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[ Abstract] The pathophysiology of gestational diabetes mellitus( GDM) remains incompletely under-
stood , insulin resistance and islet B cells dysfunction may involved in the pathogenesis of GDM. Studies indi-
cated that fetuin A, fibroblast growth factor 21 and fatty acid-binding protein 4 might influence insulin sensi-
tivity by effecting insulin signal pathway. Inflammation may involve in the mechanisms for retinol-binding pro-
tein 4 induced insulin resistance. Wnt-induced secreted protein-1 and secreted frizzle-related protein-5 play a
role in inflammation through regulating Wnt signal pathway. Meanwhile, irisin can promote the burning of fat
cells. Betatrophin may adjust glucose metabolism indirectly by regulating lipids metabolism. In conclusion, the

mechanisms of cytokines are complex, the disorder of secretion is closely related to the occurrence and devel-

opment of GDM.
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