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ABSTRACT: SIRT3 is one of the seven members of "Sirtuin family" inside the mammals. It is a kind of histone deacetylase mainly
existed in the mitochondria as the dependence of NAD. SIRT3 has two kinds of forms: a long chain length of 44 kDa and a short chain
length of 28 kDa, SIRT3 plays a role in the intracellular mainly through the short chain. In addition to regulates the body's energy
metabolism, cell senescence and tumorigenesis of life process, SIRT3 also plays a regulatory role for apoptosis through its catalytic activ-
ity of enzyme. Current research suggests that SIRT3 probably has the function of bidirectional regulation in apoptosis, it means through
different signal pathway, SIRT3 can promote/inhibit apoptosis so that induces a series of biological effects, but the molecular mechanism

of regulation of apoptosis is more detailed and need further research.
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