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Further analysis of phosphorylationin events in herpes simplex virus infection
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Herpes simplex virus type (HSV) causes a range of human diseases. HSV has
evolved mechanisms to utilize the phosphorylation system for the regulation of their own viral
proteins and to establish a cellular environment for efficient viral replication and virulence.
However, our knowledge of them remains to be limited and fragmented. In this study, we identified
novel phosphorylation sites of small capsid protein VP26 and putative membrane protein Us8A by mass
spectrometry-based phosphoproteomic analysis of HSV-infected cells. Our study showed that (i) the
phosphorylation of VP26 Thr-111 is required for both efficient HSV-1 replication and cell-cell
spread in SK-N-SH cells and HSV-1 neurovirulence in mice by regulating localazaton of VP26 and its
binding partner, the major capsid protein VP5, (ii) the Us3-mediated phosphorylation of Us8A Ser-61
regulates Us8A function for viral invasion into the CNS from peripheral sites.
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