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BFgeR R oM EE (3€30) : Herpes virus makes the condition which the virus grow efficiently.
Herpes virus evades the host defence by minimal expression of viral antigens. On the other
hand, host immune system induces cytotoxic T cell-infiltration to the skin lesions and viral
infected cells apoptosis. Small vesicles are induced by herpes virus infection in health
human because of the relationship between viral and host defence factors. Large vesicles
are induced in the immune suppressed condition that is more predominant in viral factors
than in host defence factors.
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LMP1 mRNA is inducedin the HV lesions, and
in PBMC with CAEBV
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