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Injectable treatment strategy of type 2 diabetes in overweight or obese patients

HONG Tian-pei
( Department of Endocrinology, Peking University Third Hospital, Beijing 100191, China )

[ Abstract] Type 2 diabetes is a progressive disease. Initial injectable therapy may be required over the disease course. There have
been multiple challenges in the management of injectable treatment for overweight or obese patients with type 2 diabetes. Compared to
insulin, GLP-1 receptor agonists not only have similar efficacy on glycemic control, but also result in significant weight loss as well as

benefits to insulin resistance, 3 cell function, blood pressure, dyslipidemia and non-alcoholic fatty liver disease, etc. Thus, GLP-1 receptor

agonists could be a good candidate for comprehensive therapy for overweight or obese patients with type 2 diabetes.
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