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+ Lenacapavir (LEN), teropavimab (TAB), and * TAB and ZAB are broadly neutralizing antibodies (bNAbs) under investigation Figure 1: Phase 2 Study Design Figure 3. Mean PK Profiles of TAB Dosing Figure 4. Mean PK Profiles of ZAB Dosing Figure 5. Mean PK Profiles of LEN Dosing
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