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[ Abstract]
traumatic brain injury in rats. Methods

Objective To investigate the effect and mechanism of high concentration hydrogen on
Thirty male Sprague Dawley (SD) rats, weighing 220-240 ¢,
were randomly divided into sham operation group ( group S), traumatic brain injury group (group T) and
high concentration hydrogen gas treatment group (group H) , 10 rats in each group. Rats in group S were ex-
posed dura mater but not impacted. Rats in group T and group H were induced by fluid percussion to estab-
lish traumatic brain injury model. Rats in group H inhaled high concentration hydrogen (42% H,-21% O,-
37% N, ) for 1 h per day continuously for 7 d from the first day of the operation. The pathological changes of
brain tissue were observed within 48 h. The expressions of oxidative stress-related proteins MPO and HO-1
were detected by immunohistochemistry. Neuron status was determined by observing Nissl bodies by Nissl
staining within 7 d. The expressions of apoptosis-related proteins bcl-2, bax and caspase-3 were detected by
Western blot. Results
0.05) , the number of abnormal nerve cells was decreased (P < 0.05) , and the expressions of the proapop-

Compared with group T, the neuronal damage in group H was alleviated (P <

totic proteins bax, caspase-3 and oxidative stress related proteins MPO and HO-1 were significantly de-
creased (P < 0.05). Compared with group T, the expression of protein bel-2 was significantly increased in
group H (P < 0.05). Conclusion High concentration of hydrogen gas can alleviate traumatic brain injury
in rats, and the mechanism may be related to the anti-apoptosis and anti-oxidative stress effects of hydrogen.
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