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Effect of nitric oxide synthase activity in brain injury rats treated with oxygen therapy through acupunctures
YANG Hua-feng', YANG Xi-min®, WANG Xiao-feng®, LI Shuan-de*, LI Xiao-lin*. 1. Ningho Women and
Children's Hospital, Ningbo 315012, Zhejiang, Chinas 2. the Third Hospital of PLA, Baoji 721004,
Shanais Chinay 3. Affiliated Hospital of Shanzi College of Traditional Chinese Medicine. Xianyang 712083,
Shanzis China

[Abstract] Objective: To study the mechanism of the oxygen therapy through acupunctures on rats with
brain injury. Methods: Fifty SD rats were randomly divided into five groups: normal, sham injury,
electro-acupuncture (at Baihui (B <€), Zusanli (J8 = B), Yanglingquan (PHEE ), Sanyinjiao (Z 3],
routine treatment [Xiantai mixture (fil] & & ) 4.17 ml/kg) and oxygen therapy through acupunctures
(0.1 liter per minute) groups. Brain injury model was established in the latter three groups. Besides the
routine treatment in all the groups, the corresponding therapies were given to the treatment groups
respectively. The rats were killed 7 days after the respective treatment, the two hemispheres of the brain were
taken out. Changes of nitric oxide synthase (NOS) activity and pathologic changes of brain tissues were
observed. Results; Comparing with the sham injury group, all treatment groups had a more obvious decrease
of NOS activity, the differences being significant (P<Z0. 05 or P<Z0. 01), and the last group which was offered
oxygen therapy through acupunctures had even obviously lower level of NOS activity than those of the other
two treatment groups: the electro-acupuncture and routine treatment groups (P<C0. 05 and P<C0. 01). Before
treatment, the two hemispheres in the groups with injuries were not symmetric, pathologic changes showed
that the injured side was obviously swollen, at the center of the lesion, there were blood and necrosis of nerve
cells, and at the periphery of the lesion, the nerve tissues were edematous, nerve cells swollen, capillary
vessels dilated with extra-vascular bleeding. After treatment, normal brain manifestations were seen in each
group. Conclusion: Oxygen therapy through acupunctures is effective for the treatment of the sequelae of
brain injuries, it may improve the blood and oxygen supply to correct the ischemia and hypoxia in the brain
tissues and protect the nerve cells. .
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