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Effects of hyperbaric oxygen on the expression of NF-kB and ICAM-1 after focal cerebral ischemia-reperfu-
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[ Abstract )

ICAM-1 after cerebral ischemia-reperfusion in rats.

sion in rats

To observe the effects of hyperbaric oxygen (HBO) on the expression of NF-kB and
Methods

(MCAOR) model was established by using Zea-Longa’s method in rats. Seventy-two rats were recruited in this study

Objective

The middle cerebral artery occlusion-reperfusion

and randomly divided into 3 groups: a cerebral ischemia-reperfusion group ( CIR group) ,a CIR + HBO group( HBO
group) ,and a sham-operation group ( SO group ). The infarct volume of each group was measured by TTC staining
technique, and the expression of NF-kB and ICAM-1 was measured at 24 h, 48 h, 72 h and 120 h, respectively, af-
Results
smaller than that in CIR group (P <0.05). Compared with that in the SO group, the expression of NF-kB and
ICAM-1 in CIR group was significantly higher (P <0.01) and the expression of NF-kB and ICAM-1 in HBO group
Conclusion The expression of NF-kB and ICAM-1
remarkably increases after reperfusion, and HBO could inhibit markedly the expression of NF-kB and ICAM-1. HBO

ter reperfusion by using immunohistochemistry staining. The infarct volume in HBO group was significantly

was significantly lower than that in the CIR group(P <0.05).

treatment can effectively relieve the CIR injury. This mechanism might be relative with inhibiting the activation of
NF-kB and decreasing the expression of ICAM-1.
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