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HIV-1 DNA and RNA persists in Gl tissue Dissociation of lymphoid tissue from
_ recto-sigmoid Gl biopsies
Where does viral RNA come from?

What cell-types produce viral RNA in Gl tissue?
What is the frequency of viral RNA+ Gl cells?

Figure 4: Distribution of vVRNA+ cells across transcriptomic clusters
Visualization of vVRNA+ cells across the UMAP projection for (A) blood and (B) colon cells. C. Frequency
of VRNA+ cells for each cluster. D. Expression level for HIV within each cluster.

Figure 1: scRNA seq profiles of Gl and peripheral blood immune cells:
A) UMAP plot of scRNA seq dataset from cells from 11 donors colored by tissue of origin (blood=red,
colon=blue) B) UMAP plot of scRNA seq dataset with expression of the indicated immune cell markers
superimposed on the data.
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Figure 2: Identification of immune cell clusters. A.UMAP plot of colon and blood cells from
eleven PWH, with clusters indicated by color. B. Abundance of cells in each cluster by tissue
type. C. Heat map of the top differentially expressed genes per cluster

10x Genomics 11-cycle
bulking cDNA amplification [PCR1] Remaining 75% of cDNA is available
creates copies of each cDNA molecule  for other molecular assays
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Figure 5: Differentially expressed genes in HIV RNA+ cells in the blood and colon. A. HIV
RNA+ cells were compared to vVRNA- cells in the same condition. B-D. Volcano plots showing
differentially expressed genes in VRNA+ cells for different tissues.
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