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Research Progress of Silence Information Regulator 1 in Myocardial Infarction
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[ Abstract] Silence information regulator 1 (SIRT1) is a nicotinamide adenine dinucleotide-dependent histone deacetylase that exerts
protective effects by inhibiting oxidative stress, inflammation, cell apoptosis and fibrosis. Numerous studies have confirmed that SIRT1 is
closely related to the occurrence and development of myocardial infarction,and SIRT1 gene polymorphism is one of the susceptible factors for
myocardial infarction. This article reviews the relationship between SIRT1 gene polymorphism and expression and myocardial infarction, as well

as the current research on SIRT1 as a therapeutic target, aiming to provide theoretical basis for the prevention and treatment strategies of

myocardial infarction targeting SIRTI.
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