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Abstract: Liver fibrosis has a complex pathogenesis, and as research deepens, an increasing number of evidence has revealed
extensive metabolic reprogramming in the development and progression of liver fibrosis. This article reviews the origin and role of
hepatic macrophages, the distribution of hepatic stellate cells, and the changes in glycolysis and lipid metabolism in the two types

of cells, in order to provide new insights into the research on liver fibrosis and the prevention and treatment of this disease.
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Figure 1 Mechanism diagram of macrophage and hepatic stellate cell regulation of glycometabolic reprogramming in liver fibrosis
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