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In vivo: IL-15 drives ISG expression
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Figure 1: Naive non-human primates were administered Het-IL-15 Figure 3: In vitro stimulation Figure 4: Memory CD4 T cells in CD8 depleted Figure 5: Frequencies of p24-expressing CD4+ T cells at 4 Fundlng' A"ergy and
intravenously. Whole blood transcriptomics conducted at 0 and 4 hours post- and HIV infection protocol. PBMCs stimulated with TLR3 agonist (Poly I:C) and days post-infection (see Figure 3 for methods) are Infectious Diseases
treatment revealed significant upregulation (red circles) of interferon- TLR7/8 agonist (R848) for 24h express higher ISGs.  significantly reduced following stimulation with TLR agonists UM1AI164561-041
stimulated genes downstream of both type | and type Il interferon response (A) Representative flow cytometry plots. Mean and IL-15 (A-B). This effect is reversed in presence of anti- R37A1141258-08 : :
factors (diamonds). This upregulation was observed even after repeated fluorescence intensity of APOBEC3G (B) and IFIT1 IFNAR and anti-IFNy. Representative flow cytometry plots P01AI178376-02 Reversmg Immune Dysfunchon
stimulation, with doses up to 32-fold higher. (C) following stimulation with each agonist. illustrate p24 expression in memory CD4+ T cells cocultured for HIV-1 Eradication

with CD8-depleted autologous PBMCs (A).



