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Epstein-Barr virus EBV is a causative agent of infectious mononucleosis
and several cancers, such as Burkitt lymphoma and Hodgkin lymphoma. It encodes more than 80 genes,
and significant number of the genes have not been identified and characterized yet.

In this study we have focused on such unknown or uncharacterized genes that are conserved mainly in
gammaherpesviruses. We are proud that we could successfully characterize EBV genes, including the
BGLF3.5, BDLF4, BRRF2, BRRF1, BKRF4, and BGLF2 genes. Thorough identification and characterization
of EBV genes, molecular mechanism of EBV replication can be elucidated. In addition, our research
may contribute to development of novel anti-viral agents or vaccines.
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