The function of histone variant macroH2A1 during HSV-1 infection
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1. Herpes simplex virus hijacks host chromatin || 2. MacroH2A1 is an enigmatic variant of H2A
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A: MacroH2A1 replaces H2A in nucleosomes. B: Alternate splicing results in mutually exclusive exons between iso-
forms macroH2A1.1 and 1.2. C: Cartoon depicting macroH2A1 regions in chromatin. Figure adapted from reference 8.

3. MacroH2A1 protein levels and localization ||4. Broad macroH2A1 regions in chromatin

are disrupted during lytic HSV-1 infection are dynamic during infection
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5. MacroH2A1 overexpression enhances viral || 6. MacroH2A1 knockout results in defective
progeny production but not replication progeny production
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HFF-T cell lines expressing flag-tagged macroH2A1 isoforms from panel 3 were infected with HSV-1 at MOI 3. WT and macroH2A1 knockout HFF-T were infected at MOI 3.
A: Progeny were titered on Vero cells. Absolute cell-free HSV-1 genomes (B) and cell-associated HSV-1 genomes A: Progeny were titered on Vero cells. Absolute cell-free HSV-1 genomes (B) and cell-associated HSV-1 genomes
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Current questions:

1) How does nuclear size differ be-
tween WT and macroH2A1 KO cells?

2) How does number of capsids per
um? nucleus differ between cell types?

3) How many A, B or C capsids are
iIn each nucleus? How does this
proportion differ between cell types?

macroH2A1 KO
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