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Viral persistance depends on the successful avoidance of that host's immunological surveillance
system. One of the most well-known viruses is herpes simplex virus (HSV) which has a selective advantage
over others for maintaining the infection in neuronal ganglia after a primary exposure. The persisted HSV
may be reactivated under certain circumstances to infection again i.e., recurrence. To accomplish
persistance, it appears that HSV employs multiple strategies that permit it to evade the immune response,
for example, latency, interaction of viral proteins with components of the host’s immune system,
modulation of the immune recognition structures and virus-induced immunosuppression. The under-
standing of these processes may in some instances allow us to develop the rational preventive or
therapeutic measurement, for successive control of the disease.
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Table. Strategies of Herpes simplex virus (HSV) immune evasion.

Strategy Possible mechanism Potential result
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