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Background and Hypothesis Results

Therapeutic blockade of the inflammatory cytokine IL-13, using the
monoclonal antibody Canakinumab, in PWHIV and CVD resulted in

] Despite effective viral control by Antiretroviral therapy (ART), PLWH
exhibit chronic immune dysfunction including heightened
inflammatory responses that can contribute to developing co-
morbidities
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Figure 4:Single-Cell Analysis Confirms Monocyte-Driven NF-kB Inflammation in Non-Responders. A-B) UMAP of PBMCs from single-cell RNA-seq colored by cell type. C) NF-kB module scores on

UMAP split by Responders and Non-Responders, showing higher NF-kB signaling in Non-Responders, particularly in monocytes. D) NF-kB and TGF-B pathway scores across cell types confirming

fold change from Week 0 to Week 8, with the dashed line representing no change.

Lines converging below zero indicate reservoir reduction. C) Waterfall plot of log2
elevated inflammation in Non-Responders and enhanced TGF-B signaling in Responders. E) Gene-level expression of NF-kB pathway genes in monocyte subsets showing Non-Responders have

markedly higher expression of FOSB, JUN, FOSL1, IER3, BCL3, and IL1B in CD14+ classical monocytes. These data pinpoint monocyte-driven NF-kB inflammation as a key barrier to reservoir clearance.

baselined HIV-DNA per participant ordered by magnitude of change. Six of ten
participants demonstrated reservoir reduction (Responders) while four showed no
change or increase (Non-Responders).



