Langenberg C, Bergstrom J, Scheidt-Nave C, Pfeilschifter J, Barrett-Connor
E. Cardiovascular death and the metabolic syndrome: role of adiposity-
signaling hormones and inflammatory markers. Diabetes Care. 2006; 29:
1363-1369.

Haffner SM, Ruilope L, Dahlof B, Abadie E, Kupher S, Zannad F. Metabolic
syndrome, new onset diabetes, and new end points in cardiovascular trials.
Journal of Cardiovascular Pharmacology. 2006; 47: 469-475.

Singh RB, Pella D, Mechirova V, Otsuka K. Can brain dysfunction
be a predisposing factor for metabolic syndrome? Biomedicine &
Pharmacotherapy. 2004; 58: S56-S68.

Kreier F, Kap YS, Mettenleiter TC, van Heijningen C, van der Vliet J, Kalsbeek
A, et al. Tracing from fat tissue, liver, and pancreas: a neuroanatomical
framework for the role of the brain in type 2 diabetes. Endocrinology. 2006;
147: 1140-1147.

Perez-Tilve D, Stern JE, Tschép M. The brain and the metabolic syndrome:
not a wireless connection. Endocrinology. 2006; 147: 1136-1139.

Nelson TL, Palmer RF, Pedersen NL. The metabolic syndrome mediates
the relationship between cynical hostility and cardiovascular disease.
Experimental Aging Research. 2004; 30: 163-177.

68.

69.

70.

71.

72.

73.

74.

75.

76.

7.

78.

79.

80.

81.

82.

83.

84.

85.

86.

87.

88.
89.

Todaro JF, Con A, Niaura R, Spiro A, Ward KD, Roytberg A. Combined
Effect of the Metabolic Syndrome and Hostility on the Incidence of
Myocardial Infarction (The Normative Aging Study). The American Journal
of Cardiology. 2005; 96: 221-226.

Martin R, Watson D, Wan CK. A three-factor model of trait anger: dimensions
of affect, behavior, and cognition. J Pers. 2000; 68: 869-897.

Ramirez JM, Andreu JM. Aggression, and some related psychological
constructs (anger, hostility, and impulsivity); some comments from a
research project. Neuroscience and Biobehavioal Reviews. 2006; 3: 276-
291.

Keltikangas-Jarvinen L, Heinonen K. Childhood roots of adulthood hostility:
family factors as predictors of cognitive and affective hostility. Child Dev.
2003; 74: 1751-1768.

Smith TW, McGonigle MA, Benjamin LS. Sibling interactions, self-regulation,
and cynical hostility in adult male twins. J Behav Med. 1998; 21: 337-349.

Rujescu D, Giegling |, Bondy B, Gietl A, Zill P, Méller HJ. Association of
anger-related traits with SNPs in the TPH gene. Mol Psychiatry. 2002; 7:
1023-1029.

Sluyter F, Keijser JN, Boomsma DI, van Doornen LJ, van den Oord EJ,
Snieder H. Genetics of testosterone and the Aggression-Hostility-Anger
(AHA) syndrome: a study of middle-aged male twins. Twin Res. 2000; 3:
266-276.

Vernon PA, McCarthy JM, Johnson AM, Jang KL, Harris JA. Individual
differences in multiple dimensions of aggression: a univariate and
multivariate genetic analysis. Twin Res. 1999; 2: 16-21.

Siegman AW, Smith TW. Anger, hostility, and the heart. Psychology Press.
2013.

Lovallo W. Stress and Health: Biological and Physical Interactions. Sage
Publications. 2005.

Dembroski TM, MacDougall JM, Lushene R. Interpersonal interaction and
cardiovascular response in type a subjects and coronary patients. J Human
Stress. 1979; 5: 28-36.

Haynes SG, Levine S, Scotch N, Feinleib M, Kannel WB. The relationship
of physiological factors to coronary heart disease in the Framingham study.
|. Methods and risk factors. American Journal of Epidemiology. 1978; 107:
362-383.

Koskenvuo M, Kaprio J, Rose RJ, Kesaniemi A, Sarna S, Heikkila K, et al.
Hostility as a risk factor for mortality and ischemic heart disease in men.
Psychosom Med. 1988; 50: 330-340.

Lee MA, Cameron OG. Anxiety, type A behavior, and cardiovascular
disease. Int J Psychiatry Med. 1986; 16: 123-129.

