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Expression of Ku70 and Bax in hippocampus CA1 following cerebral ischemia/ reperfusion injury in diabetic rats

ZHAO Ya-ning, WANG Zhu, LI Jian-min* , CHANG Xue-you, JING Li-wei, CHEN Chang-xiang, LI Shu-xing
Institute of Neurosurgery, Rehabilitation College, Hebei United University, Tangshan 063000, Hebei, China

[Abstract] Objective To compare the expression of Ku70 and Bax in hippocampus CA1l between normal rats and diabetic
rats following cerebral ischemia/reperfusion, so as to explore the roles of Ku70 and Bax in aggravating cerebral ischemia/
reperfusion injury in diabetes. Methods Totally 72 male SD rats were divided into 3 groups randomly: sham operated (SO)
group, normoglycemia global cerebral ischemia/reperfusion (NCI) group, and diabetic global cerebral ischemia/reperfusion
(DCD group. The rats in DCI group were treated by streptozocin (STZ) and improved Pulsinelli’s four-vessel occlusion method
to establish diabetic global cerebral ischemia/reperfusion model. And animals in NCI group were not given STZ, and other
treatments were similar to those in the DCI group. Animals in the SO group only had blood vessels exposed. Changes of neuron
pathology in hippocampus CA1l were observed by H-E staining under light microscopy at 1, 6, 24, and 48 h after ischemia/
reperfusion; expression of Ku70 was detected by immunohistochemistry and Western blotting analysis, and expression of Bax
was detected by immunohistochemistry. Results The neuron structure in hippocampus CA1l of rats was damaged in NCI group,
and the density of survival neurons was significantly lower than that in the SO group at all studied time points(P<C0. 05); the
neuron structure damage in DCI group was more severe, and the density of survival neurons was significantly lower than that of
the NCI group at all studied time points(P<C0. 05). The expression of Ku70 at 1 and 6 h in NCI group was significantly higher
than that in the SO group (P<C0.05), and that at 24 and 48 h was significantly lower than that in the SO group(P<C0. 05);
Ku70 expression in DCI group was significantly lower than that in the NCI group at all studied time points (P<C0. 05). Bax
expression in NCI group was significantly higher than that in the SO group at all studied time points(P<C0. 05), and that in DCI

group was significantly higher than that in the NCI group at all studied time points (P <C0. 05). Conclusion Diabetes can

[KFBEH] 2012-10-20 [(#EZHH] 2013-04-01

[EE€mB] Wdta AR 234 (H2012401007) 1 db 48 TAEJT 1 27 2R 81 (ZD2010106). Supported by Natural Science Foundation of Hebei
Province (H2012401007) and Key Project of Department of Health of Hebei Province (ZD2010106).

[EE®BN] BT 4, B 4%. E-mail: zyning789@126. com

* 38 {5 /E # (Corresponding author). Tel: 0315-3725385, E-mail: tslijianmin(@ sina. com



557 W BRE T A Ku70 FI Bax 706 PR R 4 I B I P9 TR R BRI T CAL X2k K X + 715 -

aggravate global cerebral ischemia/reperfusion injury, which may be related to aggravated Ku70 expression decrease and Bax

expression increase.
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Survival of neurons in hippocampus CAl of rats in each group by H-E staining

SO: Sham operation; NCI: Normoglycemia global cerebral ischemia/reperfusion; DCI: Diabetes global cerebral ischemia/reper-

fusion. Original magnification: X 200. " P<C0.05 vs SO group; ©P<C0.05 vs NCI group. n=3, z=*ts
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Fig 2 Ku70 and Bax expression in hippocampus CA1 of rats in each group by immunohistochemistry method

SO: Sham operation; NCI: Normoglycemia global cerebral ischemia/reperfusion; DCI: Diabetes global cerebral ischemia/reper-

fusion. Original magnification: X 200. * P<C0.05 vs SO group; © P<Z0. 05 vs NCI group. n=3, z+ts
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Fig 3 Expression of Ku70 protein in hippocampus CA1 of rats in each group by Western blotting analysis

SO: Sham operation; NCI: Normoglycemia global ischemia/reperfusion; DCI: Diabetes global cerebral ischemia/reperfusion.

" P<<0.05 vs SO group; ©P<C0.05 vs NCI group. n=3, z=+ts
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