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Research advances in the epidemiology and mechanism of the association between metabolic dysfunction-
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Abstract: Metabolic dysfunction-associated fatty liver disease (MAFLD) has a relatively high prevalence rate around the world
and is closely associated with the development of various extrahepatic malignancies, among which pancreatic cancer exhibits the
highest mortality rate. However, the underlying mechanism between MAFLD and pancreatic cancer remains unclear. This article
systematically introduces the latest epidemiological evidence of the association between MAFLD and pancreatic cancer, reviews the
research advances in pathogenesis, and evaluates the impact of MAFLD severity and high-risk factors (such as nonalcoholic fatty
pancreatic disease and intraductal papillary mucinous neoplasm) on the risk of pancreatic cancer. This article points out that
insulin resistance, adipokines, and gut dysbiosis may be the key mechanisms of MAFLD promoting the onset of pancreatic cancer,
and it also highlights the presence of heterogeneity in current studies. Large-scale prospective cohort studies are needed in the

future to further validate the causal relationship and explore more effective strategies for risk stratification.
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