Stevens JH, Turner CW, Rhodewalt F, Talbot S. The Type A behavior pattern
and carotid artery atherosclerosis. Psychosom Med. 1984; 46: 105-113.

Tennant CC, Langeluddecke PM. Psychological correlates of coronary heart
disease. Psychol Med. 1985; 15: 581-588.

Williams RB, Haney TL, Lee KL, Kong YH, Blumenthal JA, Whalen RE. Type
A behavior, hostility, and coronary arthrosclerosis. Psychosomatic Medicine.
1980; 42: 539-549.

Lovallo WR. Stress and health: Biological and psychological interactions.
Sage publications. 2015.

Suls J, Bunde J. Anger, anxiety, and depression as risk factors for
cardiovascular disease: the problems and implications of overlapping
affective dispositions. Psychological bulletin. 2005; 131: 260.

Glass CK, Witztum JL. Atherosclerosis. the road ahead. Cell. 2001; 104:
503-516.

Mohrman DE, Heller LJ. Cardiovascular Physiology. McGraw-Hill. 1999.

Mitchell RN, Kumar VK, Abbas AK, Fuasto N. Pocket Companion to
Pathologic Basis of Disease, 7" Edn. Saunders Elsevier: Philadelphia. 2006.

. Buss AH, Perry M. The aggression questionnaire. Journal of Personality and

Social Psychology. 1992; 63: 452-459.

