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[Abstract] Diet therapy is the cornerstone of treatment for type 2 diabetes.Recently, caloric
restriction therapy has become a hot topic. It is reported that caloric restriction could improve the
metabolism of blood glucose, blood lipid, blood pressure,and islet function, and elevate insulin sensitivity in
type 2 diabetic patients. Therefore, caloric restriction is promising in the prevention and treatment for type
2 diabetes in the future. The main mechanisms include the benefit from weight-loss, the regulation of

glycometabolism and insulin secretion,the role of anti-inflammatiory and antioxidative effect,and the

promotion of adiponectin secretion and so on.
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