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Abstract: Metabolic dysfunction-associated fatty liver disease (MAFLD) has become one of the critical chronic liver diseases
requiring global attention, and the degree of hepatic fibrosis in these patients is closely associated with their prognosis. Therefore,
control or even reversal of hepatic fibrosis is an indispensable part of the long-term management of MAFLD patients. A large
number of studies have shown that the Wnt signaling pathway is involved in the development and progression of MAFLD. This
article systematically describes the Wnt signaling pathway and elaborates on its mechanism of action in MAFLD-associated hepatic

fibrosis, in order to provide a reference for the treatment of hepatic fibrosis in patients with MAFLD.
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Figure 1 Mechanism of Wnt signaling pathway and MAFLD fibrosis
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Table 1 The role of Wnt signaling molecules in liver fibrosis
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