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IL-10 promotes and predicts SIV persistence during ART. Modulation of IL-10
represents a novel strategy towards an HIV cure.
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underwent an analytical ART interruption. The frequency and phenotype of lymphocytes
were determined in PB, LN, and RB using flow cytometry. Plasma levels of IL-10 were
determined using an ultrasensitive bead-based fluorescence assay on a Singulex
Erenna Platform. PBMCs were subjected to RNASeq using an lllumina HiSeq 1000. IL-
10/SIV-DNA were quantified in embedded LN using IHC and DNAscope. Statistics were
conducted using non-parametric Spearman correlations and the Mann-\Whitney test.

Markers of viral persistence were correlated under ART (day 258 p.i.) against pre-ART
(day 58 p.i.) levels of plasma IL-10 in SIV-infected RMs (n=15). Pre-ART IL-10 was
found to predict indirect measures of immune dysfunction and viral persistence such as
(1) residual proliferation in LN-resident CD4* T-cells, (ii) the frequency of Tth CD4* T-
cells in the LN, as well as (iii) the reservoir size via SIV-DNA content in PBMCs and RB
(data not shown).
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