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[ ABSTRACT] Aim To investigate the association between von Willebrand factor (vWF) and the numbers of coronary ar-

Methods
immuoserbent assay ( ELISA) in 54 patients with acute coronary syndrome and 15 stable angina pectoris and 20 normal persons

tery stenotic lesions in acute coronary syndrome. The concentration of plasma vWF was measured by enzyme linked

without any angiographically detectable coronary artery disease.
Results
drome were significantly higher than those in patients with stable angina pectoris ( P< 0.05) or control subjects ( P< 0.05).

The relationship between plasma vWF level and the number of
coronary vessels with stenosis was assessed. The concentrations of plasma vWF in patients with acute coronary syn-
The level of plasma vWF was obviously higher in the multiple-vessel groups than in the single-vessel group ( P< 0.05), and the
concentration of plasma vWF was positively related to number of vessels with percent stenosis of > 50% diameter (r= 0.224, P

< 0.05).

increased in patients with acute coronary syndrome.

Conclusions The vWF level, which is an indicator of thrombogenesis and endothelial damage, was significantly
It is an indicator of distinguishing and predicting acute coronary instability

and it is influenced by the degree of coronary atherosclerosis.
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Table 1. Comparison of clinical characteristics in all groups
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=S AR 2H 2 1R AE M ) AR S L RO It E S I
JEMBEAA R B FE T M LGt EER(K 1,
Table 1)

SR AR B ik Y cRit) P L8526 =4 U I =3 M
& = LEAELL L BR AL (n;“2/0) AR SR AR 2 AL
(n=54) (n=15) (n=20) (n=18) (n=31)
HEW(Z) 63.119.3 63.019.7 60.2%8.7 61.819.0 63.319.6 9.5%+1.7
B/ % () 41/13 12/3 16/4 135 24/7
A () 34/20 78 12/8 99 20/11
Hih =g (mmol/L) 2.21%2.31 2.23%1.84 1.69 0. 74 1.74%1.62 9.02.&1.94 2.6412.85
o JH [ 4.80%1.09 5.26%1.24 4.56 1. 00 4.72%0.96 5.23%1.16 4.83%1.22
mEREO 1.02%.30 1.06 £0. 31 1. 05 0. 30 1.14%0.29 1. 14 %0.27 1.00%0. 35
& EREED 2.76 0. 88 2.95+0.98 2.77%0.76 2.7410. 86 3.04 0. 953 2.7110.91
HAREH Al 1.11%0.22 1.18 £0.28 1.13 0. 18 1.15%0.23 1.11%0.26 1.1210.22
HWAEEH B 0. 84 *0.27 0.28 0. 28 0.79 £0. 18 0.78 £0.25 0.91 £0.22 0.87 %0. 30
(TR 23.7%2.67 22.9+2.26 23.612.94 22.91 £3.09 23.53 2. 08 23.97%2.51
2 g 6.16%1.9 6.32%1.53 5.5310.91 5.79 %0. 56 5.3710.97 6.23%1.39
i (mm Hg) 130. 3 £20. 3 129.4+18. 1 123.7%£21.9 131.5%17.2 128.8 £21.6 130. 0 £20. 7
#F5KJE (mm Hg) 75.6£11.4 72.4%8.5 75.7%13.3 74.4%9. 4 76.0£12.0 74.6£11.3
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Table 2. The level of plasma vWF in all groups
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Table 3. The comparison of plasma vWF level in different ves-

sel groups
! n it % B ot A2 IR T
B S I AR A 20 150. 4% 188.5%
XML 9 AR 4L 18 195. 4% +93.9% *
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