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Recent progress of SIRT7 biological function and human disease
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Abstract : SIRT7 is a member of the sirtuin family of nicotinamide adenine dinucleotide ( NAD * ) -depend-
ent class III deacetylase. Although SIRT7 is the least studied,recent breakthrough studies have elucidated its
acetylation activity and biological functions. SIRT7 is the only one localized to the nucleus in Sirtuin family.
During the mitotic process, SIRT7 mediates the activation of rDNA transcription. By interacting with P53,
H3K18,PAF53,NPM1,GABP-B1,U3-55k and other substrates, SIRT7 regulates cell proliferation, senescence,
apoptosis and other cellular processes. Under stress conditions, SIRT7 plays an important role in regulating
the balance of cell survival and apoptosis, as well as metabolisms. SIRT7 has been implicated in the pathologi-
cal progression of malignant tumor, cardiovascular disease,diabetes and fatty liver. In this review ,we summa-
rize the recent progress of SIRT7,focusing on the relationship between its biological functions and human
diseases.
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