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M echanisn of lung injury after cardiopulmonary resuscitation in rats

L 1 RuiDong', YANG Xing-Yi'", GU Gui-Guo’(1 Department of Emergency, People’ sHowital of Changzheng Hoital, Sec-
ondM ilitary M edical U niversity, Critical CareM edicine Center of PLA , Shanghai 200003, Ching, 2 Department of Emergen-
cy, People’ sHoital of Pudong N ev A rea, Shanghai 201200)
[ABSTRACT] Objective To investigate the mechanisn of lung injury after cardiopulmonary resuscitation (CPR) in rats
M ethods Cardiac arrest w as induced by agphyxiation (succinylcholine) and ice-cold @ 5molA KCI in rats and CPR w as car-
ried out 5min after arrest Sixteen adult male SpragueD av ley ratsw ere random ly allocated into 2 groups control group (n=
8) and CPR group (n= 8). The blood gas analysis, serum level of tumor necrosis factor ®(TN F-o) , lung tissuew et mass/dry
mass ratio W /), lung malondialde-hyde (M DA) content and myeloperoxidase M PO) activitiesw ere measured 3 h after
CPR. The histological appearancesof the lungsw ere observed under light and electronmicroscope Results Compared to the
control group, the lungW /0, serum TN F-& pulmonary M DA andM PO activity increased dramatically in CPR group w hile
PaD 2 decreased 3 h after resuscitation(P< Q 05). Histological exam ination demonstrated the injuries of lung tissues and the
changes of the ultrastructure after resuscitation Conclusion: A Ithough pulmonary dysfunction is not serious, there are pul-
monary pathological and ultrastructure damages in the earlier period after CPR. T he elevation of TN F-& in systam ic circula
tion, increase of oxygen-derived free radicals and accumulation of pulmonary FMN may play mportant roles in pulmonary
dam age after CPR.
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24 Fig1 L ung tissue pathology observed 3 h after CPR
, | A Stenosis of alveolus, thickening of alveoluswall,
I dropsy effusion (x 200);B: Evident alveolus hamorrhage(x 100)
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