Submit your Manuseript | www.austinpublishinggroup.com

Austin J Neurol Disord Epilepsy 3(1): id1014 (2016) - Page - 014


http://www.ncbi.nlm.nih.gov/pubmed/15223203
http://www.ncbi.nlm.nih.gov/pubmed/15223203
http://www.ncbi.nlm.nih.gov/pubmed/15223203
http://link.springer.com/article/10.3758%2FBF03327029
http://link.springer.com/article/10.3758%2FBF03327029
http://link.springer.com/article/10.3758%2FBF03327029
http://www.ncbi.nlm.nih.gov/pubmed/23231546
http://www.ncbi.nlm.nih.gov/pubmed/23231546
http://www.ncbi.nlm.nih.gov/pubmed/23231546
http://www.ncbi.nlm.nih.gov/pubmed/12325395
http://www.ncbi.nlm.nih.gov/pubmed/12325395
http://www.ncbi.nlm.nih.gov/pubmed/12325395
http://www.ncbi.nlm.nih.gov/pubmed/22091622
http://www.ncbi.nlm.nih.gov/pubmed/22091622
http://www.ncbi.nlm.nih.gov/pubmed/22091622
http://www.ncbi.nlm.nih.gov/pubmed/22091622
http://www.ncbi.nlm.nih.gov/pubmed/18039592
http://www.ncbi.nlm.nih.gov/pubmed/18039592
http://www.ncbi.nlm.nih.gov/pubmed/18039592
http://www.ncbi.nlm.nih.gov/pubmed/11790215
http://www.ncbi.nlm.nih.gov/pubmed/11790215
http://www.ncbi.nlm.nih.gov/pubmed/11790215
http://www.ncbi.nlm.nih.gov/pubmed/11790215
http://www.ncbi.nlm.nih.gov/pubmed/16630996
http://www.ncbi.nlm.nih.gov/pubmed/16630996
http://www.ncbi.nlm.nih.gov/pubmed/16630996
http://www.ncbi.nlm.nih.gov/pubmed/16563895
http://www.ncbi.nlm.nih.gov/pubmed/16563895
http://www.ncbi.nlm.nih.gov/pubmed/16563895
http://www.ncbi.nlm.nih.gov/pubmed/16563895
http://www.ncbi.nlm.nih.gov/pubmed/12460094
http://www.ncbi.nlm.nih.gov/pubmed/12460094
http://www.ncbi.nlm.nih.gov/pubmed/12460094
http://www.ncbi.nlm.nih.gov/pubmed/12460094
http://www.ncbi.nlm.nih.gov/pubmed/16735483
http://www.ncbi.nlm.nih.gov/pubmed/16735483
http://www.ncbi.nlm.nih.gov/pubmed/16735483
http://www.ncbi.nlm.nih.gov/pubmed/16732022
http://www.ncbi.nlm.nih.gov/pubmed/16732022
http://www.ncbi.nlm.nih.gov/pubmed/16732022
http://www.ncbi.nlm.nih.gov/pubmed/16732022
http://www.ncbi.nlm.nih.gov/pubmed/16633092
http://www.ncbi.nlm.nih.gov/pubmed/16633092
http://www.ncbi.nlm.nih.gov/pubmed/16633092
http://www.ncbi.nlm.nih.gov/pubmed/15754841
http://www.ncbi.nlm.nih.gov/pubmed/15754841
http://www.ncbi.nlm.nih.gov/pubmed/15754841
http://www.ncbi.nlm.nih.gov/pubmed/16339209
http://www.ncbi.nlm.nih.gov/pubmed/16339209
http://www.ncbi.nlm.nih.gov/pubmed/16339209
http://www.ncbi.nlm.nih.gov/pubmed/16339209
http://www.ncbi.nlm.nih.gov/pubmed/16481483
http://www.ncbi.nlm.nih.gov/pubmed/16481483
http://www.ncbi.nlm.nih.gov/pubmed/15204630
http://www.ncbi.nlm.nih.gov/pubmed/15204630
http://www.ncbi.nlm.nih.gov/pubmed/15204630
http://www.ncbi.nlm.nih.gov/pubmed/16018847
http://www.ncbi.nlm.nih.gov/pubmed/16018847
http://www.ncbi.nlm.nih.gov/pubmed/16018847
http://www.ncbi.nlm.nih.gov/pubmed/16018847
http://www.ncbi.nlm.nih.gov/pubmed/11001152
http://www.ncbi.nlm.nih.gov/pubmed/11001152
Aggression, and some related psychological constructs (anger, hostility, and impulsivity); some comments from a research project
Aggression, and some related psychological constructs (anger, hostility, and impulsivity); some comments from a research project
Aggression, and some related psychological constructs (anger, hostility, and impulsivity); some comments from a research project
Aggression, and some related psychological constructs (anger, hostility, and impulsivity); some comments from a research project
http://www.ncbi.nlm.nih.gov/pubmed/14669894
http://www.ncbi.nlm.nih.gov/pubmed/14669894
http://www.ncbi.nlm.nih.gov/pubmed/14669894
http://www.ncbi.nlm.nih.gov/pubmed/9789164
http://www.ncbi.nlm.nih.gov/pubmed/9789164
http://www.ncbi.nlm.nih.gov/pubmed/12399958
http://www.ncbi.nlm.nih.gov/pubmed/12399958
http://www.ncbi.nlm.nih.gov/pubmed/12399958
http://www.ncbi.nlm.nih.gov/pubmed/11463148
http://www.ncbi.nlm.nih.gov/pubmed/11463148
http://www.ncbi.nlm.nih.gov/pubmed/11463148
http://www.ncbi.nlm.nih.gov/pubmed/11463148
http://www.ncbi.nlm.nih.gov/pubmed/10392798
http://www.ncbi.nlm.nih.gov/pubmed/10392798
http://www.ncbi.nlm.nih.gov/pubmed/10392798
https://scholar.google.com/citations?user=irxO1G0AAAAJ&hl=en
https://scholar.google.com/citations?user=irxO1G0AAAAJ&hl=en
http://www.ncbi.nlm.nih.gov/pubmed/521622
http://www.ncbi.nlm.nih.gov/pubmed/521622
http://www.ncbi.nlm.nih.gov/pubmed/521622
http://aje.oxfordjournals.org/content/107/5/362
http://aje.oxfordjournals.org/content/107/5/362
http://aje.oxfordjournals.org/content/107/5/362
http://aje.oxfordjournals.org/content/107/5/362
http://www.ncbi.nlm.nih.gov/pubmed/3413267
http://www.ncbi.nlm.nih.gov/pubmed/3413267
http://www.ncbi.nlm.nih.gov/pubmed/3413267
http://www.ncbi.nlm.nih.gov/pubmed/3744680
http://www.ncbi.nlm.nih.gov/pubmed/3744680
http://www.ncbi.nlm.nih.gov/pubmed/6718631
http://www.ncbi.nlm.nih.gov/pubmed/6718631
http://www.ncbi.nlm.nih.gov/pubmed/4048317
http://www.ncbi.nlm.nih.gov/pubmed/4048317
http://www.ncbi.nlm.nih.gov/pubmed/7465739
http://www.ncbi.nlm.nih.gov/pubmed/7465739
http://www.ncbi.nlm.nih.gov/pubmed/7465739
http://www.ncbi.nlm.nih.gov/pubmed/15740422
http://www.ncbi.nlm.nih.gov/pubmed/15740422
http://www.ncbi.nlm.nih.gov/pubmed/15740422
http://www.ncbi.nlm.nih.gov/pubmed/11239408
http://www.ncbi.nlm.nih.gov/pubmed/11239408
http://www.ncbi.nlm.nih.gov/pubmed/1403624
http://www.ncbi.nlm.nih.gov/pubmed/1403624

