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The correlative investigation of anti-vimentin antibodies and connective tissue disease complicated by vasculitis
He Wenying' , Peng Kuan*>
(1. The Institute of Medical Sciences Fuzhou ,Fuzhou, Jiangzxi 344000,China;2. The First
Af filiated Hospital of Nanchang university , Nanchang, Jiangzxi 330006 ,China)

Abstract : Objective To study the levels of anti-vimentin antibodies(AVA) in serum of connective tissue disease complicated by
vasculitis and their significance. Methods 23 patients of connective tissue disease complicated by vasculitis were recruited. Com-
pared with 28 patients of connective tissue disease and 25 healthy people(control group) s AVA and von willebrand factor (vWF)
levels were measured by ELISA. Results Compared with control group and connective tissue disease group,the levels of AVA and
vWF were significantly increased in patients with connective tissue disease complecated by vasculitic(P<C0. 05),and the levels of
AVA were linear correlated with vWF(P<C0. 05). Conclusion The injury of vascular endothelial cell brought by AVA may be an
important cause for connective tissue disease complicated by vasculitic.
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