In Vitro Resistance Profile for GS-1720, a Potent Once-Weekly Oral INSTI in Clinical Development
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 In vitro selection for drug-resistant HIV-1 was also performed by serial passage of HIV-1,,,-infected MT-2 cells Elvitegravir (INSTI) 31 +6 1.2+023 274+04 254+13 >456 >456
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