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The Expression of von Willebrand Factor Related Antigen in the Circulation of Patients with Congenital Heart
Defect with Pulmonary Hypertension ZHUANG Mei', HAN Guo-dong’. LUO Hong-he’ WEI Min-xin’s WU Lian-
jin3, SUN Pei-wi’, ZHANGXi®. (1. Deapartment of Health, First Affiliated Hospital, Sun Yat-sen University, Guangzhou
510080; 2. Guangzhou Tumors Hospital, Guangzhou 510095, 3. Cardiothoracic Surgery Deaprtment, First Affiliated Hospi-
tal. Sun Yat-sen University, Guangzhou 510080, China)

Abstract [Objective] To estimate the expression level of von Willebrand Factor related antigen (vWF) in plasma and the rela
tionship with the degree of pulmonary hypertension in patients with congenital heart defects [ Methods] Thirty-two consecutive cases
with left-to-right shunt congenital heart defect were involved in this study. They were divided into pulmonary hypertension (PH)
group (regrouped PHI1 for mild hypertension PH2 for middle or severe hy pertension) and nonpulmonary hy pertension (NPH) group
according to the pre-operative hemody namic parameter p / p ((systolic pulmonary arterial pressure pp, systemic systolic blood pressure
ps). There were 19 casesin PH goup and 13in NPH group, with totally 18 in male and 14 in female. The mean age was (13 +12)
years. At the same time, 13 patients suffering from benign thoracic surgical disease without heart-lung problem were included in the
study as a control group Pre-operative peripheral venous blood sample; pulmonary artery blood sample and pulmonary vein blood
sample were taken at the time just before the intra-cardiac correction Only perpheral vein blood sample w as collected in the control
group. Enzyme linked immunosorbent assay (ELISA) was used for assessing the expression of vW F in the plasma [ Results] D The
expression level of vWF was significantly higher in PH group than that in NPH group and control group( P<Z Q0 01), with PH1
group in 119% +22%., PH2 group in 148% +29%., NPH group in 96% +22% and the control group in 87% +17%. There was a
positive relationship( 7= 0. 754) between the expression of vWF in the peripheral venous plasma and py/ p. @Therw was a signifi-
cant vW F expression difference among the blood sample from different circulation places The vW F expression concentration in the
blood samples went down in a sequence of pulmonary venous plasma peripheral venous plasma and pulmonary arterial plasma [Con-
clusion] D A positive relationship between vWF expression in the pre-operative peripheral venous plasma with the hemodynamic pa-
rameter p/ psis found in patients suffering from the left-to-right shunt congenital heart defect in the circumstances without interfer-
ing factors. @The expression of vWF in pulmonary circulation is higher than that in systemic circulation of patients with the left-to-
right shunt congenital heart defect.
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Table 1 Comparson of preoperative plasma vWF expression

in peripheral vein, pulmonary artery and pulmonary

vein (xEs %)
VWF expression (%)
Group  No. Peripheral ~ Pulmonary Pulmonary
vein artery vein
NPH 13 96122 91417 10719 ?
PH1 7 119422 96+23  146+35 "
PH2 12 148+29 124+28 V153428 ¥

1) Compare with peripheral vein: P<Z0. 01, 2) Compare with
pulmonary artery: P<<0. 05
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