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Abstract: With the improvement of people's living standards,the diet structure has changed,the incidence of gallstones and type 2
diabetes mellitus has increased year by year,and the prevalence of gallstones in patients with type 2 diabetes mellitus is significantly
higher than other people.A large number of studies in the past have suggested that diabetes is a risk factor for gallstones.With the
deepening of the research,it is found that the mechanism of gallstone formation is closely related to blood lipids, insulin resistance and
some adipokines factors.It is even considered that gallstones are another manifestation of metabolic syndrome.These factors also play
an important role in the development of type 2 diabetes mellitus.This article reviews the mechanisms of insulin resistance,lipid

metabolism,leptin and adiponectin in the pathogenesis of gallstones and type 2 diabetes mellitus,and clarifies the significance of this

comorbidity mechanism in clinical work.
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