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Analysis of the mechanism of herpesvirus entry tropism
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We identified entry receptors of herpes simplex virus and varicella-zoster
virus that are included in human herpesvirus family. These receptors induce the fusion between the
viral envelope and host membrane during the viral entry into host cells. Glycosylation of the
certain molecules on herpesvirus is required for the virus entry and membrane fusion mediated with
the identified receptors. Furthermore, it is elucidated that the tissue, which these viruses
preferentially entry (entry tropism), depends on the type of glycans.

Paired receptor family is known to regulate immune cells positively and negatively. We clarified
that certain paired receptor family molecules inhibit the entry of human herpesvirus-6 and the other
paired receptor family molecule, LILRB1, is utilized for immune evasion by malaria parasites. These
results suggested that paired receptor family molecules play an important role in the offense and
defense between host and pathogens.
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