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Effect of hyperbaric oxygen on hypoxia inducible factor—lalpha mRNA in hippocampus and oxygen free
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[Abstract] Objective To investigate the mechanism of hyperbaric oxygen (HBO) on brain injury caused by
acute organophosphate poisoning. Methods Sixty healthy male SD rats were randomly divided into four groups: con-
trol group (n=6), poisoning group (n=18), routine group (n=18) and hyperbaric oxygen group (n=18). All rats were sac-
rificed 1 h, 3 h, 7 h after model establishment (six rats at each time point), and the blood samples were taken from in-
ferior caval vein, followed by the measurement of malondialdehyde (MDA) content and superoxide dismutase
(SOD) activity. The quantitative real time PCR was used to detect the expression of HIF-1oe mRNA in the hippocam-
pus. Results After the treatment of hyperbaric oxygen, the expression of HIF-1a mRNA and serum MDA content
were significantly lower than that of both in the poisoning group (P<0.05). Meanwhile, the serum SOD activity was
significantly higher (P<0.05). Conclusion The mechanism of hyperbaric oxygen intervention against AOPP-induced
brain injury may be the antioxidation and the inhibition of HIF-1a expression. The best efficacy will be achieved by
the intervention immediately after the brain injury.
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