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[ Abstract] Fetuins are mainly secreted by the liver, which play important roles in the aspect of me-
tabolism, reproduction, etc. Recent studies had revealed that fetuins level increased in patients with non-al-
coholic fatty liver disease and type 2 diabetes mellitus. Moreover, fetuin-associated insulin resistance and
chronic metabolic inflammation mediated by inhibiting insulin signal pathway, inhibiting expression of adi-

ponectin, acting as a ligand of Toll like receptor 4 and other ways strongly promote the two diseases. Further
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studies on fetuins may provide new insights in the prevention and treatment of chronic metabolic diseases.
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