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[Abstract] Objective To study expression of VEGFR2 in the tissues of chronic venous ulcer,and to explore pathogenesis of
chronic venous ulcer from the pathway of angiogenesis dysfunction. Methods ulcers cell morphology changes were observed with
HE staining; VEGFR 2,CD34 and CD133 were detected with immunohistochemistry. The expression of VEGFR2 mRNA was de-
tected by RT-PCR. Results
was a large number of inflammatory disarranged,at ulcer base,there was a large number of inflammatory exudate. RT-PCR detec-

tion of VEGFR2 mRNA content in venous ulcer is lower than the traumatic ulcer group obviously(0. 407 4=0. 014,0. 249+0. 088
vs. 0.856+0.049,0.985+0.032,P<0.05). Compared with control group,the expression of VEGFR-2,CD34 and CD133 by im-

HE staining displayed the squamous cell of venous ulcer wound was disarranged, at ulcer base, there

munohistochemistry significantly reduced in venous ulcer. Conclusion The number and function of EPCs was suppressed signifi-

cantly, thus the EPCs can not differentiate into functional neovascularizationin in the jury tissues,and that could be important causes

of wound that is slow to heal.
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