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Abstract

This article describes research on the role of environmental factors affecting
autonomic regulation and predisposition for states of sympathetic and parasympathetic
dominance.  Perspectives regarding the role of environmental factors in physiological
regulation contribute to our increasing understanding of the impact of gene-environment
interactions in the origins of chronic illness such as type 1 diabetes. This excerpt
emphasizes research on the role of traumatic stress.

II. TRAUMATIC STRESS

Definition and physiology
The definition of traumatic stress

has been summarized as the experience of
an event that is perceived by a relatively
helpless individual to be both life
threatening and inescapable [1, 2].
Although the delineation between different
types of stress has been difficult to fully
elucidate, useful factors in the
characterization of traumatic stress are that
it is associated with extreme fear and high
emotional charge [1, 3, 4].

Highly emotional experiences
promote the imprinting of an event [5],
along with associated contextual

environmental and physiologic cues, into
procedural (unconscious) memory [1, 6].
In comparison with other types of
conditioning, fear conditioning can occur
following one trial and can be extremely
long-lasting [1].  The imprinting of highly
charged experiences creates conditioned
responses that even when extinguished
remain stored in memory and available for
activation following exposure to an
environmental trigger [5].  These
characteristics of the nervous system
represent innate survival strategies that
serve as internal references to promote
survival by enabling the organism to
respond to future experiences with
enhanced rapidity and efficiency [7].
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Traumatic stress is capable of
reprogramming the HPA axis and affects
ANS regulatory function, resulting in
states of exaggerated autonomic cycling
and arousal [8], especially in response to
stress [1].  Traumatic stress can also result
in states of prolonged sympathetic arousal
[1, 9] as well as disruption in the
interdependence between the two branches
of the ANS [7].

Risk for ANS dysfunction
Kindling

The term kindling dates from
studies of rats in which the repeated use of
low intensity electrical stimulus produces
or kindles seizures that become self-
perpetuating and that require no further
stimulus for seizure activity to occur [6,
10].  The seizures are the result of new
circuits that are activated and kindled [1]
by physiologic and psychological
responses to internal and external cues [6,
11] increasingly distinct from the original
learned trigger or conditioned stimulus [5].
The conditioned responses that imprint
during traumatic stress appear to be
mediated by changes in the hippocampus
occurring at the time of high arousal [1].
They may also take place through the
creation of new cell assemblies, in which
neurons that initially fire spontaneously
together in response to certain stimuli are
more likely to eventually fire without
obvious stimulation, a Hebbian model
referred to by Ledoux [5].  The concept of
kindling is utilized in the neurological
literature [1, 6, 10] and in models of
traumatic stress [12, 13].
Reinstatement

Conditioned responses occurring as
a consequence of traumatic stress may be
quiescent or inaccessible for long periods
of time, but appear to remain in procedural
memory [5].  Following exposure to an

event similar to the original stimulus [14]
or to some unrelated stressful experience
[5, 6] these memories can be kindled and
the conditioned responses “reinstated”.
Conditioned responses associated with
PTSD such as hyperarousal become
activated with increasing ease following
exposure to adverse environmental cues.
The effects of traumatic stress are
consequently considered to be intrinsically
self-perpetuating [1, 13].
The role of perception

Although certain types of events
such as earthquakes or the witnessed
murder of a loved one are more likely to be
experienced as traumatic because of their
overwhelming nature, it is the perception
of an event rather than the specific nature
of an event that influences kindling,
reinstatement, and risk for ANS
dysregulation [1, 2].  Risk is influenced by
a number of factors, including intensity
[15] and degree of life threat perceived
during the original traumatic stressor  [16],
previous experience of trauma [17], and
subsequent exposure to seemingly
irrelevant as well as related stressors [3].
ANS function is also affected by the
perceived availability and quality of social
supports [3, 18] and buffers [3], history of
bonding and attachment [1, 3, 16],  and
stage of emotional and physiological
development, all of which influence the
capacity to regulate arousal and to cope
with stress [19].  Because experiences are
unique to each individual, the
determination of whether an event is
experienced as traumatic, as well as risk
f o r  k i n d l i n g ,  r e i n s t a t e m e n t ,
symptomatology, and disease [7, 20]
appears to be idiosyncratic [1].
Risk in early life

Stress in early life influences the
immune and nervous systems, among
others [21].  Children are at increased risk
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of perceiving stressful events as intense
and life threatening because of their
inherent dependence and relative
helplessness [22], and are consequently
particularly vulnerable to PTSD [1].  Risk
for adverse physiologic consequences is
believed to be due to the high degree of
nervous system development [23] that
occurs during childhood and to the fact
that immature nervous systems are
incapable of regulating states of high
arousal [7]. A strong bond has been found
to promote while a disrupted bond to
interfere with the ability of a child to
regulate arousal [24] and early separation
from parents has been identified as an
important risk factor for PTSD [25].  The
experience of traumatic stress in the
context of relationship with another human
being is one of the most influential risk
factors for ANS dysregulation and PTSD
[1, 3]. Secure attachment, on the other
hand, is one of the most protective factors
against the development of symptoms
following exposure to traumatic stress
[22].
Prenatal stress

