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Abstract ;: Sirtuin2 ( SIRT2,silent information regulator 2) is an NAD " -dependent deacetylase,which tar-

gets both histone and non-histone proteins for deacetylation. It has been reported that SIRT2 participates in

many pathophysiologic processes,such as lipid metabolism, glucose metabolism, inflammatory and oxidative

stress. The purpose of this review is to summarize the most recent findings about SIRT2 in glucose and lipid

metabolism.
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