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[ Abstract)

regulate the expression of a variety of genes. Currently, miRNA has been thought to participate in almost all life

microRNA (miRNA) is a kind of non-coding small RNA in eukaryotic cells, which can

activities and the pathogenesis of many diseases. miRNA-29 is a category of miRNAs. Many studies have dem-
onstrated that miRNA-29 is related to the incidence and development of fibrosis, diabetes mellitus, cancer, and

other diseases. In this paper, biological function of miRNA-29 and its association with relevant diseases were

described, which contributed to prevention of disease progression and clinical treatment.
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