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Ding ]ianl'z, Song Liangl, Ruan Baiz, Wang Lin”

'Medical Experimental Center, Shaanxi University of Chinese Medicine, Xianyang, Shaanxi 721000, China

*Department of Hepatobiliary Surgery, Xijing Hospital, Air Force Military Medical University, Xi'an, Shaanxi 710000, China

"Corresponding author, E-mail: fierywang@163.com

This work was supported by the National Natural Science Foundation of China (81800533)

[Abstract] Liver fibrosis is a response to chronic liver injury caused by a variety of factors, such as alcohol consumption, viral
hepatitis, autoimmune hepatitis, non-alcoholic steatohepatitis (NASH), non-alcoholic fatty liver disease (NAFLD) and cholestatic
liver disease. The combined effect of all these factors on the liver is to produce chronic inflammation leading to an abnormal
wound-healing response. Mesenchymal stem cells (MSCs) are pluripotent stem cells that are able to implant into target tissues and
secrete a variety of factors that can alter or improve the function of damaged tissues. Stem cells have the advantages of self-renewal,
pluripotent differentiation and low immunogenicity. Due to their differentiation potential and paracrine characteristics, MSCs are
the key for repair. This review focuses on the mechanism and progress of MSCs and their modifiers in liver fibrosis.
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Fig.1 Mechanism of MSCs in treatment of liver fibrosis
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Tab.1 Mechanisms of different MSCs modifications in treatment of liver fibrosis
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