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[ Abstract ] Insulin resistance (IR) is one of the main pathogenesis of type 2 diabetes mellitus. Recent studies have shown that IR is
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also related to inflammation, oxidative stress, expression of microRNAs, abnormal insulin metabolic signaling pathway, mitochondrial

dysfunction and other factors. All kinds of reasons constitute risk factors such as hypertension, vascular calcification, coronary heart disease,

cardiomyopathy, cardiac insufficiency and abnormal lipid metabolism. The study of IR in the occurrence and development of cardiovascular

diseases can provide new ideas for the prevention and treatment of type 2 diabetes mellitus with cardiovascular diseases.

[ Key words ] Insulin resistance ; Hyperinsulinemia ; Cardiovascular diseases
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