HIV Can Persist in Multiple Subsets of SARS-CoV-2-Specific CD4+ T
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BACKGROUND RESULTS

ranscriptionally-active cells (TACs) that produce HIV RNA persist Figure 3. TACs express higher levels of cytolytic markers, MHC molecules, Figure 7. TACs are more clonally expanded than HIV- cells

during ART contribute to chronic inflammation and co-morbidities, and Treg-related immune suppression factors, and chemokines
can lead to viral rebound upon ART interruption. However, our
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