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[ Abstract]  Sirtuin 3 (SIRT3) is a member of Sirtuins family and a kind of NAD *-dependent
deacetylase. Studies show that SIRT3 plays an important role in improving insulin resistance, increasing in-
sulin sensitivity. SIRT3 can protect pancreatic B cells, facilitate glucose uptake, regulate metabolic flexibility

in skeletal muscle, reduce oxidative stress and protects cells from high glucose-induced cytotoxicity. SIRT3
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could be a promising target for treating diabetes, obesity and some mitochondrial dysfunctional diseases.
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