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Research Progresses on Sirtl and Its Responsive Signal Pathway
Proteins in Regulation of Insulin Sensitivity
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Abstract: Sirtl is mammalian orthologue of Sir2, which is induced in response to nutrient deprivation and is
thought to mediate the effects of caloric restriction on longevity. In addition, increasing evidences reveal that
Sirtl plays important roles in the regulation of insulin sensitivity, lipid and glucose metabolism. Sirtl is a
NAD-dependent deacetylase that can deacetylate a range of substrates, including PGC-1a, PPARy, PTP1B
and NFkB/JNK proteins, resulting in a pronounced effect on glucose homeostasis, insulin sensitivity and in—
flammation. In addition, AMPK regulates SIRT1 activity by increasing intracellular NAD* levels to maintain
energy homeostasis. Sirt] maybe become a new target of medicine to improve insulin resistance.
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fiff 1B (protein tyrosine phosphatase 1B, PTP1B) #%
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6 Sirtl 5 AMPK
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