Harrison DW

Austin Publishing Group

91. Hillbrand M, Waite BM, Miller DS, Spitz RT, Lingswiler VM. Serum
cholesterol concentrations and mood states in violent psychiatric patients:
an experience sampling study. Journal of Behavioral Medicine. 2000; 23:
519-529.

92. Fowkes FGR, Leng GC, Donnan PT, Housley E, Deary |IJ, Riemersma RA.
Serum cholesterol, triglycerides, and aggression in the general population.
The Lancet. 1992; 340: 995-998.

93. Hillbrand M, Spitz RT, Foster HG. Serum cholesterol and aggression in
hospitalized male forensic patients. J Behav Med. 1995; 18: 33-43.

94. Dwyer DS. Glucose Metabolism in the Brain. Academic Press: Amsterdam.
2002.

95. Surwit RS, Williams RB, Siegler IC, Lane JD, Helms M, Applegate KL, et al.
Hostility, race, and glucose metabolism in nondiabetic individuals. Diabetes
Care. 2002; 25: 835-839.

96. Williams RB, Barefoot JC, Schneider man N. Psychosocial risk factors for
cardiovascular disease: more than one culprit at work. JAMA. 2003; 290:
2190-2192.

97. Brower MC, Price BH. Neuropsychiatry of frontal lobe dysfunction in violent
and criminal behaviour: a critical review. J Neurol Neurosurg Psychiatry.
2001; 71: 720-726.

98. Tateno A, Jorge RE, Robinson RG. Clinical correlates of aggressive
behavior after traumatic brain injury. J Neuropsychiatry Clin Neurosci. 2003;
15: 155-160.

99. Damasio AR. Anderson SW. The frontal lobes. Heilman KM, Valenstein E,
editors. In: Clinical Neuropsychology. 4" Edn. Oxford University Press: New
York. 2003.

100. Luria A. The Working Brain; an Introduction to Neuropsychology. Basic
Books: Penguin Press. 1973.

101. Luria AR. Higher Cortical Functions in Man, 2" Edn. Basic Books, Inc.,
Publishers, New York, New York. 1980.

102. Carmona JE, Holland AK, Stratton HJ, Harrison DW. Sympathetic arousal
to a vestibular stressor in high and low hostile men. Brain Cogn. 2008; 66:
150-155.

103. Benton A, de Hamsher KS. Multilingual aphasia examination. lowa City:
University of lowa. 1976.

104. Demakis GJ, Harrison DW. Relationships between verbal and nonverbal
fluency measures: implications for assessment of executive functioning.
Psychological Reports. 1997; 81: 443-448.

105. Foster PS, Williamson JB, Harrison DW. The Ruff Figural Fluency Test:
heightened right frontal lobe delta activity as a function of performance.
Archives Clinical Neuropsychology. 2005; 20: 427-434.

106. Williamson JB, Harrison DW, Walters R. The influence of lateralized
stressors on cardiovascular regulation and dichotic listening in hostile men.
2015.

107. Weisz J, Emri M, Fent J, Lengyel Z, Marian T, Horvath G, et al. Right
prefrontal activation produced by arterial baroreceptor stimulation: a PET
study. Neuroreport. 2001; 12: 3233-3238.

108. Kinsbourne M. Mapping a behavioral cerebral space. Int J Neurosci. 1980;
11: 45-50.

109. Kinsbourne M. Hicks RE. Functional Cerebral Space: a model for overflow,
transfer, and interference effects in human performance: a tutorial review.
In Attention and Performance, VIl by Jean Requin (ed). Lawrence Erlbaum
Associates: Hissdale, New Jersey. 1978.

