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Vascular Endothelial Growth Factor Promote Angiogenesis in Chronic Myocardial Infarction. Chen Cheng, Qian Junling, Chen Tao et
al. Department of Cardiothoracic Surgery,The Affiliated Drum Tower Hospital of Nanjing University Medical School, Jiangsu 210008 , China

Abstract Objective To explore the effect of vascular endothelial growth factor for swine with chronic myocardial infarction. Meth-
ods Swine were modeled myocardial infarction through ligating the left anterior descending artery by thoracotomy. Modeled swine were di-
vided into VEGF group and control group. The VEGF protein was injected into the myocardium around the infarcted area by thoracotomy in
VEGF group, while PBS in control group. After two months, the heart function of the two groups were evaluated and compaired by MR, and
vascularization and cell proliferation were analysed by HE stain and immunohistochemisty stain. Results  After two months, the difference
comparisons of the two groups before and after treatment about indexes of heart function were LVEF(4.0% +10.4% vs 1.8% +1.6% ,P >
0.05),CO0(2.1 +1.6L/min vs 1.4 £0.8L/min,P >0.05), LVPWTd(2.8 £0.5mm vs 2.0 £0.8mm,P >0.05) ,EDV(24.0 £5. Oml vs
39.6 £16.2ml,P >0.05) , respectively. Moreover, not only the arterioles density and the capillary density of the VEGF group were higher
than the control group (87.0 £9.1 vs 50.8 +7.2 and 367.5 £50.8 vs 188.5 £ 14.3, respectively, P <0.05), but also proliferating cell
nuclear numbers were more (432.5 £37.7 vs 132.0 £29.0, P <0.05) according to the immunohistochemisty assay. Conclusion VEGF

can facilitate angiogenesis in the infarcted myocardium, as well as formation of the collateral circulation.
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