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CONCLUSIONS
Here, we use a NHP model of long-term ART suppression

BACKGROUND
Long-term persistence of CD4+ T cells harboring proviral DNA

in people living with HIV (PWH) is mediated by many factors, ReaCtlvatEd CD4+ T CEI IS h arbO rl n g | ntaCt and subsequent on ART reactivation to show a proof of

including the modulation of pro-survival pathways such as anti- concept that BCL-2 antagonism can be used In conjunction

apoptotic protein B cell lymphoma-2 (BCL-2). Upregulation of SIV prOV| ral DNA can be ClearEd under with LRAs to achieve reservoir clearance In an In Vvivo

the BCL-2 has been observed in HIV-Gag+CD4+ T cells from model. Latency reversal was achieved using a combination

anti-retroviral therapy (ART) suppressed PWH, along with an IOng'term ART U S | N g B CL -2 an tag O N |S M . of CD8a depletion and IL-15 signaling via heterodimeric IL-

15. BCL-2 antagonism was achieved by administering
Venetoclax via oral gavage. Additional clearance of virally

enrichment for intact proviral DNA. These data suggest high
levels of BCL-2 may help HIV-Gag+CD4+ T cells with intact
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	Slide 1: Reactivated CD4+ T cells harboring intact SIV proviral DNA can be cleared under long-term ART using BCL-2 antagonism.

