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Abstract: With the emergence of unhealthy dietary structures in people s life, metabolic associated fatty liver disease (MAFLD)
has gradually become the most important chronic liver disease in China, and there is also a gradual increase in the cases of MAFLD-
associated liver cancer. Adipose tissue not only has the function of energy storage, but also secretes adipokines that play an
important role in the development and progression of MAFLD and its associated liver cancer. Studies on the mechanism of
adipokines have provided important help for the prevention and treatment of MAFLD, and a large number of studies have shown
that the abnormal secretion of adipokines is associated with MAFLD and plays an important regulatory role in the development and
progression of liver cancer. Adipokines are not only regulated at the gene level, but they can also interact with genes through
specific pathways to co-regulate pathophysiological processes such as inflammation, metabolism, immunity, and cell proliferation
in MAFLD and its associated liver cancer. This article reviews the latest studies on the association of adipokines with MAFLD and

its associated liver cancer, in order to provide new directions for further research on the pathogenesis of liver cancer.
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Figure 1 Molecular mechanisms associated with adipokines and hepatocarcinogenesis
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