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Abstract: Chronic liver disease is the “devil’ s trilogy” in which the liver progresses from inflammation and fibrosis to liver
cirrhosis and hepatocellular carcinoma, which poses a great challenge for hepatologists worldwide. Statins have played a significant
role in the treatment of cardiovascular diseases and hyperlipidemia since their introduction, and in recent years, they have also
demonstrated the potential to improve hepatic steatosis, exert an anti-inflammatory effect, regulate the phenotype of hepatic stellate
cells, reduce portal venous pressure, and improve hepatic microcirculation in chronic liver disease. This article reviews the latest
advances in the basic and clinical studies of statins in chronic liver disease, in order to provide new insights into the research,

prevention, and treatment of chronic liver disease.
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