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Preliminary study on repairing effect of up-regulated PD-ECGF gene in intimal injury after PCI"
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Abstract; Objective To investigate the role of PD-ECGF gene in preventing the vascular restenosis by up-regulating the PD-
36 New Zealand white rabbits (body weight 2. 5—3. 0 kg)

were established the rabbits’ carotid artery balloon injury model and randomly divided into the experimental group (n=18) and the

ECGF gene in the rabbits’ carotid artery balloon injury model. Methods

control group(n=18). The experimental group was received the PD-ECGF gene transfection by virus and the control group was
treated with the delivery agent. After 3 weeks, the intima coverage rate was tested by Evans blue staining. HE staining was used to
investigate the morphological alteration of neointima and accurately measure the area of arterial intima. Finally, the expression of
PD-ECGF protein was determined by the immunohistochemical technique and Western blot. Results The intima coverage rate in
the experimental group was significantly higher than that in the control group (72.8+4.0% ws. 33.647.4% ,P<0. 05) ;the HE
staining showed that the hyperplasia degrees of intima and middle-lever smooth muscle in the experimental group were significantly
alleviated than the control group; moreover, the immunohistochemical and Western blot results showed that the expression of PD-
ECGF protein in the experimental group was significantly higher than that in the control group (P<C0. 05). Conclusion Up-regula-
ting PD-ECGF gene has the role for inhibiting the proliferation of vascular smooth muscle cells and promoting the epithelial cell
growth and angiogenesis in rabbits’ carotid artery balloon injury model.
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