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Effect of dezocine post conditioning on acute lung injury
induced by intestinal ischemia-reperfusion in rats
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(Department of Anesthesiology, China Meitan General Hospital, Beijing 100028, China)

[ Abstract] Objective To explore dezocine post conditioning on acute lung injury induced by intestinal ischemia
and reperfusion induced in rats. Methods  According to the random number seed, the healthy male SD rats were
randomly divided into 4 groups : Rats in Control group ( CON group) were subjected to separate the superior mesenteric
artery without being obstructed. Rats in intestinal ischemia-reperfusion group (II/R group) were set intestinal ischemia-
reperfusion model and administered saline 0. 6 mL intravenously after occlusion. In dezocine post conditioning group (Dez
group ) rats were administered dezocine 0. 6 mL 3 mg intravenously after occlusion. In 5-hydroxydecanoate sodium group (5-
HD group) rats were administered 5-hydroxydecanoate sodium (10 mg/kg) by peritoneal injection 30min before occlusion
then operated as group Dez. The animals were killed at 1 h of reperfusion with the intestinal tissue removed to calculate the

index of quantitative assessment of intestinal mucous membrane injury. Tissues of left lung were obtained for observation of
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histopathology with light microscope and the index of quantitative assessment of histologic lung injury was calculated. The
concentrations of malondialdehyde ( MDA) , superoxide dismutase (SOD) activation and myeloperoxidase level in each
group were detected via tissues of left lung. The concentrations of TNF-a and IL-6 were also examined. Results Acute
lung injury induced by intestinal ischemia and reperfusion induced in rats was improved by dezocine post conditioning. Chiu
score, lung injure score, malondialdehyde (MDA) content, myeloperoxidase( MPO) level and the concentrations of TNF-a
and IL-6 were descended while superoxide dismutase (SOD) activation was rised. The protective effects of dezocine post

conditioning were attenuated by injecting 5-hydroxydecanoate sodium via peritoneal cavity which was a selective
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mitochondrial ATP-sensitive potassium channel antagonist. Conclusions Dezocine post-conditioning protects against lung

injury induced by intestinal ischemia-reperfusion in rats.

mitochondrial ATP-sensitive potassium channel.
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Tab.1 Chiu score and lung injure score of four groups

205 CON 4 II/R 4 Dez 2 5-HD 4
group CON group II/R group Dez group 5-HD group
%', =1 c: /—i"/ 4
BB (5) 0 8.16 +1.31° 2.93 +1.06" 5.81+1.07"
Chiu score
": /‘-‘V/ YA
MR (53) 1.2+0.3 17.2 0. 4* 10.4 +0.3" 12.5 0. 4%

Lung injure score

.5 CON 4H#,°P < 0.05; 5 T/R A HIK,"P < 0.05;5 Dez 41103 ,°P <0.05,
Note. *P < 0.05, compared with the group CON; *P < 0.05, compared with the group I/R; P < 0.05, compared with the group Dez.

R2 ULIRFEMZZ MDA F ik SOD I P \MPO 1% 4 1L TNF-o FI TL-6 ¥ £ ) He
Tab.2 Malondialdehyde (MDA) content, myeloperoxidase( MPO) level and the concentrations of TNF-a and IL-6 of four groups

ikl MDA SOD MPO TNF-a IL6
group (pmol/g) (10°pn/g) (10°p/g) (ng/L) (ng/L)
CON 4 5217 +4.81 145.92 +0. 04 4.33 +0.05 0.87 +0.02 19.40 £5. 16
CON group T
II/R 41 ) . . .
73.65 +3.21° 75.13 0. 38" 11.09 +0. 27* 2.13 £0. 19° 63.23 +4.31°
II/R group
Dez 41 al I al al al
61.33 +1.54* 99.80 +0. 16™ 6.97 £0.39* 1.15 £0. 06*" 25.6 +3.81*
Dez group
5-HD 41 abe be be be abe
70.26 + 1. 80*" 62.43 £0. 90" 9.01 £0. 75" 1.94 +£0.22%° 32.4 £4.79%°
5-HD group

. 5 CONHILEL,"P < 0.05; 5 IR HILE,"P < 0.05;5 Dez HHLEL, P < 0.05,
Note. *P < 0.05, compared with the group CON; "P < 0.05, compared with the group II/R; °P < 0.05, compared with the group Dez.
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::A y CON4l; B II/R 4l; C 4 Dez 41, HE; D 2y 5-HD 41
(A: x40,bar =20 pm;B .C.D; x20,bar =40 pm)
Bl 1 &2 K R R R 205 PR AE I 0
Note. (A) CON group; (B) II/R group; (C) Dez group; (D) 5-HD group.

Fig.1 Pathological changes of the intestinal tissue in four groups

WA CON4; Bl I/R4; CH Dez 45 D 2l 5-HD 4,
B2 KRN ZRE AR B ( x 20, bar =40 pm)
Note. (A)CON group; (B)II/R group; (C)Dez group; (D)5-HD group.

Fig.2 Pathological changes of the lung tissue in four groups
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