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Fig. 2 The possible mechanism of SIRT1 activity
affected by calorie restriction!”
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Fig. 3 Schematic illustration on the SIRT1-dependent

signaling network regulating autophagic degradation'*”
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Advances in Relationship Between Deacetylase (Sirtuin) and Aging
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Abstract The sirtuins are a highly conserved family of NAD"-dependent deacetylase enzymes. Recently, the
mammalian sirtuins have been connected to an ever widening circle of activities that encompass cellular stress
resistance, genomic stability, tumorigenesis and energy metabolism. The research progress of sirtuin and its

relationship with aging were summarized.
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