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Abstract: Parkinson's disease (PD) is one of the most common neurodegenerative diseases. The latest research data reveal that
neurodegenerative diseases and type 2 diabetes (T2DM ) may have similar pharmacological mechanisms. Glucagon like peptide-1
receptor (GLP-1R) agonists are widely known for their successful application in the treatment of T2DM and are currently studied
as a novel PD therapeutic drug. This review summarized the possible co-pathogenic pathways between T2DM and PD, and dis-

cussed the potential mechanism of action of GLP-1R agonists as targets for PD treatment, in order to provide theoretical support

for the development of more effective PD treatment plans.
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