Herpesviruses persistence mechanisms and its influence on
the development of associated diseases: EBV as a typical Model
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erpesviruses widespread among the population of all countries, about 80% of all primary infection is asymptomatic. Most of them are cause of diseases with polymorphic clinical manifestations. All human herpesviruses persistent in human organism throughout lifetime after primary infection in childhood and is involved in the pathogenesis of a number of somatic chronic diseases. The closest consequence of viral persistence is local and systemic immunosuppression; formation of the autoimmune and oncological diseases is usually delayed in time.
EBV is one of the most pathogenic herpesviruses, associated with a large number of pathologies. EBV can manifest like infectious mononucleosis or acute respiratory viral infection in 20-30% cases of primary infection. Products of the lytic cycle are highly immunogenic, the competent immune system should quickly suppresses replication by killing infected cells with cytotoxic cells. But herpesviruses successfully escape from the immune control, and also has many mechanisms to modulate the host immune homeostasis. 
EBV virus persists in B-lymphocytes and could persist in T-lymphocytes. In these cells, EBV integrate into the host DNA and reproduces with it in cell division, this is lysogenic life cycle. During latency EBV causes a multidirectional dysfunction of immunity. To the suppression of immunity leads functional deficiency of NK cells caused by the products of the virus and modulation of the immune response by regulation of secretion cytokines.
Switch from latent to lytic cycle occurs due to unfavorable conditions of the extracellular environment, which is accompanied by the formation of stress signals in the cell. The competent immune system quickly suppresses replication, in the case of immunodeficiency the process is delayed and we see the symptoms of the disease.
Dysfunction of immunity because of EBV persistence with the immune activation predominance leads to the formation of severe forms of Chronic Active EBV Infection Syndrome like Chronic Mononucleosis etc. Immunosuppression is characteristic of Atypical Chronic Active EBV infection. The ability of some viral proteins to mimicry is a factor to provoke Chronic Fatigue Syndrome (CFS), Multiple Sclerosis (MS) and Systemic Lupus Erythematosus SLE).
Understanding all of the mechanisms mentioned and developing an updated combination of preventive, therapeutic and rehabilitative treatment is essential for the near future to ome! An important aim is to block the development of the viral lytic cycle at the starting point.
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