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Abstract . There are no formal guidelines for repeating coronary intervention in
asymptomatic patients with coronary restenosis who have undergone primary percutaneous
transluminal coronary angioplasty (PTCA) in the setting of acute myocardial infarction
(AMD). The purpose of this study was to evaluate the effect of repeated PTCA on exercise
tolerance in 22 patients who had undergone PTCA in the acute phase of AMI and subse-
quently developed restenosis in the chronic phase. Of the 22 patients, 11 patients (group S)
underwent repeated PTCA for a single-vessel-restenosis; 5 patients (group M 1) under-
went repeated PTCA for an infarct-related artery restenosis, but were not treated for a
residual stenosis; and 6 patients (group M 2) underwent repeated PTCA for a residual
stenosis, but were not treated for an infarct-related artery restenosis observed at the
coronary angiography 6 months after AMI. Exercise tolerance was estimated using a
cardiopulmonary exercise test with ventilatory gas analysis before and after repeated
PTCA 6 months after AMI. Repeated PTCA significantly improved exercise tolerance and
the pressure rate product at peak exercise within 1 week of intervention in groups M 1 and
M 2, but had no significant effect in group S. Therefore, repeated PTCA should be perfor-
med in patients with severe coronary artery disease, because cardiac function is the main
determinant of exercise tolerance in patients with severe myocardial ischemia.

(FEsE. ] Nara Med. Ass. 50, 106~111, 1999)
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Table 1. Patients profiles

Ttem Group S Group M1 Group M2 Statistical
(=11 (n=5) (n=6) significance

Age (yr) 57x10 605 608 NS

max CK dU/D 5,233+4,313 4,475+3,622 4,283+2,719 NS

EF (%) 59.1+10.8 56.9+21.4 59.7+15.3 NS

LVEDVI (ml/m? 82.5+22.7 87.6+23.8 86.7+28.0 NS

ACS 30.6+10.5 28.4+27.4 32.4+17.1 NS

group S | patients with 1-vessel restenosis, group M1 : patients with 2-vessel stenosis
(performed PTCA for infarct related artery), group M2 : patients with 2-vessel
stenosis (performed PTCA for infarct non-related artery), max CK : maximum of
creatine kinase, EF : ejection fraction, LVEDVI : left ventricular end-diastolic vol-
ume index, ACS : abnormal contraction segment.
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Fig. 1. Changesin AT and peak \./'O2 before and after ~ Fig. 2. Changes in WR,r and WRyeay before and after

PTCA. . PTCA.

AT : anaerobic threshold, peak VO, : peak WRar - work rate at AT, WRpeax - work rate
oxygen intake at peak VO,

@®—@  group S, I—M : group M1 ®—@ group S, —M : group M1

A—A  group M2, *p<0.05. A—A : group M2, *p<0.05.
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Fig. 3. Change in PRPycax before and after PTCA.
PRP,cqy - pressure rate product at peak VO,
@®—@® group S, B—M : group M1
A—A  group M2, *p<0.05, **p<0.01.
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Fig. 4. Change in HRpeax before and after PTCA.
HRpeay - heart rate at peak VO,
@—@ :group S, I—M : group M1
A—A  group M2, *p<0.05, **p<0.01.
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