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[ ABSTRACT]
of diabetes.

mmol/L. were collected.

Type 2 Diabetes;

von Willebrand Factor;  C-Reactive Protein;

Atherosclerosis;

Endothelia Cell Dys-

Aim To investigate the association of the blood von Willebrand factor (vWF) and C-reactive protein ( CRP)
Methods Blood specimens of 93 new diagnotic diabetic patients whose blood glucose level was more than 10
The vWF and CRP were assayed by ELISA.

Results The level of vWF and CRP of diabete group

increased significantly than the control normal group, there were not any associative relationship in the level of blood vWF and

CRP. Conclusions The elevated concentration of plasma vWF and serum CRP showed that the new diagnotic diabetic pa-

tients had the endothelia cell dysfunction and chronic systemic inflammation, vWF and CRP were the independent promoting factor

of atherosclerosis.
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Table 1. The comparison of VWF and CRP between diabetes
group and control group

a4 H n yWF CRP (mg/L)
IF 5 %o iR 4L 28 95.3% *43.7% 1.13%0.6
B PR A 93 706.5% *£572.9%*  3.46*1.2°

a: P< 0.001, 5IE% XA
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