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Abstract: DPP-4 inhibitors, a class of effective, convenient and well-tolerated oral hypoglycemic drugs widely used in type 2
diabetes mellitus, have not been approved for type 1 diabetes mellitus yet. Referring to the relevant literatures at home and abroad,
we found DPP-4 inhibitors may be an adjuvant therapy for insulin in patients with type 1 diabetes mellitus. They can assist insulin to
improve blood glucose, protect function of islet beta cell, reduce GADA titer and decrease insulin dose in patients with type 1
diabetes, without increasing the risk of hypoglycemia and body weight. The mechanism may be that DPP-4 inhibitors can inhibit the
secretion of glucagon by islet alpha cells and lessen the destruction of islet beta cells by immune mechanism.
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