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Background

« HIV viral suppression is associated with delayed disease progression and
reduced transmission.

« HIV controllers suppress HIV viral load (VL) to low levels without antiretroviral
treatment (ART).

« We compared antibody profiles in HIV controllers, viremic non-controllers, and

non-controllers who were virally suppressed on ART.
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=1 Conclusions

A comprehensive, unbiased assessment of antibody reactivity to HIV peptides spanning the

viral genome identified clusters of homologous peptides that were preferentially targeted in HIV
controllers and in non-controllers who had lower viral load set points.

This research provides new insights into natural control of HIV infection and may inform
research on immune-based interventions for HIV prevention and treatment.

Further research is needed to characterize antibodies that target these peptides and to evaluate
T- cell targeting of these epitopes.
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