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Summary

Living in the social milieu is a constant exposure to psycho-social stimuli, influencing an individual, and making it difficult to
meet its substantial needs. It results from the differences between the requirements of the milieu and the abilities of a given
individual to meet them. The force of impact of psycho-social factors depends on their significance for the person and the
intensiveness and duration of stimuli. With substantial intensiveness and duration of the influence of stimuli, disturbing mecha-
nisms (physiological, emotional and behavioral) may occur. It contributes to the manifestation of symptoms of an illness — the
faulty physiological and psychological functioning of an individual. Prolonged prodromal symptoms turn, as time passes, into
the illness picture - inefficiency and/or limiting individual’s functioning due to psychosomatic disorders. Frequent experience of
stress as well as activation of physiological mechanisms of the organism’s reaction to stress, facilitates development of medical
problems. There exists no unambiguous answer to the question, what determines which organs will be subject to the impact of

distress.
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Stress resulting from the pace of life, lack of stable
family life or work qualities may increase the risk of car-
diovascular diseases. The main representative of this
group of medical problems is the ischemic heart disease,
called coronary disease. In spite of a downward trend in
mortality, number of its victims still makes it one of the
major causes of death in Poland. The disease affects
arteries, transporting blood to the cardiac muscle. It has,
most frequently, three stages: angina pectoris, heart at-
tack and sudden coronary death (1, 2, 3). Shemesh E et
al. emphasize in their research an important connection
between stress and cardiovascular diseases. They point
out that a psycho-social stimuli increase the activity of
the neuro-vegetative system, which results in elevated
blood pressure and heart rate, ventricular fibrillation and
lowered perfusion of heart muscle (4). Prolonged stress
exacerbates the above-mentioned symptoms, acceler-
ating the process of formation of an atherosclerotic plate
and degenerative changes of the blood vessels of the
cardiac muscle. In her research, Alonzo AA found out
that frequent experience of stress in the working envi-
ronment is a factor, increasing the risk of developing
cardiovascular diseases (5). Banou E et al. showed that
both daily duties, experienced life events and traumatic
situations, contribute to the development of an illness
(6). Many researchers emphasize that stress also con-
tributes to the development of exacerbation of already
started disease. Research conducted by Morrill EF et
al. showed that traumas and traumatic experiences from
childhood may constitute risk factors for coronary dis-
ease in adult life (7). In turn, another researcher, empha-

sizes that individuals more susceptible to heart diseas-
es are those who have experienced a traumatic event/
trauma, but choose not to talk about that and avoid ex-
pressing relevant emotions. Dobkin PL points up that
having experienced a traumatic event may contribute to
the increase in mortality of victims due to cardiovascular
diseases (8).

Psycho-physiological Sternbach model emphasizes
the importance of prolonged stress for a given organ. It
finally results in the dysfunction and pathology of those
organs. Sternbach psycho-physiological model draws
our attention to three main predisposing elements,
i.e.: response stereotypy (individual’s tendency to dis-
play similar patterns of psycho-physiological reacting
to many different stress stimuli), frequent activation of
psycho-physiological stress reaction and failure of ho-
meostatic mechanisms (9, 10, 11).

The figure 1 shows that biological and environmental
factors determine the risk factors in the aetiopathogen-
esis of diseases. As far as biological factors are con-
cerned, one may refer to widely-studied ischemic heart
disease, in case of which medicine differentiates the
following known risk factors: elevated cholesterol level,
arterial hypertension and insufficient physical activity.
In turn, ,contributing personality” in terms of illnesses
development was popularized in the form of personality
patterns: A, Cand D (12, 13).

Neoplasm diseases constitute the cause of the sec-
ond largest number of deaths in Poland. Unfortunately,
in recent years, the gradual increase of deaths caused
by them has been observed (14, 15). The results of stud-
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Fig 1. Model of the risk factor interaction and processes of intermediary function for health.

ies on the connection between stress and neoplasm
diseases are ambiguous (16, 17). Most of these stud-
ies are of a cross-sectional character, which makes it
impossible to determine the cause-and-effect relation-
ship. Research conducted by Mehnert A, Koch U shows
that stress has an influence on the growth of neoplastic
cells depending on the type of neoplasm (18). Stress
accelerated the development of a neoplasm, caused
by a virus, whilst a neoplasm of a non-viral origin de-
veloped comparatively slower under the influence of
stress. It should be added that an important role in the
progression of neoplastic diseases is that of the immuni-
ty system, which participates in searching and destroy-
ing neoplasm cells. Stress has an important influence
on the functioning of the immunity system, as it has an
immunosuppressive effect, i.e. stops the ability of the
immunity system to destroy neoplasm cells, making an
individual more vulnerable to disease expansion. In his
research on stress, Banerjee B et al. proved that the in-
crease in cortisol and noradrenaline (stress hormones)
in human organism results in lowering the activity of T
and B cells, which are responsible for combating anti-
gens (19). In turn, research of Pervanidou P, Chrousos
GP proved that the risk of development of a neoplatic
disease increases with the number of events in an indi-
vidual’s life (20). Locke and his colleagues proved that
stress contributes to a significant reduction of reactivity
of the cytotoxic cells. Particularly low activity of these
cells is observed in individuals, experiencing strong
stress, being unable to cope with it effectively. Re-
searchers point out depression, feeling of helplessness
and hopelessness as mental states presenting the im-
munosuppressive impact. These states emerge particu-
larly as a result of traumatic event. FitzGerald LZ et al.

confirmed that in the organism of such an individual due
to decrease in the level of catecholamines, and increase
of endorphins level, blockage of pain perception (simi-
larly to morphine) is ensured this way (21). Weakened
cytotoxic cells may turn out to be too weak in order to
destroy disease cells, in case of the onset of a disease.
Studies by von Kanel R et al. confirmed that people with
high depression index died of cancer twice as frequently
in comparison to people with lower indexes (22).

Experienced stress may also be related to the occur-
rence and intensification of skin problems, as it is sub-
ject to the influences of the vegetative and the internal-
excretion systems. Common skins problems related to
stress include, among others, eczemas, acne, hives,
prurigo, leucoderma, psoriasis, atopic dermatitis, alope-
cia areata, lichen planus, excessive sweating and reoc-
curring herpes. Research of Ivanovski K et al. indicate
that individuals experiencing stress and strong emotions
are more susceptible to skin problems (23).

Research show that individuals with atopic dermati-
tis are excessively fearful. They are emotionally unsta-
ble and have visible problems with coping with stress.
They most frequently display their emotions by exces-
sive scratching their own body. In other epidemiologic
studies, it was observed that psoriasis occurred in 1,5%
participants, 37% of whom indicated stress as the cause
of the exacerbation of the disease (24, 25).

In an individual’s lifestyle, risk factors are most clear-
ly noticeable if they are related to the form of behav-
ior, habits and routines, which are conditioned by the
social-cultural and personality-related factors. It should,
however, be emphasized that it is not stress that is the
main cause of developing illnesses, but the way a hu-
man being copes with it.
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