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1 24 p, , (HEX 200)
Fig 1 Thickness of alveolar septum increased and infiltration of inflammatory cells in periphery
of blood capillary and alveolar septum 24 h after operation ( HEC 200)
2 48 h. . , (HEC 200)
Fig 2 Thickness of alveolar septum increase dremarkably with bleed of alveolar saeptum and effusion
of alveolar cavity 48 h after operation ( HE< 200)
3 48 h, . ( HEX 200)
Fig 3 Remarkable bleeding. infiltration of inflammatory cells in alveolar cavity, and consolidation

of lung 48 h after operation ( HEX 200)

1 NO: NG (Cs/nmol° mg™' )
Tab 1 Contents of NO3 /NO3 (Cy mmol* mg ' pro) in lung tissue

After operation (t /h)

Group n Before operation on e o 13

NG 10 0.26= 0. 11

ACG 10 0. 34 0. 09 0.59F 0. 1644 1. 38t 0. 4344 2. 18t 0.59 44
0G 10 0. 29t 0. 06 0.38F 0. 14 0. 43 0. 12 0. 4H 0.15

There were 9 rats at 24 h and 48 h after operationin ACG.* : P <0.01vs 0 GAAN: P <0.01vs NG

2 ¢GMP (Cs /pmol® mg ' )
Tab 2 Contents of cGM P (Cg /pmol° mg ' protein) in lung tissue

After operation (¢ /h)

Group n Before operation

6h 12h 24 48

NG 10 0. 15 0. 09

ACG 10 0.39k 0. 14 0.56E 0. 1844 0. 84t 0. 3r 4L . 27 04148
0G 10 0. 19= 0. 08 0,25 0. 14 0. 4 0. 16 0. 39F 0. 17

There were 9 rats at 24 h and 48 h after operation in ACG.* : P <0.0lvs 0G;2\: P <0.0lvs NG

3 (%)
Tab 3 Water of contents(% ) in lung tissue

After operation (¢ /h)

Group n Before operation
6h 12 h 24 h 48
NG 10 77. 18 0. 89
ACG 10 78 8H- 1. 54 7. 05 1. 694 80. 64+ 1. 0344 82 12+ 1. 75+ 48
0G 10 77. 59t 1. 41 78. 02+ 1.25 79.32E 0. 95 78. 98t 1. 12

There were 9 rats at 24 h and 48 h after, operation in ACG.* : P <0.01yps OG;A: P <0.05, AN P <0.0lysNG
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Role of nitric oxide in lung injury during biliary infection in rats
Zhu Xiguang, Han Benli, Yang Zili, Song Fen ( Research Institute of Feld Surgery, Daping Hospital, Third Military Med-

ical University, Chongqing, 630042)

Abstract Objective: To evaluate the role of nitric oxide (NO) in lung injury during biliary infection in

rats. Methods: After the ACST model was established in rats, the changes of contents of NO; /NO3, cGMP

and water in the lung tissue were measured- Results:

The contents of NO3 /NO3 and water were gradually

increased with time prolongation ( P < 0. 05) and the change of the former was positively correlated to that of

c¢GM P. Conclusion: The increase of NO content in the lung tissue might be one of the causes for lung injury

during acute biliary infection in rats.

Key words nitric oxide; acute biliary infection; lung injury; rat



