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Post hoc subgroup analyses of efficacy at Week 52; post hoc analyses indicated no significant differences between groups (P > 0.05). @Total n in each subgroup. Prespecified subgroup analyses of efficacy at Week 52: post-hoc analyses indicated no significant differences between groups (P > 0.05). “Total n in each
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78 78 75 combination with an OBR led to high rates of virologic suppression
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. ¢ The efficacy of LEN in combination with an OBR was consistent
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| ¢ LEN is an important option for people with MDR HIV-1 and limited
treatment options
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and prevention of HIV
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