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Changes of NO, TNF-a and IL-8 in plasma and lungs in explosive wound of thorax be-
fore and after the administration of L-NAME

LI Bing-cang LIU Zhen, WU Guo-pingg WANG Li-li, ZHANG Liang-chao, CHEN Zhtqiang, CEHN Jing (Research Institute of Surgery, Daping Hospi-
tal Third Military Medical University, Chongging 400042, China)

Abstract: Objective  To study the changes of cytokines and the effects of I-NAME on it in explosive wound of thorax. Methods  Thorax of
rabbits were traumatized with steel sphere and detonator synchronously, level of NO, TNF-a and I1-8 in plasma, brwonchoalveolar lavage fluid and
lung tissue were detemmined. Pathological changes of lung were observed under light and electron micwscope. Water content and pulmonary mi-
crovascular permeability index were detected too. Nunitro-Irarginine methyl ester(I-NAME) was given intravenously before wounding in experimen-
tal group. Results  Level of NO in plasma was dramatically increased at 1 h, and reached its peak at 3 h afier wounding. TNF-a and I1-8 were al-
so increased with increasing of NO, TNF-a incresed earlier than that of II-8. Bleeding, edema, inflammatory cells infiltration, degeneration of en-
dothelial cell and epithelial cell and increased pemeability of endothelial cell were observed in the lung. After - NAME treatment decreased level of
three kinds of cytokines and alleviated patholagical changes of lung were seen in I: NAME treated grsup. Conclusion  NO plays a major role in the
pathophysiologyical changes of thoracic explosive wound, I-NAME administration is helpful for early therapy of thoracic explosive wound.
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