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Research progress on clinical research of dulaglutide in treatment of type 2 diabetes
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Abstract: At present, the number of older patients with diabetes is increasing in China. GLP-1 receptor agonist is a new kind of
antihyperglycemic medication. The new long-acting GLP-1 receptor agonist, dulaglutide, has been shown to control the blood glucose
level, reduce the bodyweight of patients, and has been injected once a week in clinical practice. Meanwhile, the drug has also been
associated with gastrointestinal discomfort and other adverse reactions. The current situation of the application of dulaglutide in clinic

is reviewed in this paper, and provide reference for clinicians.
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Fig.1 Structural diagram of dulaglutide
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