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[ Abstract] Insulin resistance (IR) refers to the reduced sensitivity and reactivity of insulin in pe-
ripheral tissue,while obesity is a major cause of it. In recent years, researches have shown that there is a
close relationship between adipose tissue inflammation and metabolic diseases, such as IR and type 2 diabe-
tes. A variety of innate immune cells in adipose tissue involve in the inflammatory response through activa-
tion and release of inflammatory mediators , such as macrophage, mast cell, neutrophil , dendritic cell, eosino-

phil ,natural killer T cell, thus inducing IR. Further clarification of the role of innate immune cells in adi-

pose tissue inflammation and IR will provide a new direction for basic research and treatment of diabetes.
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