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Abstract: Type 2 diabetes mellitus (T2DM) is a metabolic disease with high morbidity and the main feature of dysglycemia. MicroRNAs are widely
present in organisms, regulate gene expression at the transcriptional and post —transcriptional levels, are regulated by environmental, genetic and
epigenetic factors, have stable and extensive tissue —specific expression, and affect the occurrence and development of T2DM. T2DM is mainly
characterized by relative insulin deficiency and peripheral tissue resistance, and more and more evidences indicate that miRNAs are involved in the
regulation of glucose metabolism in the pancreas, liver, skeletal muscle and fat, and are expected to become its biomarkers. This paper reviews the

biogenesis and functional properties of miRNAs and their research progress in related tissues, and further discusses the interaction between miRNAs

and glucose metabolism pathways, so as to provide references for miRNAs in the research, diagnosis and treatment of type 2 diabetes.
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