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FIGURE 1. Neuroendoerine interactions in response to a stressor.
Recepiors respond to the stressor stimulus and telay the information 1o the
hypothalamus, which controls hoth the pitvitary (adrenal cortex) and the
ANS (sympathetic pathways). Most of the stress reaction throughout the
body is then mediated by secretions of catecholamines and corticel steroids.,
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{Abstract)

Physiological Response to Stress

Ae Ran Hwang
(Nursing College Yonsei University)

There are many stressors in our modern day society which threaten our health and shorten
our life. So nurses need to be knowledgeable about various responses to stress in order to
help people cope efficiently to stressful situations.

Even though the responses to each individual stressor may have its own specific involve-
ment, most physiological responses to stress are chiefly manifested through the activities of
the autonomic nervous system and endocrine system under the influence of the higher center
of the brain. It is the hypothalamus that plays the primary integral role in sorting out
afferent input and relaying it to the appropriate efferent output. As a result, stressor-induced
alterations are effectively corrected and homeostasis is maintained.

But stress begins to manifest itself as a disease process when the homeostatic response
mechanism becomes overwhelmed by continuous stress or by severe stress.
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