LONG-TERM INFLAMMATION BIOMARKER CHANGES WITH FOSTEMSAVIR IN
HEAVILY TREATMENT-EXPERIENCED ADULTS WITH HIV-1: EXPLORATORY ANALYSES

OF THE PHASE 3 BRIGHTE STUDY
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Results * Increases from baseline at Week 96 were observed in D-dimer and sCD14 among participants with HIV-1 RNA Conclusions

between 10,000 and <100,000 c/mL and in sCD163 among those with HIV-1 RNA 2100,000 c/mL

* By observed analysis at Week 96, median levels of each inflammation biomarker were decreased
from baseline across most subgroups stratified by 96-week CD4+ T-cell count (Figure 6)

*  Through Week 96, median increases from baseline were observed among participants with CD4+ T-cell counts

* Through 96 weeks of treatment with fostemsavir plus OBT in this HTE population, increases from baseline in CD4+ T-cell count
and CD4+/CD8+ ratio and decreases in inflammation biomarkers were observed, even among participants who did not achieve
virologic suppression

Baseline Characteristics

* Among participants in the Randomized Cohort (N=272), 26% were female, 68% were White,
and median (range) age was 48 (18-73) years

* 29% of participants had baseline HIV-1 RNA 2100,000 c¢/mL; median (range) baseline <20 cells/mm3 for sCD163 and among those with CD4+ T-cell counts 20 to <50 cells/mm? for D-dimer, sCD14, * Improvement in CD4+/CD8+ ratio through 96 weeks of fostemsavir treatment was associated with improved clinical outcomes in the
CD4+ T-cell count was 99.5 (0-1160) cells/mm3 and sCD163 Randomized Cohort®
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