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Research progress on the role of M1/M2 macrophages in hepatic fibrosis
Yang Yu—Mengl’z, Wang Xinz, Ma]ingz*

'Graduate Department, Xi'an Medical University, Xi'an, Shaanxi 710021, China

*Department of Gastroenterology, the Second Affiliated Hospital (Tangdu Hospital), Air Force Military Medical University, Xi'an,
Shaanxi 710032, China

"Corresponding author, E-mail: majingl128fmmu@163.com

This work was supported by the Key Clinical Research Project of Air Force Military Medical University (2021LC2114)

[Abstract] Hepatic fibrosis refers to repeated or persistent inflammation and necrosis of liver parenchymal cells and excessive
deposition of liver fibrous connective tissue caused by various etiologies, which is a necessary stage for chronic liver disease to develop
into cirrhosis. Etiological treatment as antiviral therapy can reduce the inflammation of the liver tissues to a certain degree, but cannot
completely stop the process of liver fibrosis. In recent years, researchers have found that intrahepatic macrophages play an important
role in the occurrence and progression of hepatic fibrosis, among which M1/M2 macrophages have become the key to exploring
macrophages to regulate hepatic fibrosis. This article will focus on the role and mechanism of intrahepatic M1/M2 macrophages in
hepatic fibrosis.

[Keywords] hepatic/liver fibrosis; macrophages; extracellular matrix
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Fig.1 Classification and function of hepatic macrophages
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Fig.2 Hepatic macrophages affect the mechanism of hepatic fibrosis
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