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[ Abstract] The threat of metabolic-associated fatty liver disease( MAFLD) to human health cannot be ignored.
There are many discussions about the pathogenesis of MAFLD in modern medicine. In this paper, we review the path-
ogenesis of MAFLD and its relationship with intestinal fungal community, and discuss the mechanisms by which the intestinal

fungal community may influence the disease progression. Strategies to control the intestinal fungal community may be devel-

oped to treat or prevent liver disease.
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