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Abstract: Many chronic liver diseases would progress to liver fibrosis or even liver cirrhosis eventually.
Genetic factors play an important role in the progression of chronic liver diseases to liver fibrosis. In order to
identify the role of genetic factors in the pathogenesis of liver fibrosis and explore new clinical therapeutic
targets, we summarized and sorted out the latest research on genetic susceptibility genes related to the
pathogenesis of liver fibrosis in recent years, especially the genes discovered by genome-wide association
analysis, including the patatin-like phospholipase domain containing 3 (PNPLA3), transmembrane 6
superfamily member 2 (TM6SF2), membrane bound O-acyltransferase domain containing 7 (MBOAT?7),
myeloid-epithelial-reproductive tyrosine kinase (MERTK), platelet-derived growth factor A (PDGFA) and
interleukin 28B (IL28B).

Key words: Chronic liver diseases; Liver fibrosis; Genetic susceptibility
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