110. Reuter-Lorenz PA, Kinsbourne M, Moscovitch M. Hemispheric control of
spatial attention. Brain Cogn. 1990; 12: 240-266.

111. Kimbrell TA, George MS, Parekh PI, Ketter TA, Podell DM, Danielson AL, et
al. Regional brain activity during transient self-induced anxiety and anger in
healthy adults. Biological Psychiatry. 1999; 46: 454-465.

112. Rubia K, Lee F, Cleare AJ, Tunstall N, Fu CHY, Brammer M, et al.
Tryptophan depletion reduces right inferior prefrontal activation during

response inhibition in fast, event-related fMRI. Psychopharmacology. 2005;
179: 791-803.

113. Hewig J, Hagemann D, Seifert J, Naumann E, Bartussek D. On the selective
relation of frontal cortical asymmetry and anger-out versus anger-control. J
Pers Soc Psychol. 2004; 87: 926-939.

114. Bonora E. The metabolic syndrome and cardiovascular disease. Ann Med.
2006; 38: 64-80.

115. Kahn R, Buse J, Ferrannini E, Stern M. The metabolic syndrome: time for
a critical appraisal: joint statement from the American Diabetes Association
and the European Association for the Study of Diabetes. Diabetes Care.
2005; 28: 2289-2304.

116. Alexander CM, Landsman PB, Teutsch SM, Haffner SM. NCEP-defined
metabolic syndrome, diabetes, and prevalence of coronary heart disease
among NHANES Il participants age 50 years and older. Diabetes. 2003;
52:1210-1214.

117. Expert Panel on Detection, Evaluation, and Treatment of High Blood
Cholesterol in Adults. Executive summary of the third report of the National
Cholesterol Education Program (NCEP) expert panel on detection,
evaluation, and treatment of high blood cholesterol in adults (adult treatment
panel Ill). Journal of the American Medical Association. 2001; 285: 2846-
2497.

118. Ferrannini E. Is insulin resistance the cause of the metabolic syndrome?
Ann Med. 2006; 38: 42-51.

119. Shmulewitz D, Heath SC, Blundell ML, Han Z, Sharma R, Salit J, et al.
Linkage analysis of quantitative traits for obesity, diabetes, hypertension,
and dyslipidemia on the island of Kosrae, Federated States of Micronesia.
Proceedings of the National Academy of Science of the United States of
America. 2006; 7: 3502-3509.

120. Lehman BJ, Taylor SE, Kiefe Cl, Seeman TE. Relation of childhood
socioeconomic status and family environment to adult metabolic family
functioning in the CARDIA study. Psychosomatic Medicine. 2005; 67: 846-
845.

121. Vitalioano PP, Scanlan JM, Zhang J, Savage MV, Hirsch IB, Siegler IC. A
path model of chronic stress, the metabolic syndrome, and coronary heart
disease. Psychosomatic Medicine. 2002; 64: 418-435.

122. Nelson C, Franks S, Brose A, Raven P, Williamson J, Shi X, et al. The
influence of hostility and family history of cardiovascular disease on
autonomic activation in response to controllable versus noncontrollable
stress, anger imagery induction, and relaxation imagery. Journal of
Behavioral Medicine. 2005; 28: 213-221.

123. Fonseca VA. The metabolic syndrome, hyperlipidemia, and insulin
resistance. Clin Cornerstone. 2005; 7: 61-72.

124. Chen CC, Lu FH, Wu JS, Chang CJ. Correlation between serum lipid
concentrations and psychological distress. Psychiatry Res. 2001; 102: 153-
162.

125. Hillbrand M, Spitz RT, Foster HG. Serum cholesterol and aggression in
hospitalized male forensic patients. J Behav Med. 1995; 18: 33-43.

126. Leonard BJ, Jang YP, Savik K, Plumbo PM, Christensen R. Psychosocial
factors associated with levels of metabolic control in youth with type 1
diabetes. J Pediatr Nurs. 2002; 17: 28-37.

127. Reaven GM, Thompson LW, Nahum D, Haskins E. Relationship between
hyperglycemia and cognitive function in older NIDDM patients. Diabetes
Care. 1990; 13: 16-21.

128. Cook WW, Medley DM. Proposed hostility and pharisaic virtue scales for the
MMPI. Journal of Applied Psychology. 1954; 38: 414-418.