Early exposure to non-genetic
factors such as stress in prenatal life
stimulates the fetal HPA axis [26], can
permanently affect the number and
sensitivity of glucocorticoid receptors, and
can program the HPA axis for life [26, 27].
Number of glucocorticoid receptors has
been found to be proportional to the
severity of symptoms of PTSD [28].
Maternal exposure to prenatal stress has
also been found to predict birth size and
gestational age independent of biomedical
risk [29-31], and to influence physiological
as well as psychological development
postpartum [32].  Size at birth appears to
be influenced by the timing [29] and
quality [26, 29] of emotional stress
experienced by the mother during

pregnancy, as well as by her perceived
availability of social support [30].

Rate of progression
The rate at which reinstatement

occurs following traumatic stress is
idiosyncratic and symptoms of PTSD can
occur weeks, months or years following
the original event [1, 3].  High intensity
initial and subsequent exposure to relevant
stressors promotes a more rapid response
of neurophysiological hyperreactivity [22]
and increases the rate with which
reinstatement can occur.  Exposure to
insufficient stimuli may allow symptoms
to resolve after reinstatement or enable a
dormant conditioned response to remain
inaccessible [5].  Although the
development, progression, and resolution
of symptoms of PTSD are variable and
occur in relatively few individuals
following traumatic stress [33], symptoms
are often remarkably refractory to
treatment once they develop [3].

References

1. Scaer, R.C., The body bears the
burden: trauma, dissociation, and
disease. 2001, New York: Haworth
Medical.

2. Levine, P., Waking the tiger. 1997,
Berkeley: North Atlantic Books.

3. van der Kolk, B.A., A.C.
McFarlane, and L. Weisaeth, eds.
Traumatic stress: the effects of
overwhelming experience on mind,
body, and society. 1996, Guilford:
New York.

4. Post, R.M., S.R.B. Weiss, and M.
Smith, Stress, conditioning, and the
temporal aspects of affective
disorders. Ann N Y Acad Sci,
1995. 771: p. 677-695.

5. Ledoux, J., The emotional brain:
the mysterious underpinnings of



Chronic Illness and Trauma

Copyright (c) Elsevier :Medical Hypotheses
Article byVeronique Mead, MD, MA Boulder, CO 2004

(303) 527-0551              info@mindspring.com        www.veroniquemead.com

4

emotional life. 1996, New York:
Touchstone.

6. Post, R.M., S.R.B. Weiss, and M.
Smith, Sensitization and kindling:
implications for the evolving neural
substrate of PTSD, in Neurobiology
and Clinical Consequences of
Stress: From Normal Adaptation to
PTSD, M.J. Freidman, D.S.
SCharney, and A.Y. Deutch,
Editors. 1995, Raven: New York.
p. 203-244.

7. Schore, A.N., Affect regulation and
the origin of the self: the
neurobiology of emotional
development. 1994, Hillsdale, NJ:
Lawrence Erlbaum.

8. Antelman, S.M., A.R. Caggiula, S.
Gershon, D.J. Edwards, M.C.
Austin, S. Kiss, and D. Kocan,
Stressor induced oscillation: a
possible model of the bidirectional
symptoms of PTSD. Ann N Y Acad
Sci, 1997. 821: p. 296-304.

9. Southwick, S.M., C.A. Morgan III,
A.D. Bremner, C.G. Grillon, J.H.
Krystal, L.M. Nagy, and D.S.
Charney, Noradrenergic
alterations in Posttraumatic Stress
Disorder. Ann N Y Acad Sci,
1997. 821: p. 125-141.

10. Post, R.M., D.R. Rubinow, and J.C.
Ballenger, Conditioning and
sensitization in the longitudinal
course of affective illness. Br J
Psychiatry, 1986. 149: p. 191-201.

11. Perry, B.D., Memories of fear: how
the brain stores and retrieves
physiologic states, feelings,
behaviors and thoughts from
traumatic events, in Splintered
Reflections: Images of the Body in
Trauma, J. Goodwin and R. Attias,
Editors. 1999, Basic Books.

12. Scaer, R.C., The whiplash
syndrome: a model of traumatic
stress. The Journal of Cognitive
Rehabilitation, 2000. July/August:
p. 2-11.

13. McFarlane, A.C. and R. Yehuda,
Resilience, vulnerability, and the
course of postraumatic reactions,
in Traumatic stress: the effects of
overwhelming experience on mind,
body, and society, B.A. van der
Kolk, A.C. McFarlane, and L.
Weisaeth, Editors. 1996, Guilford:
New York. p. 155-181.

14. Campbell, B.A. and J. Jaynes,
Reinstatement. Psychol Rev, 1966.
73(5): p. 478-480.

15. Green, B.L., Comments on the
"Empirical Basis for Biological
Studies in PTSD". Ann N Y Acad
Sci, 1997. 821: p. 52-55.

