HIV-1 Vpr Promotes Viral Replication and Death of Primary Gut CD4 T Cells Ex Vivo
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HIV-1AVpr Infection Results in Lower Granzyme B
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ligation with the Q5 site-directed mutagenesis
kit (New England Biolabs). PCR was
performed on CHO040 WT plasmids (GenBank
#JN944939.1; AIDS Reagent Program). Vpr
mutagenesis altered the 22" and 23 codons
(both for leucine) to stop codons.
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	Slide 1: HIV-1 protein Vpr is critical for robust viral replication and depletion of  CD4 T cells from the gut.