129. Larson JA. New perspectives on Type A behavior: a psychiatric point of
view. Int J Psychiatry Med. 1993; 23: 179-194.

130. Singh RB, Kartik C, Otsuka K, Pella D, Pella J. Brain-heart connection and
the risk of heart attack. Biomed Pharmacother. 2002; 56 Suppl 2: 257s-265s.

131. Charmandari E, Tsigos C, Chrousos G. Endocrinology of the stress
response. Annu Rev Physiol. 2005; 67: 259-284.

Submit your Manuseript | www.austinpublishinggroup.com

Austin J Neurol Disord Epilepsy 3(1): id1014 (2016) - Page - 015


http://www.ncbi.nlm.nih.gov/pubmed/11199085
http://www.ncbi.nlm.nih.gov/pubmed/11199085
http://www.ncbi.nlm.nih.gov/pubmed/11199085
http://www.ncbi.nlm.nih.gov/pubmed/11199085
http://www.ncbi.nlm.nih.gov/pubmed/1357449
http://www.ncbi.nlm.nih.gov/pubmed/1357449
http://www.ncbi.nlm.nih.gov/pubmed/1357449
http://www.ncbi.nlm.nih.gov/pubmed/7595950
http://www.ncbi.nlm.nih.gov/pubmed/7595950
http://www.ncbi.nlm.nih.gov/pubmed/11978677
http://www.ncbi.nlm.nih.gov/pubmed/11978677
http://www.ncbi.nlm.nih.gov/pubmed/11978677
http://www.ncbi.nlm.nih.gov/pubmed/14570955
http://www.ncbi.nlm.nih.gov/pubmed/14570955
http://www.ncbi.nlm.nih.gov/pubmed/14570955
http://www.ncbi.nlm.nih.gov/pubmed/11723190
http://www.ncbi.nlm.nih.gov/pubmed/11723190
http://www.ncbi.nlm.nih.gov/pubmed/11723190
http://www.ncbi.nlm.nih.gov/pubmed/12724455
http://www.ncbi.nlm.nih.gov/pubmed/12724455
http://www.ncbi.nlm.nih.gov/pubmed/12724455
http://www.ncbi.nlm.nih.gov/pubmed/17706332
http://www.ncbi.nlm.nih.gov/pubmed/17706332
http://www.ncbi.nlm.nih.gov/pubmed/17706332
http://www.ncbi.nlm.nih.gov/pubmed/9354093
http://www.ncbi.nlm.nih.gov/pubmed/9354093
http://www.ncbi.nlm.nih.gov/pubmed/9354093
http://www.ncbi.nlm.nih.gov/pubmed/15896557
http://www.ncbi.nlm.nih.gov/pubmed/15896557
http://www.ncbi.nlm.nih.gov/pubmed/15896557
http://www.ncbi.nlm.nih.gov/pubmed/11711862
http://www.ncbi.nlm.nih.gov/pubmed/11711862
http://www.ncbi.nlm.nih.gov/pubmed/11711862
http://www.ncbi.nlm.nih.gov/pubmed/7390707
http://www.ncbi.nlm.nih.gov/pubmed/7390707
http://www.ncbi.nlm.nih.gov/pubmed/2340154
http://www.ncbi.nlm.nih.gov/pubmed/2340154
http://www.ncbi.nlm.nih.gov/pubmed/10459394
http://www.ncbi.nlm.nih.gov/pubmed/10459394
http://www.ncbi.nlm.nih.gov/pubmed/10459394
http://www.ncbi.nlm.nih.gov/pubmed/15887056
http://www.ncbi.nlm.nih.gov/pubmed/15887056
http://www.ncbi.nlm.nih.gov/pubmed/15887056
http://www.ncbi.nlm.nih.gov/pubmed/15887056
http://www.ncbi.nlm.nih.gov/pubmed/15598115
http://www.ncbi.nlm.nih.gov/pubmed/15598115
