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Advances in the effect of the signaling pathways on
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[Abstract] The incidence of metabolic-associated fatty liver disease (MAFLD) is increasing worldwide.
MAFLD is a common liver disease. Its pathology is characterized by excessive accumulation of fat in hepato-
cytes. Signaling pathways are involved in regulating the metabolism and physiological processes of various tis-
sues and organs. Many domestic and foreign literature studies have shown that the signaling pathways were
involved in the occurrence and development of MAFLD by affecting the liver lipid metabolism and inflamma-
tory response, This review summarizes the relevant literatures and points out that the signaling pathways are
closely related to the occurrence and development of MAFLD.
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