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Molecular Mechanism of The Entry of HIV-1 into Cells
and The Related Drug Research

YU Yong, XIAO Geng-Fu, LI Min, ZHAN Rui, ZHANG WerTao
{ Life Science College of Wuhan University, Wuhan 430072, China)

Abstract The human immunodeficiency viruses (HIV) cause the destruction of CD4 lymphocytes, resulting in
the development of acquired immunodeficiency syndrome (AIDS). The entry of HIV into host cells is mainly
mediated by the fusion of the viral and cellular membranes, which involves the interactions of a series of
biomacromolecules, such as gp120, gp4l, CD4 and CCRS. The deep understanding of the erystal structures,
the surfactant details of their interaction, and the change of conformation during interaction of the
macromolecules provides a new idea for the anti HIV drugs. At present some new drugs have been found arising

from this idea.
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