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BACKGROUND
Latency reversing agents (LRAs) such as histone

deacetylase (HDAC) inhibitors and TLR agonists VerlOglC SuppreSSIOn can be reactlvated susceptible to reactivation with LRAs.

reactivate HIV-1 from Ilatency in adultst2>, We « Total and intact HIV-1 DNA is associated with greater

examined the latency reversal effects of the TLR7 Wlth | nn ate | mmune en h ancers and proviral reactivation.

agonist GS-9620, the HDAC inhibitor SAHA, and their « LRAs drive CD4+ T cell activation and inflammatory

combination In ex vivo studies of enriched CD4+ T cells ep | g e n etl C m O d | fl ers : hlg h I |g htl ng thelr responses through CD69, HLA-DR, TNF-a, and IL-6

from adolescents with perinatal HIV-1 (AdLWPH), upregulation.

aiming to inform latency reversal strategies to purge therapeu“c pOten“aI tO pu rge H IV‘l » Proviral reactivation is associated with upregulation of

reservoirs In this population. We hypothesize that a proinflammatory pathways, including IFNy, TGF-B, TNFa

combination of an innate immune enhancer and reserVO”‘S |n th|S pOpUIa'“On and IL-2.

epigenetic modifier will reverse latency In perinatal
HIV-1 infections.

Perinatal HIV-1 reservoirs under long-term [

* Proviruses persisting in perinatal HIV-1 Infections are

LRA Responses are Heterogenic in Perinatal HIV-1 Infections Proviral Reactivation Is Associated with Upregulation
of Distinct Proinflammatory Pathways
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