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Medicine promotes skewing of CD8+ T cells towards less differentiated, exhausted phenotypes

EZH?2 inhibition mitigates HIV Immune evasion, reduces reservoir formation, and
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Overexpression of EZH2 in cells that survive CTL exposure Tazemetostat enhances CTL-mediated elimination of HIV-infected cells in vitro counterbalancing Nef-mediated downregulation of MHC-|
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