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Abstract: HIV-1 nucleocaspid protein 7 ( NCp7) is a highly basic protein with two CCHC type zinc fin-
gers. It plays critical roles in multiple stages of HIV-1 life cycle and function as a nucleic acid chaperon.
Mutation in NCp7 will reduce the replication of HIV-1 dramatically. Inhibition of the function of NCp7
will block the replication of HIV-1. NCp7 inhibitors are expected to be a novel class anti-HIV-1 drugs
that are not likely to induce drug-resistance mutations. Here we focus on the NCp7 inhibtors that are un-
der developing.
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