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Understanding the mechanism by which an interfeon-gamma-induced,
mitochondria-localized novel protein inhibits virus infection
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Hosts contain factors that inhibit virus infection, but many host anti-virus
factors are waiting to be identified. In this research, we aimed to identify novel host anti-virus
factors. This study would contribute to development of novel therapy against virus infection.
Because many of such anti-virus factors are induced by interferon, we first identify
interferon-induced factors by microarray. Then, impacts of the interferon-induced factors on human
immunodeficiency virus (HIV) infection was comprehensively analyzed. As the result, we found that
IF16, FAT10, and IDO1 inhibit HIV infection. ID01 catalizes one of the essential amino acids,
tryptophan, and induces autophagy. 1D01 inhibits HIV infection through tryptophan depletion-induced

autophagy.
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