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Effect of a7nAchR gene 713T>>C mutation on cognitive function and A expression in AD mice”
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To investigate the effect of a7nAchR gene 713T>>C mutation on the cognitive function and A expres-
Twenty APPSwe transgenic APPa7KO mice(6 months old,a7nAchR gene knock-

out ) were divided into the mutation type group and wild type group according to the random number table method, 10 cases in each

[Abstract] Objective

sion in Alzheimer's disease( AD) mice. Methods

group. The mutation type and wild type of AVV-a7nAchR ¢cDNA were respectively injected by lateral ventricle,once per month, for
6 times. The change of cognitive function in mice was examined by Morris water maze. The ELISA method was used to detect AR 40
and AB 42 expression levels. The AR plaque deposit situation was detected by the immunochemical method. Results Compared with
the mice in the wild type group,the escape latency and the time of first time to find the platform of the mice in the mutation type
group were significantly extended, while Hippocampal AB40 and AB42 expression levels were significantly increased,the difference
was statistically significant (P<C0. 05). Conclusion o7nAchR gene 713T>C mutation aggravates the cognitive function impair-

ments in AD mice and hippocampal neuron AB expression level.
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2H | n 1d 2d 3d 4d F P
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P 0.019 0.002 0.002 0.001
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P 0.049 0.004 0.006 <0.01 <0.01 <0.01
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