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Research progress on HIV-1 entry inhibitors
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Abstract: Human immunodeficiency virus (HIV)-1 entry inhibitors can inhibit HIV entering the target cells, and restrain the

spreading of virus at the first part. Peptide and peptide analogue with high activity, good metabolic characteristics continue to be

discovered, and they become the research hot spot of anti-HIV drugs. According to three steps of HIV-1 into the target cells, HIV-1

entry inhibitors are divided into adhesion antagonists, auxiliary receptor inhibitors, and fusion inhibitors. Research strategies and

recent insights of those peptides as well as their analogs are summarized.
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Table 2 N-peptide fusion inhibitors
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