http://www.ncbi.nlm.nih.gov/pubmed/15598115
http://www.ncbi.nlm.nih.gov/pubmed/16448990
http://www.ncbi.nlm.nih.gov/pubmed/16448990
http://www.ncbi.nlm.nih.gov/pubmed/16123508
http://www.ncbi.nlm.nih.gov/pubmed/16123508
http://www.ncbi.nlm.nih.gov/pubmed/16123508
http://www.ncbi.nlm.nih.gov/pubmed/16123508
http://www.ncbi.nlm.nih.gov/pubmed/12716754
http://www.ncbi.nlm.nih.gov/pubmed/12716754
http://www.ncbi.nlm.nih.gov/pubmed/12716754
http://www.ncbi.nlm.nih.gov/pubmed/12716754
http://www.ncbi.nlm.nih.gov/pubmed/11368702
http://www.ncbi.nlm.nih.gov/pubmed/11368702
http://www.ncbi.nlm.nih.gov/pubmed/11368702
http://www.ncbi.nlm.nih.gov/pubmed/11368702
http://www.ncbi.nlm.nih.gov/pubmed/11368702
http://www.ncbi.nlm.nih.gov/pubmed/11368702
http://www.ncbi.nlm.nih.gov/pubmed/16448988
http://www.ncbi.nlm.nih.gov/pubmed/16448988
http://www.ncbi.nlm.nih.gov/pubmed/16537441
http://www.ncbi.nlm.nih.gov/pubmed/16537441
http://www.ncbi.nlm.nih.gov/pubmed/16537441
http://www.ncbi.nlm.nih.gov/pubmed/16537441
http://www.ncbi.nlm.nih.gov/pubmed/16537441
http://www.ncbi.nlm.nih.gov/pubmed/16314588
http://www.ncbi.nlm.nih.gov/pubmed/16314588
http://www.ncbi.nlm.nih.gov/pubmed/16314588
http://www.ncbi.nlm.nih.gov/pubmed/16314588
http://www.ncbi.nlm.nih.gov/pubmed/12021416
http://www.ncbi.nlm.nih.gov/pubmed/12021416
http://www.ncbi.nlm.nih.gov/pubmed/12021416
http://www.ncbi.nlm.nih.gov/pubmed/16015455
http://www.ncbi.nlm.nih.gov/pubmed/16015455
http://www.ncbi.nlm.nih.gov/pubmed/16015455
http://www.ncbi.nlm.nih.gov/pubmed/16015455
http://www.ncbi.nlm.nih.gov/pubmed/16015455
http://www.ncbi.nlm.nih.gov/pubmed/16473262
http://www.ncbi.nlm.nih.gov/pubmed/16473262
http://www.ncbi.nlm.nih.gov/pubmed/11408054
http://www.ncbi.nlm.nih.gov/pubmed/11408054
http://www.ncbi.nlm.nih.gov/pubmed/11408054
http://www.ncbi.nlm.nih.gov/pubmed/7595950
http://www.ncbi.nlm.nih.gov/pubmed/7595950
http://www.ncbi.nlm.nih.gov/pubmed/11891492
http://www.ncbi.nlm.nih.gov/pubmed/11891492
http://www.ncbi.nlm.nih.gov/pubmed/11891492
http://www.ncbi.nlm.nih.gov/pubmed/2298111
http://www.ncbi.nlm.nih.gov/pubmed/2298111
http://www.ncbi.nlm.nih.gov/pubmed/2298111
http://psycnet.apa.org/psycinfo/1955-05694-001
http://psycnet.apa.org/psycinfo/1955-05694-001
http://www.ncbi.nlm.nih.gov/pubmed/8360000
http://www.ncbi.nlm.nih.gov/pubmed/8360000
http://www.ncbi.nlm.nih.gov/pubmed/12653178
http://www.ncbi.nlm.nih.gov/pubmed/12653178
http://www.ncbi.nlm.nih.gov/pubmed/15709959
http://www.ncbi.nlm.nih.gov/pubmed/15709959

