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INTRODUCTION SIV-producing cells are primarily CD3* T cells post-ATl, and CONCLUSION

The cell types that contribute to viral rebound after o Following successful viral suppression

antiretroviral therapy interruption (ATI) in people ViFUS-pFOdUCing CD68+ maCFOphagES, |nC|Ud|ng thOse that and treatment  interruption,  the

living with HIV or experimentally SlIV-infected predominant virus-producing cell type in

macaques are not well understood. Furtherthe CAN traffic from the CNS to the DCLN, contribute to viral lymph nodes 14 days post-AT are CD3'

mechanisms and impact of central nervous system T cells, and a smaller cohort of CD68*

(CNS) reservirs! in viral recrudescence after AT r@pound. These findings provide insights into HIV and SIV macrophages, suggesting early ~ viral

remain unclear. Lymphoid tissues serve as a key rebound is driven by T cells.

site for the establishment and maintenance of viral pathOgeneS|S and may a|d in HlV treatment imprOvement .

reservoirs?2. Deep cervical lymph nodes (DCLN) e A higher concentration of SIV-producing

serve as a drainage site for CNS meningeal CD68" macrophages was found in
lymphatic vessels. Recent studies have reported RESULTS DCLNs compared to non-CNS-
the. migratiOn of prOdUCtively SIV-infected associated |ymph nodes indicating q
perivascular macrophages (PVM), a subset of CNS- RT elonce e 2SIV VRNAC portion of this population may migrate
associated macrophages, from the CNS via 10°- : 0368+ ' h from the CNS.
meningeal lymphatics to the DCLNS®. This migratory 108- macrophages
. . . are present at high
pathways outlines a potential CNS-associated o levels in the DCLN
mechanism that contributes to the sustained viral . 103138 Representative im- FUTURE DIRECTIONS
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