Impaired Antigen Presentation and TGF-B Signaling Fosters Th17 Differentiation in PLWH under ART
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ADDITIONAL INFORMATION Vet~ antigen presentation such as CD74, cathepsins and HLA-DR/DQ were decreased in ileal and colonic Imbalance and promotes HIV reservoir seeding in the gut of PLWH despite ART, as Th17
Valentino.Donofrio@ugent.be, ILC3s from PLWH. C: Both activating (act.) and inhibitory (inh.) genes involved in TGF-B signaling are highly susceptible to infection. Ongoing studies on gut-derived ILC3s from newly

were upregulated in Tregs of PLWH. D: TCR signaling was respectively down and upregulated in the diagnosed PLWH aim to assess early ILC3-T cell dynamics and ART's impact on immune
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_ lleum and the colon of PLWH. These results reveal an impaired MHC-II antigen presentation restoration.
rafick.sekaly@emory.edu machinery in ILC3s, and disrupted TGF-f3 signaling in Tregs, essential for their differentiation.
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