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Dynamic changes of plasma NO and enzymes in blood, heart, liver and pancreas of

valvular heart disease patients in perioperation under cardiopulmonary bypass
WANG Cai-yun, WANG De-qing WANG Cheng-binn SHEN Wenrmei LI Jia-chun (Department of Biochemistry, General Hospital of People’ s Liberation
Amy, Beijing 100853, China)

Abstract: Objective
patients with valular heait disease (VHD) during perioperation. Methods
points before and after CPB of 16 hearit valve replacement cases. Results

To study the effect of cardiopulmonary bypass (CPB) on plasna nitric oxide (NO) and other biochemisiry parameters in

Plasma NO and other biochemistry indexes were determined at 7 time
The levels of plasma NO were significantly decreased ( P<Z 0.001) after
CPB. The concentrations of blood glucose and lactic acid were increased and reached their peaks at 6 h after CPB operation, then progressvely de-
clined to the preoperative level at 66 h postopematively. Blood a-amylase was increased in 5 cases and blood lipase was increased in 8 cases, respec-
tively. GPT had no obvious changes and GOT, CK, CK-MB had significant statistic differences after the operation ( P<0.001). Conclusion
CPB causes plasma NO and other blood biochemical parameters changes which might reflex the injury of vascular endothelium and pancreas at varous
degrees.
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Tab 2 Concentrations of plasma GLU, LAC, AMYL and LIPA in VHD
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Tab 3 Concentrations of plasma GPT, GOT, CK and CK-MB in in VHD
patients at different time points(U/ L, x = s)
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