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The Effect of Enhanced External Counterpulsation on Circulating
Renin-Angiotensin System of Patients with Coronary Heart Disease

Lu L', WU Weikang', ZHANG Miao-qing”, ZHENG Zhen-sheng', XIE Huan-di’, ZHAN Cheng-yang'

(1. The Key Laboratory on Assisted Circulation. Ministry of Health, 2. Department of External
Counterpulsation, First Affiliated Hospital, Sun Yatsen University of Medical Sciences Guangzhou 510089 China)

Abstract: [Objective] To investigate the effect of enhanced external cunterpulsation (EECP) on circulating renin-
angiolensin system (RAS) of patients with cronaty heart disease (CHD). [Methods) 20 patients with CHD and 17 health
people were tested. Patients with CHD were treated with three courses of EECP. The circulating RAS, including plasma
renin activity (PRA ), angiotensin II (A II) level and serum angiotensin-converting enzyme (ACE) activity, were deter-
mined before EECP, after the first hour of EECP and at the end of three courses of EECP. [Resulis] PRA, A Il level
and ACE activity in plasma of patients with CHD were higher than those of health people. Compared to the level before
EECP, A II increased two times after the first hour treatment of EECP and then kept dropping. At the end of the second
courses A II reduced to the level before EECP, then became lower than that before EFCP. But it didn't reach the normal
level even at the end of treatment. ACE activity also showed a little increase with the treatment of first hour EECP. At
the end of the first course, it reduced to the level before EECP, and dropped to normal level at the end of the third
course of EECP. PRA also increased at the first hour EECP and showed decreasing tendency thwugh three courses. After
three courses of treatment it only reached the level before EECP. [ Conclusion] Effects of EECP on ACE and renin lead
to the reduce of A Il level. These effects may be one mechanism of EECP protecting ischemic myocardium.
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Fig. 1 Changes of circulating RAS in patients with
CHD during EECP treatment
100 in y axis 100 ng/ Lfor AIl, 1000 nmol/ s for serum ACE activi-
ty, 1 Mg/ (Lh) for PRA
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