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The advances of anti-HIV-1 drugs

BI Yi, XU Jin-yi, WU Xiao-ming " ( Department of Medicinal Chemisiry, China Pharmaceutical University, Nanjing 210009,
China)

ABSTRACT: OBJECTIVE The advances of anti-HIV-1 drugs and medication in research were introduced. METHOD A lot of
literatures were cited to summarize, as a result, the new anti-HIV-1 drugs from 2000 and the clinical and preclinical compounds were
presented. RESULTS There were tremendous progresses in the anti-HIV-1 drugs, including the novel fusion inhibitors, the classical
protease inhibitors, reverse transcriptase inhibitors. There were many new compounds including the lead natural products having anti-
HIV-1 activity in the research now, which had new mechanisms. CONCLUSION The anti-HIV-1 drugs will have a great develop-

mental foreground.
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1.1 Kaletra [ lopinavir (1) F1 ritonavir (2) ]
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1.2 Trizivir [ lamirudine (3), zidorudine (4 )l abacavir sul-
fate (5)]
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1.3 Vilead (tenofovir, disoproxil, fumarate, 6)
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1.7 TLexiva (fosamprenavir calcium,10)
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