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deficiency virus 1 (HIV) provirus in people with HIV on antiretroviral therapy (ART).
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rebound and extrafollicular replication in RM
. . . . .  Anti-PD-1 CAR T cells show great promise to target a key cell population involved in HIV persistence.
with CAR T cell expansion is associated with « Additional safety features need to be implemented in our CAR T cell approach to make it clinically useful.

Conclusion: Anti-PD-1 CAR T cells are highly efficient in killing PD-1+ cells and T cells as well as T, cells and enter germinal centers in loss of memory CD8 and development of * Integration of the NS3 domain into the anti-PD-1 CAR permits exogenous CAR T cell control through
iral I . . . . F!" . o GZV administration and will be used to study the effects of temporary depletion of PD-1+ T cells in
prevent viral replication in vitro SIV-naive and SIV-infected RMs immunodeficiency. SIViinfected ART-treated RM.
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