16. Yule, W., Posttraumatic stress
disorder in the general population
and in children. J Clin Psychiatry,
2001. 62 (Suppl 17): p. 23-28.

17. Murburg, M.M., The psychobiology
of Posttraumatic Stress Disorder:
an overview. Ann N Y Acad Sci,
1997. 821: p. 352-358.

18. Perry, B.D., Neurobiological
sequelae of childhood trauma:
Post-traumatic Stress Disorders in
children, in Catecholamines in
Post-traumatic Stress Disorder:
Emerging Concepts, M. Murberg,
Editor. 1994, American Psychiatric
Association: Washington, D.C. p.
253-276.

19. Perry, B.D., Incubated in terror:
neurodevelopmental factors in the
'Cycle of Violence', in Children,
Youth and Violence:  The Search
for Solutions, J. Osofsky, Editor.
1997, Guilford: New York. p. 124-
148.



Chronic Illness and Trauma

Copyright (c) Elsevier :Medical Hypotheses
Article byVeronique Mead, MD, MA Boulder, CO 2004

(303) 527-0551              info@mindspring.com        www.veroniquemead.com

5

20. Maunder, R.G. and J.H. Hunter,
Attachment and psychosomatic
medicine: developmental
contributions to stress and disease.
Psychosom Med, 2001. 63: p. 556-
567.

21. Boyce, W.T., R.G. Barr, and L.K.
Zeltzer, Temperament and the
psychobiology of childhood stress.
Pediatrics, 1992. 90(3): p. 483-486.

22. Pynoos, R.S., A.M. Steinberg, and
A. Goenjian, Traumatic stress in
childhood and adolescence: recent
developments and current
controversies, in Traumatic stress:
the effects of overwhelming
experience on mind, body, and
society, B.A. van der Kolk, A.C.
McFarlane, and L. Weisaeth,
Editors. 1996, Guilford: New York.
p. 331-358.

23. Black, J.E., How a child builds its
brain: some lessons from animal
studies of neural plasticity. Prev
Med, 1998. 27: p. 168-171.

24. van der Kolk, B.A., L. Weisaeth,
and O. van der Hart, History of
trauma in psychiatry, in Traumatic
stress: the effects of overwhelming
experience on mind, body, and
society, B.A. van der Kolk, A.C.
McFarlane, and L. Weisaeth,
Editors. 1996, Guilford: New York.
p. 47-74.

25. Shalev, A.Y., Stress versus
traumatic stress: from acute
homeostatic reactions to chronic
psychopathology, in Traumatic
stress: the effects of overwhelming
experience on mind, body, and
society, B.A. van der Kolk, A.C.
McFarlane, and L. Weisaeth,
Editors. 1996, Guilford: New York.
p. 77-101.

26. Sandman, C.A., P.D. Wadhwa, C.
Dunkel-Schetter, A. Chicz-DeMet,
J. Belman, M. Porto, Y. Murata,
T.J. Garite, and F.M. Crinella,
Psychobiological influences of
stress and HPA regulation on the
human fetus and infant birth
outcomes. Ann N Y Acad Sci,
1994. 739: p. 198-210.

27. Nathanielsz, P., Life in the womb.
1999, Ithaca, NY: Promethean.

28. Yehuda, R., E.L. Giller, S.M.
Southwick, M.T. Lowy, and J.W.
Mason, Hypothalamic-pituitary-
adrenal dysfunction in
posttraumatic stress disorder. Biol
Psychiatry, 1991. 30: p. 1030-1048.

29. Sandman, C.A., P.D. Wadhwa, A.
Chicz-DeMet, C. Dunkel-Schetter,
and M. Porto, Maternal stress,
HPA activity, and fetal/infant
outcome. Ann N Y Acad Sci, 1997.
814: p. 266-725.

30. Wadhwa, P., C.A. Sandman, M.
Porto, C. Dunkel-Schetter, and T.J.
Garite, The association between
prenatal stress and infant birth
weight and gestational age at birth:
a prospective investigation. Am J
Obstet Gynecol, 1993. 169(4): p.
858-865.

31. Copper, R.L. and R.L. Goldenberg,
The preterm prediction study:
maternal stress is associated with
spontaneous preterm birth at less
than thirty-five weeks gestation.
Am J Obstet Gynecol, 1996.
175(5): p. 1286-92.

32. Carey-Smith, M.J., Effects of
prenatal influences on later life. N
Z Med J, 1984. 97(747): p. 15-17.

33. McFarlane, A.C., The prevalence
and longitudinal course of PTSD.
Ann N Y Acad Sci, 1997. 821: p.
10-23.



Chronic Illness and Trauma

Copyright (c) Elsevier :Medical Hypotheses
Article byVeronique Mead, MD, MA Boulder, CO 2004

(303) 527-0551              info@mindspring.com        www.veroniquemead.com

6


