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Research progress on kaempferol against liver fibrosis
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Abstract: Liver fibrosis is a key pathological link in the progression of various chronic liver diseases to cirrhosis and liver failure with

a complex pathological process. Kaempferol can synergistically resist liver fibrosis through anti-inflammatory effects, immune

regulation, antioxidant stress response, inhibition of hepatic stellate cell activation and proliferation, regulation of cell death and

autophagy, improvement of metabolic disorders, and multi-target and multi pathway synergistic effects. This article summarizes the

research progress on the anti-liver fibrosis effect of kaempferol, providing reference for drug prevention and treatment of liver fibrosis.
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