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IDENTIFICATION OF HOST PROTEINS THAT REGULATE HIV REPLICATION

Kei MIYAKAWA
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Human immunodeficiency virus (HIV) is the causative agent of acquired immunodeficiency syndrome. The

replication of HIV within the host is dependent on various cellular proteins. Over the last few years, we have

extensively searched for human proteins that interact with viral proteins using various techniques, and have clarified

the mechanisms by which HIV replicates in cells. In this paper, we outline the clever strategies employed by virus to

hijack host proteins for efficient replication that were revealed by our research and also suggest possible approaches

for developing novel therapeutics.
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