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[ Abstract] Objective To explore the mechanism of glucagon like peptide 1 (GLLP-1) in improving cogni-
tive function of Alzheimers disease rat model. Methods The health adult male SD rats were randomly divided
into four groups,which were normal control group, AD model group, AD model + GLLP-1 group,and AD model
+ PPARyinhibitor + GLP-1 group. The AD model rats were made by injection of STZ (3 mg/kg,10 pl.) in the
lateral ventricle. The rats of AD model + GLLP-1 group were made by intraperitoneal injected Liraglutide (200
pg/kg,10 pl) on the basis of AD model for 28 days. The rats of AD model + PPARyinhibitor + GLP-1 group
were made by injected PPARY inhibitor GW9662 (2.5 nmol/g,10 pL) into the lateral ventricle on the basis of
AD model and then intraperitoneal injected Liraglutide (200 pg/kg,10 pL.) for 28 days. The learning and mem-
ory ability of each group in the Morris water maze were observed. The level of AB42 in the hippocampus of each
group was observed by ELISA. And the PPARY protein expression level in the hippocampus of each group was
observed by Western blot. Results Compared with the AD model group, the learning and memory ability of AD
rats was significantly improved,and the level of AB42 in the hippocampus decreased significantly,and the ex-
pression level of PPARY protein in the hippocampus was significantly increased in AD model + GLLP-1 group.
Compared with the AD model + GLLP-1 group, the expression level of PPARY protein in the hippocampus was
significantly decreased,and the learning and memory ability decreased significantly,and the level of AB42 in the

hippocampus increased significantly in the AD model + PPARY inhibitor + GLP-1 group. Conclusion GLP-1
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might inhibit the accumulation of AR by activating PPARY, and improve the cognitive function of Alzheimer's

disease.
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