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[ Abstract)

mellitus. Autophagy is a catabolic process of the lysosomal degradation of cellular components which is cruci-

Islet B cell failure and insulin resistance are key steps in the onset of type 2 diabetes

al in the pathogenesis of numerous diseases including type 2 diabetes. The elevated level of autophagy in
type 2 diabetes was helpful to stabilize the structure and function of B cell and ameliorate the state of insulin

resistance. To further explore the mechanism between autophagy and type 2 diabetes will bring new hopes to

8%

the treatment of diabetes.
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