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Abstract: Liver fibrosis is a pathophysiological process caused by sustained chronic liver injury and repair caused by various
pathogenic factors, which can lead to liver function impairment, cirrhosis and even liver cancer.A large number of studies have
shown that liver fibrosis is reversible and various signaling pathways participate in liver fiber process, among which Nrf2 / HO-1

signaling plays an important role in liver fibrosis. Therefore, this paper summarizes the regulatory role of Nrf2 / HO-1 signaling in

liver fibrosis, which provides theoretical basis for exploring the pathogenesis of liver fibrosis and finding new therapeutic targets.
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