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Effect of chronic cerebral ischemia on the behavior and brain morphology of

APP/PS1 double transgenic mice
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(Institute of Neuroscience ,Chongqing Medical University)
[ Abstract]Objective : To explore the effect of chronic cerebral ischemia on the behavioral and brain morphology changes in the APP/
PS1 double transgenic Alzheimer’s disease (AD) model mice. Methods : Totally 20 three—month—old APP/PS1 AD mice randomly di—
vided into model group(n=10) and control group(n=10). APP/PS1 double transgenic mice in model group were subjected to modified
chronic cerebral hypoperfusion with bilateral common carotid artery permanent ligation. Morris water maze test, histologic and immuno—
histochemistry were used to detect the changes of spatial learning and memory,the hippocampal morphology changes and the expres—
sions of NeuN,APP AB40 and AB42 in the brain of APP/PS1 double transgenic mice with one—month chronic cerebral ischemia and
its control counterparts. Results ; Behavioral experimental results; (1)There was no significant difference between two groups in the es—
cape latency and path in the visible platform tests. (2)The escape latency was significantly longer in model group than in control group
in the hidden platform tests. (3)The number of passing times was significantly lower in model group than in control group. HE stain—
ing showed obvious swelling of neuron in the hippocampus and disordered cell arrangement in model group. Immunohistochemistry
showed that the number of neuron was significantly lower in model mice group than in control group. Expressions of NeuN were signifi—

cantly lower in model group than in control group. Expressions of APP,AB40 and AB42 were significantly higher in model group than

in control group. Conclusion ;A new modified bilateral carotid
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artery permanent ligation is established,which can lead to

chronic cerebral ischemia. Chronic cerebral ischemia may ac—
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1 BT AREERE (n=10,x+5)
Fig.1 Escape latency of hidden platform ( n=10,x +s )
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Fig.2 HE staining of CA1 in the control group ( 400 x )
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Fig.3 HE staining of CA1 in the model group ( 400 x )
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Fig.4 Expression of NeuN in the CA1 of control group

( immunohistochemistry,400 x )
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Fig.5 Expression of NeuN in the CA1 of model group

( immunohistochemistry, 400 x )
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Fig.6 Expression of APP in the cerebral cortex of control group

( immunohistochemistry,200 x )
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Fig.7 Expression of APP in the cerebral cortex of model group
( immunohistochemistry,200 x ) ( SP was indicated by arrow )
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Fig.8 Expression of Ap40 in the Dentat egyrus of model group

( immunohistochemistry,200 x )
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Fig.9 Expression of Ap40 in the dentate gyrus of model group

( immunohistochemistry,200 x ) ( SP was indicated by arrow )
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Fig.10 Expression of AB42 in the hippocampus of model group
( immunohistochemistry, 200 x )
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Fig.11 Expression of AB42 in the hippocampus of model group
( immunohistochemistry,200 x ) ( SP was indicated by arrow )
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