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Effect of Tongxinluo Capsule on Function of Vascular Endothelium in Patients with Unstable Angina Pectoris
WANG Hong-ju HUANG Yuan-wei SUN Jian et al Department of Cardiology First Affiliated Hospital
Medical College of Zhejiang University Hangzhou 310003
Objective To evaluate the effect of Tongxinluo TXL Capsule on function of vascular endothelium in pa-

tients with unstable angina pectoris UAP . Methods Forty-six UAP patients were randomly divided into two
group the 28 patients in the treated group treated by conventional therapy plus TXL and the 18 patients in the
control group treated by conventional therapy alone. Changes of blood levels of endothelin ET  nitric oxide

NO  Von Willebrand factor vWF  soluble vascular cell adhesive molecule-1 sVCAM-1 and soluble intra-
cellular adhesive molecule-1 sICAM-1 from before treatment to after two months of treatment were observed
and the flow-mediated dilatation FMD in brachial artery was detected at the same time using ultrasonography.
Results After treatment the blood level of vWF and ET obviously decreased P <0.01 levels of NO and
FMD increased P<0.05 or P<0.01 in both groups. Levels of sVCAM-1 and sICAM-1 significantly de-
creased in the treated group P<<0.01  while in the control group no marked change was found in sVCAM-1
and sICAM-1 P>0.05 . Compared with the control group after treatment the levels of vYWEF ET sVCAM-
1 and sICAM-1 in the treated group were lower P <0.01 and levels of NO and FMD were higher P <
0.01 . Conclusion TXL might protect vascular endothelium improve clinical therapeutic effect by path of de-
creasing blood levels of ET vWF and partial cellular adhesive factor and increasing the level of NO.
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