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suppression of interferon synthesis; both cause a more severe course of
fection (Selye, 1976; Frolov, 1986). In our former work we have shown tl
nonspecific 'I' suppressors appearing in immobilized mice may contribute
stress-induced activation of symptomless infection with Lcmgxt virus
mice. These suppressors depress the function of effector T Iymphocytes a

mature antibody producers (Ozherelkov ef al., 1987). Recent data using 1
same model allowed to conclude that enhanced virus replication in immun
competent cells of stressed animals represented an important link in
mechanism of stress-induced aggravation of virus infection. Enhanced vi
replication in the spleen may contribute to the invasion of virus into (7
facilitating the development of acute encephalitis and death. The increas
virus replication in immunocompetent cells of the stressed host may oc
due to infection of higher number of cells or due to more intensive vi
growth in individual infected cells or by combination of both. It may
assumed that more intensive virus replication in individual immunoco
petent cells and/or involvement of further subpopulations of previously n
permissive cells would affect their functions. These alterations along w
the activation of stress-induced suppressors may worsen the severity of i
munodeficiency developing during stress and may allow the transit
to virus-induced secondary immunodeficiency. Considering the ubiquitc
stressors in human life one could assume that these mechanisms would e
tribute to the pathogenesis of human virus infections. It should be und
lined that stress-induced activation of virus infection may be specific
relation to the infectious agent. This question is currently under study.
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