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Antibodies, Treatment Interruption, and Virologic Rebound

Broadly-neutralizing antibodies (bNAbs) maintain
viral suppression and/or delay viral rebound
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HIV Reservoir: Genome-Intact versus Defective Proviruses
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Research question:
Do intact vs defective Seubjeeﬁtdiffer in bNAb resistance profiles?
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HIV reservoir genetic profiling: 15 donors

All env in intact genomes were genetically unique compared to env in defective genomes.
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bNADb resistance profiles of genome-intact proviruses, across study donors

All donors have distinct bNAb resistance profiles
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V3-bNAb-resistance profile is shown as an example
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bNADb resistance profiles of genome-intact proviruses, within a study donor (D7)

Even within a single person: there were two bNADb resistance profiles among intact genomes.
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Genome-intact versus defective proviruses
Intact-genomes may not share the same resistance profile as defective-genomes.
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COMMUNITY SUMMARY

i POSTER PP 3.12
« Research question

Do intact- versus defective- proviral genomes share bNAb-resistance profiles?
+ Key findings

1. All study participants had different bNAb-resistance profiles.

2. Intact vs defective genomes did not always share similar profiles.
« Implications

Focus should be put on intact genomes when screening individuals for

enrollment in bNADbs clinical trials.
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HIV genetic diversity
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