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Effects of ulinastatin on serum sTM,vWF,ET-1 and NO in patients undergoing cardiopulmonary bypass
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Abstract : Objective
dergoing cardiopulmonary(CPB). Methods

To study the protective effect of ulinastatin on the vascular endothelial cell acute injury in the patients un-
Thirty patients scheduled for cardiac valvular replacement under CPB were divided into
two groups with 15 cases each, the patients in the test group were infused intravenously after the induction of anesthesia and during
CPB, respectively. Each infusion time was about 1 h. In the control group,normal saline was given instead of UTI. Blood samples
were withdrawn before skin incision, before CPB,at 30 min after CPB,the end of CPB,at the end of operation,on the first and the
third postoperative day for detecting the levels of soluble thrombomodulin(sTM),von Willebrand factor(vWF) . endothelin-1 (ET-
1), nitric oxide(NO). Results
day in the two groups.and NO was lower compared with that before operation( P<0. 05 or P<C0. 01). The level of sSTM,vWF and

The levels of sSTM,vWF and ET-1 significantly elevated during CPB and on the first postoperative

ET-1 in the test group returned to the level before operation,but the levels of sSTM,vWF and ET-1 in the control group did not,and
were significantly higher in the control group than those in the test group in the period( P<0. 05 or P<<0.01),and NO were lower
in group test than in group control. Conclusion CPB can induce extensive acute vascular endothelial cells damage,and ulinastatin
can relieve the damage.
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