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Expression of endothelial cell marker and mesenchymal cells/myofibroblast marker in the veins with
arteriovenous internal fistula stenosis. NING Hai—huan, ZHUO Hua—qin, RONG Guang, YE Qing—bang. Department of
Nephrology, the Third People’s Hospital of Dongguan, Dongguan 523000, Guangdong, CHINA

[Abstract] Objective To study the clinical expression of endothelial cell markers and mesenchymal cells/myo-
fibroblast marker in the veins with arteriovenous internal fistula stenosis. Methods Veins with arteriovenous internal
fistula stenosiscollected in the reconstruction of internal fistula from 60 patients with uremia treated in Department of Ne-
phrology in the Third People's Hospital of Dongguan from January 2015 to December 2016 were enrolled as stenotic
group. Normal venous vessels collected from 40 patients with uremia treated in the hospital or newly discovered during
the same period were used as normal group. The vessels in the two groups were treated with double immunofluorescence
staining with alpha-SMA and CD31/vWF, and the cells expressing both the two antibodies were observed. Results In
the stenotic group, immunofluorescence staining showed expression of alpha-SMA in media smooth muscle cells and in-
tima proliferative myofibroblast, CD31/vWF expression in endothelial cells, and expression of both alpha-SMA and
vWF in endothelial cells of 3 cases but without CD31 expression. In normal group, immunofluorescence staining of 27
specimens expression of alpha-SMA in media smooth muscle cells and intima proliferative myofibroblast, expression of
CD31/vWF in endothelial cells, with no cells having both alpha-SMA and CD31/vWF expression. Conclusion Muscle
fiber cells are mainly from the endothelial cells-mesenchymal transdifferentiation. Long-term uremia patients may al-
ready have neointimal hyperplasia in the vein.
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