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Research Progress on Regulation of Hepatic Macrophages on the Activation of

Hepatic Stellate Cells in Liver Fibrosis

Liu Yang', Wen Bin’, He Chunyu', Zhong Xiaodan', Li Tong', He Songqi', Sun Haitao'
(1. School of Traditional Chinese Medicine, Southern Medical University, Guangzhou 510515, China ;2. Air
Force Hospital of the Southern War Zone of the Chinese People's Liberation Army, Guangzhou 510602, China)

Abstract: Liver fibrosis is a reversible injury repair process in chronic liver disease, which is characterized by excessive
proliferation and deposition of extracellular matrix in liver tissue. Activation of hepatic stellate cells is an important
cellular basis of hepatic fibrosis, and the activation response is affected by a variety of stimulating factors. As an
important part of hepatic immune microenvironment, hepatic macrophages play an important role in the activation,
proliferation and migration of hepatic stellate cells, the deposition of extracellular matrix and the recruitment of
monocytes. Both related cell therapy and traditional Chinese medicine therapy can improve the degree of liver fibrosis by
regulating the pathways and targets of hepatic macrophages and hepatic stellate cells. This article reviews the molecular
mechanism of the effect of hepatic macrophages on the activation of hepatic stellate cells and the regulation of
polarization of hepatic macrophages by traditional Chinese medicine in the prevention and treatment of hepatic fibrosis.

Keywords: Hepatic fibrosis, Hepatic macrophages, Hepatic stellate cells, Traditional Chinese medicine

(wiEHAE: AMEl, £+, wEFF: AME, F/A: L35/, KREL)

1102 ( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology )



