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[ Abstract)

major neurodegenerative diseases, including Alzheimer’s, Parkinson’s diseases and ischemic cerebrovascular

Epidemiological data indicate an association between type 2 diabetes mellitus and most

disease. Studies have revealed that these diseases have common pathophysiological features, including oxida-
tive stress, insulin resistance, abnormal protein processing and cognitive decline. Nowadays there is no ef-
fective treatment of diseases mentioned above. Glucagon-like peptide-1 ( GLP-1)-based anti-diabetic drugs
have drawn particular attention in recent years. In vivo and in vitro evidences supported that stimulation of
GLP-1 receptor might promote neuronal cell proliferation, differentiation and neurite outgrowth, enhance syn-
aptic plasticity and memory formation, regulate calcium homeostasis, and play an important role in improving

memory dysfunction, neuromotor impairment, ischemic cerebrovascular damage, oxidative stress,retinal de-
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generation and other diseases of the nervous system.
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