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Abstract: The acquired immunodeficiency syndrome (AIDS) is a serious infectious disease infected by
human immunodeficiency virus type 1 (HIV-1). HIV-1 nucleocapsid protein 7 (HIV-1 NCp7) plays an important
role in the progress of virus reverse transcription and integration. Thus, the central role and conservative
nature of the NCp7 protein make it an attractive target for development of novel anti-HIV agents. This review
summarizes the research progress of HIV-1 NCp7 inhibitorsin the past decade.
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Figurel The amino acid sequence and the crystal structure of HIV-1 NCp7. PDB: 1BJ6; the cofactor zinc was shown in red
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Figure3 The structures of compounds 4-6
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Figure4 The structures of compounds 7—13
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Figure7 The binding mode of compound 21 in HIVV-1 NCp7 (PDB code: 2M32)
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Tablel Anti-HIV-1/-2 activity and cytotoxicity of DISeBAsin MT-4 cells
ECso/umol -L™* 5
Compd. CCso/umol -L Sl (11B) Sl (ROD)
HIV-1 (111B) HIV-2 (ROD)
35 3.15+0.45 3.50+0.15 138.17 + 18.69 37 34
36 3.31+0.07 3.18+0.89 117.02 + 15.40 32 34
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ip=Ri

Cl
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Figure1l The structures of compounds 34—36
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