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[ Abstract] Objective: To investigate the protective effect of opening of mitochondrial ATP sensitive
potassium channel on lung ischemia-reperfusion injury in rats. Methods; Pulmonary ischemia-reperfu-
sion injury rat model was established by left hilar ligation and reperfusion. Preconditioning was conduc-
ted by using the mitochondrial ATP sensitive potassium channel opener ( diazoxide, DE). Forty rats
were randomly divided into four groups (n =10, respectively), i. e. sham-operation group, I/R
group, DE + I/R group and 5-HD + DE + I/R group. The ratio of wet/dry weight of lung tissue and
morphological change were observed. Cytochrome C expression and apoptosis index in lung tissue were
assessed by immunohistochemical staining and TUNEL methods, respectively. Results: Compared with
sham-operation group, the wet/dry weight ratio of lung tissue in I/R group was significantly increased
(P <0.05), the pathological changes such as hemorrhage and edema in lung tissue, the expression of
cytochrome C increased significantly (P <0.01) and the lung cell apoptosis index increased significant-

ly. Compared with I/R group, the wet/dry weight ratio of lung tissue in DE + I/R group was signifi-
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cantly decreased (P <0.05), the pathological changes in lung tissue were obviously alleviated, the ex-

pression of cytochrome C decreased significantly (P <0.01) and the lung cell apoptosis index de-

creased significantly (P <0.01). There was no difference in above-mentioned indexes between 1/R

group and 5-HD + I/R group (P >0.05). Conclusion: The opening of mitochondrial ATP sensitive

potassium channel can effectively alleviate pulmonary edema, inhibit apoptosis and play a protective

role in the injury of lung ischemia-reperfusion in vivo.

[ Key words ] lung; ischemia; reperfusion injury; mitochondrial ATP sensitive potassium channel ; ap-

optosis; rats,Sprague-Dawley
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Tab.2 Comparison of cytochrome C positive cell rates

and apoptosis indexes in rat lungs of different groups
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Expression of cytochrome C in rat lung tissues of different groups ( SABC, x400)
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Fig.2 Lung tissue sections of different groups showing different amount of apoptosis cells( TUNEL, x400)
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