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Tab 1 Changes of the thickness of pulmonary alveolar wall.volume density (VD) of RBC in pulmonary cavitiy

and number of PMN in pulmonary vessels of rats after injury(¥=£s)

Time after injury( ¢ /h)

Normal

2 1 12 24 48
Thickness (pm) 3. 754 10. 50 33.00£5.70" 32.001+13.04" 36.0048. 94" 38.00%16.81" 36.68+8.17"
vD 0 0.194%0. 070 0.20410. 049 0. 20040. 022 0.190%0.039 0.12540.051
PMN 7+4. 47 42.00£6.71" 45.00415.00" 27.00£6.71" 45.00+£10. 61" 40.00£7.75"

* ; P <C0. 05 vs normal
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Tab 2 Changes of the contents of ET.NO and ET/NO ratio in lung tissues of rats after injury(¥=ts)

Time alter injury (¢ /h)

Normal

2 12 24 48
ET 250.00£70.71 1025, 514+ 142.36% 1335.34+173.21" 1207.26+121.65* 1089.68-4-441.59* 908.064-141.420"
NO 517744052 75.919+38. 20 70.17845. 21 10.968+1. 25" 11.508+2. 76" 19.516+£2.03"
ET/NO 4. 5740. 96 13.87x£2. 15 18.554+1. 97" 104.23410.52" 96.89+9.04" 49.50£8. 146"

* . P <70, 05 vs normal
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Tab 3 The effects of ETR antagonist,NOS inhibitor
on the pathological changes of lung in rats

after injury(¥=4s)

Normal L-NAME BQ-123
Hemorrhage 0 Hh +
Edema 0 1t +
VD of RBC 0 0.17+40. 06 0. 1140. 05
PMN 7147 50.83+19.60* 37.50410.61"

Thickness(pm) 3.7540.05 38.67%13.85* 12.5043.544

% P <C0. 05 vs normal; A : PP <{0. 05 vs L-NAME
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Study of the changes and significances of endothelin and NO after com-

bined burn-blast injury in rats

Qu Jifu. Zheng Huaien, Lin Yuan, Gu Dequan, Yan Guohe (Department of Radiation Medicine, Third Military Medical

University, Chongging, 400038)

Abstract

Objective: To study the effects of endothelin (ET) and nitric oxide (NO) after combined

burn-blast injury. Methods: We investigated the contents of ET and NO in pulmonary tissues after combined

burn-blast injury in rats, and administered endothelin receptor (ETR) antagonist and nitric oxide synthase

(NOS) inhibitor to observe the pathological changes in pulmonary tissues. Results: The contents of ET.NO

and ET/NO ratio in pulmonary tissues changed significantly after injury, ET/NO ratio was significantly posi-

tively correlated with the pulmonary pathological changes. ETR antagonist improved the pathological changes

and NOS inhibitor aggravated the pathological changes after combined injury. Conclusion: ET/NO ratio in-

creased significantly after injury, the balance between ET nad NO was broken down, which played an impor-

tant role in the development of injury.
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