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Expression and significance of Caspase-9 and Caspase-3 in CA1l area of hippocampus of vascular dementia
rats YUAN Min, LIU Bin, ZHENG Xiu- Qi. First Department of Neurology, the Affiliated Hospital of Hebei United
University , Tangshan 063000, China

[ Abstract ]

of hippocampus of vascular dementia rats. Methods

Objective To observe the expression and significance of Caspase-9 and Caspase-3 in CAl area
One hundred mice were randomly divided into sham operation
group and vascular dementia model group. The groups were divided randomly into 1, 2, 4, 8 and 12 w groups (n =
10). Vascular dementia rat models were established by blocking four vessels. Learning and memory abilities were de-
tected by Morris water maze. Apoptotic cells were detected by TUNEL. The expression of Caspase-9 and Caspase-3
were detected by immunohistochemistry. Results (1) Compared to sham operation group, apoptotic cells were in-

creased in CA1 aren of hippocampus , there were statistical significance at every time point of the model group( P <
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0.05). (2) Compared to sham operation group,the positive expression of Caspase-9 and Caspase-3 rose at 1 w, peak-

ed at 2 w,at 4 w began to decline, to 12 w was higher still in vascular dementia model group, there were statistical

significance( P < 0.05). Conclusion Caspase-9 and Caspase-3 participated to regulate apoptosis together in hipp-

ocampal CAl area of vascular dementia rats.

[Key words] Vascular dementia; Rat; Apoptosis;
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