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Research progress on reversible animal model of liver fibrosis

Du Wentao', Ren Wanlei’, Hu Doudou’, Xu Yajie’, You Wenzheng’, Jiang Xiangjun® (1.School
of Clinical Medicine, Weifang Medical University, Weifang 261053, Shandong Province,
China, 2.First Department of Traditional Chinese Medicine, Qingdao Central Hospital
Affiliated to Qingdao University, Qingdao 266042, Shandong Province, China; 3.Department of
Gastroenterology, Qingdao Municipal Hospital, Qingdao 266011, Shandong Province, China)
Abstract: Liver cirrhosis is the final stage of various liver diseases. Whether liver cirrhosis can be reversed
has been debated for many years. More and more evidence showed that liver cirrhosis could be reversed to
a certain extent after removing the etiology and receiving effective treatment. Liver fibrosis is an important
intermediate link in the development of various chronic liver diseases into liver cirrhosis. It has the dual
nature of repair and injury, and liver fibrosis can furtherly develop into liver cirrhosis and even liver cancer,
and it is a serious threat to the patients. Therefore, the study of liver fibrosis reversal put a very important
guiding significance to the diagnosis and treatment of clinical patients with liver cirrhosis. Animal
experiment is not only one of the basic means of biomedical research, but also an important bridge between
basic research and clinical trials. This paper summarized different animal models, including chemical injury
liver fibrosis reversal model, bile duct ligation liver fibrosis reversal model and non-alcoholic fatty liver
fibrosis reversal model by summarizing the advantages and limitations of different animal models, and
provide evidence for reversal study of liver fibrosis to better guide clinical practice.

Key words: Reversal of liver fibrosis; Animal model; Chemical injury liver fibrosis reversal
model; Bile duct ligation reversal model; Non-alcoholic fatty liver fibrosis reversal model
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