Intact proviruses from Ilymph nodes are a likely source of viral rebound In
SHIV-infected NHP
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BACKGROUND
Hypothesis: A comparative analysis of the reservoir persisting in different compartments can inform on the anatomical origin of the viral rebound upon antiretroviral

treatment interruption (ATI). Lymph nodes harbor a h'Qh. proportion of

The persistence of SIV/HIV reservoirs is the main obstacle to a cure and the cause of viral rebound after ART cessation. However, the anatomical source of viral intaCt SH |V rOVirUSGS

rebound remains elusive. We characterized the proviral landscape in various tissues of virally suppressed SHIV-infected Rhesus Macaques before ART interruption . . .
o P meEpe T Y SEPP \ P contribute to viremia upon ATI.
(ATl) and matched it with the env sequences from plasma viruses during rebound.

Réseau
SIDA /M J\‘*"JCanCURE

Natlonal Instltutes
of Health

CRCHUM Unlversﬁef’pﬂ CIHRIRSC

Canadian Insti ttttttttttttttttttt herche
de Montréal <=  de recherd

CENTRE DE RECHERCHE

METHODS | | | | |  orsene | |
. _ _ _ _ : ——— obtained by NFL sequencing.
We used a highly processive and accurate polymerase and PacBio sequencing to obtain near e BB M| e BT
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Intact sequences were identified by an algorithm we designed. Single copy sequencing was

U3 repeat region ||“' l.'r'ev exon 3 . g .
. . covered by the amplification
used to obtain Env sequences from plasma rebound viruses 4 weeks after ATI.
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