©
2019 2021

EBV
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Recently, "abortive lytic" state of Epstein-Barr virus EBV has been
focused by researchers, but its contribution to the infection and immortalization remains elusive.
We here focused on the contribution of viral tegument proteins to the abortive lytic infection.
Overall, we made a smooth progress and published some papers. Especially, RNAseq analyses of primary

B cells infected with EBV provided many important data, although contribution of tegument proteins
to abortive lytic cycle transcriptome appeared not as potent as we first expected when we started
this project. For example, we found that EBV evades host immune reaction by over-expressing PD-L1
gene (Yanagi et al., Virology 2021). This induction of PD-L1 was predominantly achieved by viral
latent protein EBNA2, but not viral tegument proteins. PD-L1 was increased by viral lytic cycle, but

this was also brought about by EBNA2 but not tegument proteins (Yanagi et al. Virology 2022).
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