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Tab 1 Changes of NO and total NOS activity in rat
intestine following burn injury(xt s)
NO Total NOS [Cp(NO)
Groww " (wapggn fomal wiar g~ ']
Control 10 30.90F 3.48 3. 63 0. 43
PB1h 8 25.16= 3.96 3. 0t 0. 61
PB3 h 8 38.55F 3.72 5. 05k 0. 77
PB6 h 8 45,36k 6.45* 5. 48t 1. 02
PBI2 h 8 48. 86+ 7.27* 7.27F 1L 14°
PB24 h 8 40. 48+ 3. 67 5 7t 0. 72¢
PB48 h 8 39. 33+ 4.80 6. 2t 0. 98"
PB72 h 8 38.65= 4.37 6. 78t 0. 92¢

*: P <0.05% : P <0.0lvscontrol group
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] + IL-1 IL-6 TNF ,1—
PB72h 8 2.95k 0.39 3. 85k 0. 69 NOS _iNOS
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Changes of nitric oxide synthase and nitric oxide in the small intestine

postburn in rats

Peng Xi, Feng Jinbin, Wang Shiliang, You Zhongyi, li Ao (Research Institute of Burns, Southwest Hospital, Third

Military Medical University, Chongging, 630038)

Abstract Objective: To explore the regularity of the changes of nitric oxide synthase (NOS) and nitric

oxide (NO) in the small intestine postburn. Methods:

The Wistar rats with 3% TBSA full thickness skin

burns were employed to determine the activity of inducible NO S (iNOS) and constitute NOS (¢NOS) and the

amount of NO in the small intestine. Results: The iNOS activity and the amount of NO were significantly in—

creased postburn and there was a positive correlation between them (7= 0 95, P <0. 01). However, the

c¢NOS activity was remarkably decreased and it was not positively correlated with amount of NO ( r =

- 0.61, P> 0.05). Conclusion: The changes of NO in the smallintestine are mainly affected by iNOSactivi-

ty and the changes of the activity of iINOS and ¢cNOS arerelated to some pathological changes in the small in—

testine postburn.
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