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Summary

The effect of early myocardial reperfusion (within six hours after the onset of symptoms) on left
ventricular (LV) function in 106 patients with acute myocardial infarction was studied. The subjects
consisting of 26 with conventional therapy, 19 with percutaneous transluminal coronary recanalization
(PTCR), 16 with percutaneous transluminal coronary angioplasty (PTCA) after PTCR, 32 with direct-
PTCA and 13 with coronary artery bypass graft (CABG) were randomly observed after 1981. In these
patients, left ventricular ejection fraction (LVEF), regional wall motion, end-diastolic pressure and the
contractility index were measured as the indices of LV function.

1. Compared to the conventional therapy group, LVEF and regional wall motion improved sig-
nificantly in all groups with reperfusion therapy except in the PTCR group. This LV function in pa-
tients with subtotal obstruction or good initial collaterals significantly improved compared to patients
with total obstruction and no collateral circulation. Patients with a 75 percent or more residual stenosis
after reperfusion therapy had significantly decreased LV function compared to those with residual
stenosis of less than 75 percent.

These findings support the potential role for reperfusion therapy in patients with acute myocardial
infarction.
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Table 1. Characteristics of subjects

Treatment group Number Mean age Time from onset of
of cases (£SD) (yrs) symptoms to recanalization

Control group 26 53.9+10.0*
PTCR group 16 63.9+ 8.6 2641164
PTCR+PTCA group 19 61.3+10.8 273+177
Direct PTCA group 32 60.2+ 8.1 3324278
Emergency CABG group 13 57.8+ 9.4 419+292

Total 106 59.1+ 9.8 318+242

* p<0.01

Control=patients treated by conservative therapy ; PTCR=percutaneous transluminal coronary recanalization ;
PTCA=percutaneous transluminal coronary angioplasty; CABG=coronary artery bypass graft.
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Fig. 1. Comparison of ejection fraction (EF) following reperfusion therapy between acute

and chronic phases in each therapeutic group.
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Fig. 2. Comparison of the anterior hypokinetic index (AHI) following reperfusion therapy between
acute and chronic phases in each therapeutic group.
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Fig. 3. Comparison of ejection fractions in the chronic stage among the control group and

reperfusion therapeutic groups.
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Fig. 4. Comparison of the anterior hypokinetic indexes in the chronic stage among the con-
trol group and reperfusion therapeutic groups.
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Fig. 5. Comparison of left ventricular end-diastolic pressure in the chronic stage among
control group and reperfusion therapeutic groups.
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Fig. 6. Comparison of contractility indexes (CI) in the chronic stage among the control
group and reper- fusion therapeutc groups.
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Fig. 7. Relationships between residual coronary flow and left ventricular function.
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Fig. 8. Relationships between residual coronary artery stenosis after successful reperfusion
therapy and left ventricular function.
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