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The changes of plasma VCAM-I and vWF in patients with chronic renal failure and their clinical significance QIU Bo,

LIANG Wei-dong , L1U Shan-jun ( De partment of Nephrology ,Af filiated Hospital of Jining Medical College ,

Jining 272000, China)
[ Abstract] Objective

To investigate the change of plasma VCAM-1 and vWF in patients with chronic renal

failure and their clinical significance.and the influence of hemodialysis. Methods The levels of plasma VCAM-1 and

vWF were measured in CRF patients without hemodialysis(CRF group,n=30) , hemodialysis patients(HD group,n=

30)and control group(n=30) by the method of enzyme linked immunosorbent assay(ELISA). Results The levels of

plasma VCAM-1 in HD group were higher than CRF group,both the two groups were significantly higher than the
control group,the value of three groups respectively were(7 638. 4 =372, 2) ng/mlL, (6 723. 5+ 136. 4) ng/mlL,
(2 901. 34253, 2)ng/mL(P<C0. 05). The value of vWF in HD group and CRF group were(241. 74+13.5) % .(165.6
+7.9) % ,significantly higher than the control group(90. 5410. 8) % (P<C0. 05). The levels of plasma VCAM-1 and
vWF of pre-HD group and post-HD group had significantly difference, post-HD group were higher than pre-HD

group(P<C0. 05). Conclusion

There was endothelial dysfunction in patients with chronic renal failure and mainte-

nance hemodialysis,the process of hemodialysis may contribute to endothelial dysfunction.
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thelial dysfunction
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