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[ Abstract)

cagon-like peptide-1 (GLP-1) can stimulate 8 cell proliferation and insulin secretion in a glucose-dependent

Type 2 diabetes has been identified as a risk factor for Alzheimer’s disease (AD). Glu-

manner. It has been shown that GLP-1 also plays important roles in the treatment of neurodegenerative dis-
ease,such as reversing the detrimental effects that B-amyloid plaque load in brain, preventing neurons from
oxidative damage , modulating synaptic transmission, rescuing synaptic plasticity, stimulating neurite growth,

and affecting the process of long-term potentiation. Thus it can improve memory and cognitive dysfunction.
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