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= Abstract=

A Study on the Changes in Left Ventricular Function
by Experimental Coronary Artery Occlusion and Reperfusion

Bong Kwan Seo, M.D., Joong Hyeon Cho, M.D., Mun Hong Doh, M.D.,
Sun Il Chung, M.D., Hyeon Ok Lim, M.D., Sung Kyeong Woo, M.D.
Department of Internal Medicine, College of Medicine, Gyeongsang National University

Cheol Ho Kim, M.D., Byung Hee Oh, M.D., Young Woo Lee, M.D.
Department of Internal Medicine, College of Medicine, Seoul National University

In order to observe the changes in left ventricular function during coronary artery occlu-
sion and reperfusion, left anterior descending (LAD) coronary arteries in the anesthetized
dogs were occluded for 1 hour and then reperfused for 4 hours. Hemodynamic indexes of
global systolic and diastolic function and regional wall thickness changes as a regional con-
tractile index were measured during occlusion and reperfusion.

The results were as follows ;

1) Indexes of global systolic function (left ventricular peak systolic pressure, peak posi-
tive dP/dt) and global diastolic function (peak negative dP/dt, time constant, left ventricu-
lar end-diastolic pressure) showed deterioration in early occlusion period (10—30 minutes)
but gradually improved even if coronary occlusion persisted. Reperfusion did not induce si-
gnificant changes except that peak positive dP/dt transiently deteriorated 30 minutes after
reperfusion and left ventricular end-diastolic pressure decreased 1.5—2 hours after reper-
fusion.

2) Indexes of regional function (i.e, end-diastolic thickness and % systolic thickening of
anterior left ventricular wall) deteriorated by 10 minutes’ occlusion which persisted during
the entire occlusion period. Reperfusion induced no significant improvement in regional co-
ntractile function compared with occlusion 60 minutes’ data, which suggested reperfusion
for 4 hours after 1 hour’s LAD occlusion may be insufficient for the ischemic region to re-
cover its contractility.



3) Reperfusion arrhythmia (ventricular tachycardia) was noted in most (6/9) of the
dogs, one of which deteriorated into ventricular fibrillation and the others spontaneously

converted to normal sinus rhythm.

KEY WORDS : Coronary artery occlusion * Coronary artery reperfusion * Global left vent-
ricular function * Regional systolic function.
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Fig. 2. ECG, LV anterior wall echoand LV pressure.
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Fig. 3. % Systolic thickening during occlusion and after reperfusion.
*P<0.05 compared with basal value.
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