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The role and molecular mechanism of Notch signaling transduction pathway on liver fibrogenesis

Chen Fangyuan', Tu Chuantao® (1.Department of Internal Medicine, Zhongshan Hospital, Fudan University,
Shanghai 200032, China; 2.Department of Gastroenterology, Shanghai Public Health Clinical Center, Fudan
University, Shanghai 201508, China)

Abstract: Chronic liver disease and its complications endanger human health seriously. It is now clear that
chronic liver diseases of various causes eventually progress to cirrhosis through the stage of liver fibrosis.
However, liver fibrosis and even early liver cirrhosis can be reversed. Therefore, beside the prevention and
treatment of the underlying causes of liver diseases, antifibrotic therapy is urgently needed. However, there
are currently no effective agents for liver fibrosis available. A greater understanding of molecular mechanisms
regulating the liver fibrogenesis is needed for identification of novel targets for successful antifibrotic therapies.
Recently, the role of Notch signaling transduction pathway in pathologic development of liver fibrosis has
received much attention, and current evidence suggests that the modulation of the Notch signaling transduction
pathway may represent a new therapeutic target in liver fibrosis. This review highlights the recent advances in
the field indicating that Notch signaling transduction pathway is involved in the development of liver fibrosis.
Key words: Liver fibrosis; Notch signaling transduction pathway; Hepatic stellate cell; Macrophage;

Hepatocyte; Hepatic progenitor cells
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