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Effect of sample hemolysis on Cardiac Troponin I results
Tongcheng People’s Hospital, Tongcheng 231400, Anhui
WANG Xiang-lin
Abstract:Objective:To explore the effect of sample hemolysis on Cardiac Troponin I (cTnl) results. Methods:To
detect troponin I of samples with and without hemolysis in the same patients select randomly thirty outpatients in the
Tongcheng People's Hospital. Resulis:Troponin 1 were increasing significantly after hemolysis ,which had statistical
differences(P<0.01).It is significant influence effect of Troponin I after hemolysis.Conclusions:patients's sample should

be collected carefully to avoid samples hemolysis .
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Advances in Intracellular Copper Transport System
1. Anhui College of TCM, Hefei 230038, Anhui
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WANG Chao—min'?, CHENG Nan? HAN Yong—zhu’ et al

Abstract:Copper is an essential nutrient elements and it participates in many important biochemical reactions in
the body. A variety of copper transport proteins and copper chaperone proteins take part in the absorption, transport
and removal of copper ions, which forms a complex copper transport system. Many diseases were found to be closely
related to dysfunction of copper transporter proteins or copper chaperone proteins in the copper transport system. In
recent years, more attention is paid to the diseases associated with abnormal copper metabolism and more research is
focused on the proteins which is related to copper transport system.
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