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Effects of Long-term External Counterpul sation on Coronary Collaterals in Dogs with Acute Coronary Occlu-
sion WU Gui-fu. DU Zhi-min, HU Cheng-heng, LIANG Hong, ZHENG Zhen-sheng, MA Hong. (Department of Cardiolo-
gy, First Affiliated Hospital. Sun Yatsen University. Guangz hou 510080, China)
Abstract [ Objective] To explore the effect of long-term EECP on coronary collaterals and angiogenesis and its phy siological roles
in canine model with acute coronary occlusion [ Methods] Twelve male Beagle dogs were randomly allocated to EECP(n= 6) and
control group( n=6). Expermental coronary occlusion was developed with catheterization for all animals EECP was given 1/ d 28
~ 30 h totally for each dog in EECP group in 6 weeks The selective coronary angiography was performed for evaluation of coronary
collaterals  For the purpose of full visualization and understanding of coronary angiogenesis the vascular endothelial cells and smooth
muscle cells w ere specifically stained and labeled by anti-Factor Vil related antigen and anti a-actin respectively. M yocardial perfusion
was measured by " Te-MIBI SPECT scanning [ Result] D After 6 weeks repeated angiography demonstrated that 5 dogs in EECP
and 3 dogs in control group showed coronary collaterals to a certain extent. After EECP there were more microvessels ininfarct region
than in the control by immuno histo chemical analysis with Factor VllFrelated antigen and a-actin staining  The numbers of microvessels
per high-power field significantly increased in the EECP group compared to the control These vessels were morphologically indistin-
guishable from the normal myocardium and most of them were 5 to 10#m in diameter and were believed to be at varous stages of an-
giogenic development. @ After long-term EECP, LVEF impmoved significantly (0 524015 vs 0. 3840 07, p<< 0. 05) and Corti-
na scores decreased form 14. 443 510 9. 1£2 8 ( P<CT0. 05) in EECP group There w ere no obvious changes observed in control
dogs @ Myocardial perfusion measure w as significantly improved in 5 of six canines with the mean defect scores(DS) decreased by
1.5% 40 4%, while only one of the six in the control group presenting a slight amelioration and the mean DS had an increase of
1. 7% %0 6%. [ Conclusion] Long-term external counterpulsation may promote the development of coronary collaterals and angio-
genesis in experimental coronaty occlusion thereby, improve myocardial function by restoration of coronary perfusion flow to a certain
extent.
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