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[ Abstract)

portant non-coding RNA that regulate the response of cells under physiological and pathological conditions.

MicroRNA (miRNA) , a class of negative regulators of gene expression, have become im-

More and more literature emphasizes the important role of miRNA in the inheritance, development, metabo-
lism and inflammatory stress of pancreatic islet § cell. B cell is a kind of endocrine cell in the islet, its main
function is to synthesize and secrete insulin and maintain the stability of blood sugar level. At present, B cell
dedifferentiation is considered to be another mechanism of diabetes, and B cell failure is closely related to B
cell dedifferentiation. In this review, we aim to summarize several important miRNAs that regulate 3 cell
dedifferentiation and the latest research results.
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