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Improvement of Neurogenic Pulmonary Edema Model Induced
by Cerebellomedullary Cistern Puncture in Rats

FU Hui, WANG Qiaosheng,LIU Yan,et al
( Department of Critical Care Medicine ,the First Affiliated Hospital , University of South China,
Hengyang , Hunan 421001 , China)

Abstract: Objective To evaluate the worth of neurogenic pulmonary edema model induced by improved cerebel-
lomedullary cistern puncture. Methods 60 SD ras were randomly divided into four groups:control group(n =15) ;Sham
operation group(n = 15) ; direct injection through cerebellomedullary cistern puncture group ( abbreviated; direct injection
group ,n = 15) ;prolonging the indwelling time and injection through cerebellomedullary cistern puncture group (abbreviated ;
prolonging indwelling time group,n =15).90% of them is successful in the prolonging indwelling time group. Neurogenic
pulmonary edema model was induced by classic cerebellomedullary cistern puncture in the direct injection group,however,
that in the prolonging indwelling time group was induced by injecting 0. 75 mL Fibrinogen (100 mg/mL) and 0. 75 mL
thrombin (200 U/mL) respectively after 20 min indwelling needle maintained in cerebellomedullary cistern. The experimen-
tal parameters including pulmonary morphology , pathology change and survival time in each group were evaluated. =~ Results
The pulmonary edema of rats did not be discovered in the control group,however,that in the direct injection group and pro-
longing indwelling time group were both discovered significantly. Compared with the rats in the direct injection group, the
lung volume, exudation of the pulmonary alveoli and pulmonary interstitium increased significantly in the prolonging indwell-
ing time group. Survival time of the rats in the prolonging indwelling time group was shorter than that of the direct injection
group , they are (5.008 +2.612) h and (7.482 +3.034) h,respectively, (¢ =2.394,P =0.024). Conclusion Tt is
perfect NPE model for research that the modified NPE model has typical NPE symptoms.
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