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The mechanism of sodium selenite and hyperbaric oxygen on the therapeutic effect of traumatic brain injury rats model

Deng Chongdi' ,Ma Yi',Li Jianguo',Ling Li',Liu Yang',Lv Zhongrong®
(1. Department o f Emergency ;2. Operation Room ,Af filiated Hospital of Zunyi
Medical College , Zunyi,Guizhou 563003 ,China)

Abstract: Objective To study the mechanisms of sodium selenite in combination with hyperbaric oxygen treatment of traumatic
brain injury in rats. Methods 30 male SD rats were randomly divided into normal control group, model group(brain injury group) ,
sodium selenite combined with hyperbaric oxygen treatment group. Then the establishment of rat model of closed head injury,injury
severity score in NSS will be unified as a moderate degree of traumatic brain injury. Hyperbaric oxygen group rats received hyper-
baric oxygen therapy in 0.5,24. 0,48. 0 hours after injury. All the rats were sacrificed after 72 hours, then detected the content of
MDA,SOD and GSH in tissue homogenate; extracted of total RNA, real-time PCR analysised the expression of the bcl-2 and
caspase-3 mRNA expression;immunohistochemical methods to detect the Caspase-3 expression and distribution in cortex and hippo-
campus. Results (1) Compared to the normal control group,content of MDA in model group increased significantly (P<C0. 05),
SOD and GSH contents were significantly decreased(P<C0. 05) ,compared to the model group, MDA contents were significantly de-
creased,SOD and GSH contents were significantly elevated in the combined group(P<C0. 05). (2) compared to the normal group,
model group, bcl-2 mRNA expression were significantly decreased and caspase-3 mRNA expression were significantly increased
(P<<0. 05), compared to the model group, the rats in combined group were improved in bcl-2 mRNA expression, reduction of
caspase-3 mRNA expression. Immunohistochemical results also showed that in the cortex and hippocampus, the positive expression
of caspase-3 were significantly reduced(P<C0. 05),in combined group rats. Conclusion Sodium selenite combined with hyperbaric
oxygen treat of TBI in rats are through the generation of oxygen free radical scavengers of free radicals,increase production and ap-

optosis inhibitory factor bcl-2 expression and inhibition of apoptosis protein caspase-3 expression pathways.
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