ROBUST CD8* T CELL PROLIFERATION AND STEM-LIKE MEMORY
PHENOTYPE LINKED TO HIV POST-TREATMENT CONTROL
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Figure 1: Cohort overview and methods. Top, description of study cohort and definitions of EC, PTC, and 1 rox apd 10° 0 10° 0 10° 0 10° Qoo“\‘i)o‘\v S
NC us(,:ed. Ccc;Jhort includes participants from the Ragon Institute/Massachussetts GeneCraI Hospital HIV+ cohort, ST SS Induction and maintenance of functional, stem-like memory H|V-specific
the ACTG CHAMP studies (Brigham and Women’s Hospital), and the University of California, San Francisco Figure 4: Expression of TCF1 and TOX in day 0 (pre-expansion) HIV-specific CD8* T cells. Left D8* T ST o o
. . . : - Ot cells is likely to be an integral part of HIV functional cure efforts.
OPTIONS study. Bottom, schematic for methods used to enumerate and characterize HIV-specific CD8* T representative flow cytometry plots showing staining for the stem-like memory transcription factor TCF1 and C y gralip
cells. PTG, post-treatment controller. EC, elite controller. NG, post-treatment non-controller. Tl, treatment exhaustion/terminal differentiation-associated transcription factor TOX, gated on HIV-specific CD8* T cells.
interruption. VL, viral load. HLA, human leukocyte antigen. CFSE, carboxyfluorescein succinimidyl ester. IFN, Right middle, frequency of pre-expansion HIV-specific CD8* T cells expressing high for TCF1. Far right, _ _ _
interferon. DMSO, dimethyl sulfoxide. PBMC, peripheral blood mononuclear cells. PWH, people with HIV. ART, frequency of pre-expansion HIV-specific CD8* T cells high for TOX. *P<0.05, **P<0.01, ***P<0.001, Funding provided by the Gates Foundation and DARE (UM1A1164560).

antiretroviral therapy. ICS, intracellular cytokine staining. ****P<(0.0001. Kruskal-Wallis test followed by Dunn’s multiple comparisons test.