Harrison DW

Austin Publishing Group

132. Cox DE, Harrison DW. Models of anger: contributions from psychophysiology,
neuropsychology, and the cognitive behavioral perspective. Brain Structure
& Function. 2008; 212: 371-385.

133. Woo E, Ma JT, Robinson JD, Yu YL. Hyperglycemia is a stress response in
acute stroke. Stroke. 1988; 19: 1359-1364.

134. Heilman KM, Valenstein E. Clinical Neuropsychology. 4" Edn. New York:
Oxford University Press. 2004.

135. Hu S, Harrison DW. Oxygen saturation levels and quantitative EEG
evidence for right frontal lobe capacity limitations in hostile violence prone
individuals. 2015.

136. Beck R, Fernandez E. Cognitive-behavioral therapy in the treatment of
anger: A meta-analysis. Cognitive Therapy and Research. 1988; 22: 63-74.

137. Davidso RJ, Ekman P, Saron CD, Senulis JA, Friesen WV. Approach
withdrawal and cerebral asymmetry: Emotional expression and brain
physiology I. Journal of Personality and Social Psychology. 1990; 58: 330-
341.

138. Harmon-Jones E. Clarifying the emotive functions of asymmetrical frontal
cortical activity. Psychophysiology. 2003; 40: 838-848.

139. Masi CM, Hawkly LC, Rickett EM, Cacioppo JT. Respiratory sinus arrhythmia
and diseases of aging: Obesity, diabetes mellitus, and hypertension.
Biological Psychology. 2006.

140. Brownley KA, Hurwitz BE, Schneiderman N. Cardiovascular
psychophysiology. Cacioppo JT, Tassinary LG, Bernston GG, editors. In:
Handbook of Psychophysiology. 2™ Edn. 2004; 224-264.

141. Brosschot JF, Thayer JF. Anger inhibition, cardiovascular recovery, and
vagal function: A model of the link between hostility and cardiovascular
disease. Annals of Behavioral Medicine. 1998; 20: 326-332.

142. Thayer JF, Friedman BH. Stop that! Inhibition, sensitization, and their
neurovascular concomitants. Scand J Psychol. 2002; 43: 123-130.

143. Thayer JF, Brosschot JF. Psychosomatics and psychopathology: looking up
and down from the brain. Psychoneuroendocrinology. 2005; 30: 1050-1058.

Austin J Neurol Disord Epilepsy - Volume 3 Issue 1 - 2016
ISSN: 2472-3711 | www.austinpublishinggroup.com
Harrison et al. © All rights are reserved

Citation: Walters RP, Harrison PK, DeVore BB and Harrison DW. Capacity Theory: A Neuropsychological
Perspective on Shared Neural Systems Regulating Hostile Violence Prone Behavior and the Metabolic Syndrome.
Austin J Neurol Disord Epilepsy. 2016; 3(1): 1014.

Submit your Manuscript | www.austinpublishinggroup.com

Austin J Neurol Disord Epilepsy 3(1): id1014 (2016) - Page - 016


http://www.ncbi.nlm.nih.gov/pubmed/18197417
http://www.ncbi.nlm.nih.gov/pubmed/18197417
http://www.ncbi.nlm.nih.gov/pubmed/18197417
http://www.ncbi.nlm.nih.gov/pubmed/3188121
http://www.ncbi.nlm.nih.gov/pubmed/3188121
http://www.acu.edu/img/assets/6655/Cognitive-Behavioral in the Treatment of Anger (A Meta-analysis).pdf
http://www.acu.edu/img/assets/6655/Cognitive-Behavioral in the Treatment of Anger (A Meta-analysis).pdf
http://www.ncbi.nlm.nih.gov/pubmed/2319445
http://www.ncbi.nlm.nih.gov/pubmed/2319445
http://www.ncbi.nlm.nih.gov/pubmed/2319445
http://www.ncbi.nlm.nih.gov/pubmed/2319445
http://www.ncbi.nlm.nih.gov/pubmed/14986837
http://www.ncbi.nlm.nih.gov/pubmed/14986837
http://www.ncbi.nlm.nih.gov/pubmed/17034928
http://www.ncbi.nlm.nih.gov/pubmed/17034928
http://www.ncbi.nlm.nih.gov/pubmed/17034928
http://www.ncbi.nlm.nih.gov/pubmed/10234427
http://www.ncbi.nlm.nih.gov/pubmed/10234427
http://www.ncbi.nlm.nih.gov/pubmed/10234427
http://www.ncbi.nlm.nih.gov/pubmed/12004949
http://www.ncbi.nlm.nih.gov/pubmed/12004949
http://www.ncbi.nlm.nih.gov/pubmed/16005156
http://www.ncbi.nlm.nih.gov/pubmed/16005156

	Title
	Abstract
	Introduction
	Hostility
	Hostility and the Brain
	The Metabolic Syndrome 
	Application of the Right Hemispheric Model of Hostility to MS 
	Integration of the Right Hemispheric Model of Hostility with MS 
	Conclusion
	References

