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Tab 1 Changes in TNF« content of lung tissue and plasma( n= 6,xt s)
- Lung tissue(Ws/ng mg ') Plasma(CB/ng ml ')
e oc IR NT oc IR NT
Post-isch emia 6. 40t 1 01 7.79F 1. 02 6. 60t 1.21 1. 23+ 0. 17 1. 58+ 0. 13 1.53+ 0. 12
Post-reperfusion 1h 6.75- 0. 84 9. 0H 0. 87 7.88t 0.78 1. 47 0. 19 1. 70 0. 16 1.58+ 0.13
2h 6.93+ 0. 93 9. 7H 0. 85* 8. 00 0. 68 1. 62+ 0. 13 L. 93= 0. 15 1.72+ 0. 12"
4h 7.0H L 25 9. 94+ 1. 19* 8. 34t 1.034 1. 7H 0. 16 L 9H 0. 16 1.82+ 0. 15

* . P <0.05% : P <0.0lvs0CGA: P <0.05vs IR
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Tab 2 Changes in IL-6 content of lung tissue and plasma ( n = 6,xt s)
Lung tissue(Wg/ng mg ') Plasma(OB /ng mb 1)
Time
0C IR NT 0C IR NT
Post-isch emia 2.16= 0. 32 2.2H-0. 40 2. 18+ 0.30 0. 42 0. 06 0. 44 0. 04 0. 44+ 0. 06
Post-reperfusion 1h 2.20 0. 36 2. 22+ 0. 31 2.22+0.33 0. 43= 0. 06 0. 45= 0. 04 0. 44+ 0. 05
2h 2.23t 0. 33 2. 42+ 0. 30 2.2 0.34 0. 43t 0. 04 0. 45+ 0. 07 0. 44t 0.06
4h 2.23+ 0. 37 3. 19 0. 29¢ 2. 68+ 0.36 0. 44 0. 06 0. 45= 0. 05 0. 45 0. 04
¥ P <00lvsOC
23 L8 EE ik 0C .NT 118 41 0C (P
3, IR IL-8 4h > 0. 05)
3 1L-8 (n= 6,xts)
Tab 3 Changes in I1-8 content of lung tissue and plasma(n = 6,x s)
Lung tissue(Wg/ng mg 1) Plasma (OB /ng ml-1)
Time
0C IR NT 0C IR NT
Post-isch emia 2.49 0. 38 252+ 0. 32 2.4 0.36 0. 29+ 0. 06 0. 29+ 0. 06 0.28= 0.04
Post-reperfusion 1h 2.49t 0. 33 2. 55+ 0. 38 2.49t+ 0.46 0. 29+ 0. 06 0. 29+ 0. 06 0.29t 0.05
2h 2.506F 040 2. 56 0. 34 2.52+ 0.39 0. 29t 0. 07 0. 29t 0. 06 0.29t 0. 04
4h 2.5H 0. 35 3. 20t 0. 34 2.72+ 0.41 0. 29+ 0. 06 0. 29+ 0. 08 0.29+ 0. 04
*: P <0.05vs OC
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Tab 4 Changes in static lung compliance ( n= 6,5 s)
Groups Coo(ml kpa " kg 1) Cogo(ml kpa " kg 1) EI

0C post-ischemia 11. 08 0.98 33, 80t 0. 86 0. 48t 0. 02
post-reperfusion 1 h 11. 06& 1.02 33.2H 0. 90 0.47 0.03
2h 11. 03t 1.03 33, 28+ 0. 90 0. 48+ 0. 02

4h 11 02= 112 34, 25+ 0. 87 0. 48t 0. 01

IR post-schemia 10. 13k 1.18 31 27 1. 43* 0. 46= 0. 06
post-reperfnsion 1 h 9. 73t 0.65" 29, 9t 1. 21" 0. 46t 0. 04
2 h 8. 44+ 0.73" 27. 0 1. 127 0.4H 0.03"
4 8. 06E 0. 84" 26, 47+ 1. 417 0.39+ 0.04™

NT post-ischemia 10, 7H 0.78 32 16+ 1. 09 0. 47 0. 04
post-reperfusion 1 h 10. 1H 0.75 31 06t 1. 48 0. 46t 0. 04
2h 9. 29+ 0. 83 29. 2H 0. 608 0. 45 0. 03
4 h 8. 99t 0. 74 27. 84+ 1. 107 0. 44t 0. 03"

¥ p <0.05,%*

5 TNF-o. II-6 IL-8
Tab 5 Correlations of TNF« , IL-6, IL-8 in lung tissue and TNF« in plasma with total calcicm, D/W, Cst of lung tissue

TNF«

: P <0.0lys0Cl: p <0.05.00: p <0.01ys [R

. D/W Cst

D/W C2 94 EI Total cal cium Plasma TNF-«a
Lung TN F« - 0.89 - 0 92" - 0.85 + 0 8% + 0.88%8
Plasma TNF« - 0.40 - 08I - 0.02 + 0.59
Lung IL-6 -0.63 - 0 8r - 0.86 + 0 85 + 0.45
Lung IL-8 -0.35 - 0 8r -0.71 + 0. 89 + 0.30
*: P <0.05 **: P <0.01
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Therapeutic effects of nitrendipine on early pulmonary ischemia/reperfu-

sion injury in rats

Xiang Mingzhang, Jiang Yaoguang, Wang Ruwen, Fan Shizhi ( Department of Thoracic Surgery, Xingiao Hospital,

Third Military Medical University, Chongqging, 400037)

Abstract Objective: To determine the therapeutic effects of nitrendipine on early pulmonary ischemia/

reperfusion injury and to explore its possible mechanism. Methods: Seventy—two rats were randomized into

the opetation control group (OC), pulmonary ischemia /reperfusion injury group (IR) and nitrendipine—treat—

ed group (NT). The animals in IR were inflicted on pulmonary ischemia /reperfusioninjury through occlusion

of left lung hilus for 45 min while those in NT were inflicted on the sam e injury and treated with nitrendipine

The dynamic changes of tumor necrosis factore (TNF# ), interleukin =6 (IL-6) and interleukin—8 (IL-8) in

both the pulmonary tissue and plasma were observed. The total calcium level of the pulmonary tissue, dry—

wet weight ratios of the lung tissue (D /W) and static lung compliance ( Cst) were also measured during pul-

monary ischemia /reperfusion. Results: As compared with OC, thelevels of TNF, IL-6, IL-8 and total cal—

cium in the pulmonary tissue in IR were significantly increased (P < 0.05 and 0. 01). These four parameters

and D/W and Cst were correlated to one another. In NT, the four parameters were markedly decreased (P <

0. 05 and 0. 01). Conclusion Nitrendipine can reduce Ca* influx of the cells by blocking dihydropyridine-

sensitive caldium channel to inhibit the release of inflammatory cytokines. Therefore, it can alleviate the pul-

monary ischemia /reperfusion injury.
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