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Effects of hyperbaric oxygen on expression of inducible nitric oxide synthase mRNA in hippocampus of rats
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[ Abstract ]

tric oxide synthase(iNOS) mRNA in hippocampus of rats after cerebral ischemia-reperfusion.

after cerebral ischemia-reperfusion

Objective  To investigate the effects of hyperbaric oxygen( HBO) on expression of inducible ni-
Methods The rats
were randomly divided into a cerebral ischemia-reperfusion group ( CIR group), a hyperbaric oxygen group ( HBO
group) and a sham-operation group (SO group). The cerebral ischemia-reperfusion models were established. The ex-
pression of iNOS mRNA in the hippocampus of rats was measured at 6h, 24h, 48h and 96h, respectively, after
reperfusion by using fluorescent quantitative reverse transcription PCR (RT-PCR). Results The expression of iN-
OS mRNA in hippocampus in CIR and HBO groups were significantly higher than those in the SO group at 6h, 24h,
48h, 96h (P <0.01) after reperfusion. The expression of iNOS mRNA in hippocampus of rats in the HBO group
were significantly lower than those in the CIR group at 24h, 48h, 96h after reperfusion (P <0.05,P <0.01, P <O0.
01, respectively). Conclusion HBO treatment can effectively relieve the cerebral ischemia-reperfusion injury
through inhibiting the expression of iNOS mRNA in hippocampus of rats after cerebral ischemia-reperfusion and de-
crease the production of NO.
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