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Resistance Analysis of Weekly Islatravir Plus Lenacapavir in People with HIV-1 at 96 Weeks
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Background Results

Conclusions

QW oral antiretrovirals (ARV) may help to improve adherence and reduce pill burden related to daily
oral HIV-1 treatment?®

Pre-Existing (Baseline) Resistance

Figure 1. Study Design Table 2. Summary of HIV-1 Subtypes and Pre-Existing (Baseline) Primary Resistance to Four Main ARV Classes
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. . ¢One participant discontinued due to personal reasons.

had HIV resistance before the study, and if any new cases of

resistance occurred after people began taking islatravir

plus lenacapavir

— The other participant (Participant 2) had documented non-adherence accompanied by undetectable study drug levels at the time of confirmed virologic failure (Week 84, HIV-1 RNA
422 copies/mL) (Figure 3B)

Week 24 and Week 48 data for the Late Switch G h b rted iously.13.14 - . . . . . . .
hree parficinants discontinued study dus to other reasang. LY — Both participants resuppressed while maintaining ISL+LEN, with no treatment-emergent resistance detected

aThree participants discontinued study due to other reasons.
bOne participant was missing data during Week 48 window but remained on study drug. All participants had HIV-1 RNA <50 copies/mL at study discontinuation.
B/F/TAF, bictegravir/emtricitabine/tenofovir alafenamide; ISL, islatravir; LEN, lenacapauvir.

dAn additional one participant discontinued due to personal reasons. Two participants completed 48 weeks of the randomized phase and chose not to enter the extension
phase due to personal decision. All participants had HIV-1 RNA <50 copies/mL at study discontinuation.
ISL, islatravir; LEN, lenacapavir.

* No participants in the Late Switch Group met the criteria for resistance testing

Figure 3. Virologic Analysis of Participants Meeting Criteria for Post-Baseline Resistance Analysis
A) Participant 1

— We found that islatravir plus lenacapavir was effective in treating Objective

HIV, including in the few people with HIV resistance before

B) Participant 2

ISL+LEN

* To quantify and present data from an exploratory analysis of pre-existing HIV-1 resistance and post-baseline (on-treatment) resistance through Week 96 in the Phase 2 study
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