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Genetic characterization of HIV-1 subtype C Gag and Env sequences derived from transmitted/founder and

rebound viruses from participants in a treatment interruption clinical trial
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BACKGROUND

Combination approaches using antiretroviral therapy (ART) and immunological
interventions such as broadly neutralizing antibodies (bNAbs) are showing promise
in inducing antiretroviral-free HIV control, but the underlying mechanisms are not
well understood. This study aimed to investigate the diversity and immune-driven
evolution of Env and Gag sequences in rebound viruses from participants who
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