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[Abstract] The dipeptidyl peptidase-4 (DPP-4) inhibitor saxagliptin is a therapeutic drug with new

action mechanisms for treating type 2 diabetes. It has been approved in China at 17th May 2011.

Saxagliptin has been demonstrated to effectively control blood glucose as monotherapy or as add-on therapy

to metformin, not to significantly affect body weight, but to exhibit a low risk of hypoglycaemia.
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