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Research progress on hepatic macrophages and liver fibrosis
JIANG Haiyan, ZHONG Fangfang, ZHANG Junping( School of Pharmacy, FuJian University of Traditional Chinese Medicine,
Fuzhou 350100, China)

[ Abstract] Liver fibrosis is a repair response to chronic liver injury caused by various etiologies. Its continuous progression
can develop into liver cirrhosis or even hepatocellular carcinoma, eventually leading to liver failure. Currently, there is no effective
treatment for liver fibrosis. Hepatic macrophages play a key role in intrahepatic inflammatory response, progression and resolution
of fibrosis, and have emerged as an important therapeutic target for anti-hepatic fibrosis. The function of hepatic macrophages in the

process of liver fibrosis was mainly reviewed and the mode of action of hepatic macrophages from various aspects was discussed to

provide ideas for the treatment of liver fibrosis.
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