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Abstract: The microRNA-29 (miR-29) family is one of the miRNA families concerned
by the researchers. The family members mainly include miR-29a, miR-29b (including
the immature miR-29b-1 and miR-29b-2) and miR-29¢c. Recent studies showed that miR-
29 abnormally expressed in chronic liver diseases like non-alcoholic fatty liver disease
(NAFLD), chronic viral hepatitis, liver cirrhosis and hepatocellular carcinoma (HCC). miR-
29 can indirectly regulate the occurrence and development of related chronic liver diseases by
targeting its downstream target genes and down-regulating the expression of target genes. It is
expected to be an important biomarker and an ideal clinical target for the early non-traumatic
differentiation, diagnosis and prognosis judgment of chronic liver diseases. This paper
reviewed the research progress of miR-29 on regulating chronic liver disease.
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