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[ Abstract]  Diabetic cardiomyopathy is one of the vital complications of diabetes mellitus. The under-
lying pathogenesis is involved with glycolipid metabolic disorder, insulin resistance, oxidative stress, myocardi-
al cell apoptosis and alternative multiple factors. As a cellular energy sensor, adenosine 5’-monophosphate-acti-
vated protein kinase ( AMPK) can regulate the metabolic status and activate multiple molecules in the down-
stream signaling pathway. SIRT1 is nicotinamide adenine dinucleotide-dependent histone deacetylase, which
participates in the regulation of longevity effect induced by calorie restriction. NF-kB plays a pivotal role in reg-
ulating the transcription of multiple inflammatory cytokines. These three cytokines exert a mutually regulatory
effect, which lead to the cascade reaction of the molecules in the downstream AMPK/SIRT1/NF-kB signaling
pathway.
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