Journal of Cardiology 20: 63-70, 1990

PRI X 5 HBlik©  Is emergency angioplasty

%2 PTCA »®Elit&Es  following successful

LOBEERICE A 52K thrombolysis more effec-
tive than thrombolysis
alone in acute myo-
cardial infarction?

Baft  Fo ' Kazuo KOMAMURA
RE FoA Kazuhisa KODAMA
MHE R Shinsuke NANTO
=g IEF Masayoshi MISHIMA
T g Atsushi HIRAYAMA

Summary

This study clarified the effects of residual stenosis following successful thrombolysis in acute myo-
cardial infarction on infarct size and cardiac function in the chronic stage. Subjects consisted of 24
patients with acute anteroseptal myocardial infarction within six hours after the onset of symptoms,
in whom thrombolysis was performed, and additional coronary angioplasty was performed in 10 pa-
tients. Great cardiac venous flow (GCVF) at a point 30 min after thrombolysis and angioplasty was ex-
amined by continuous thermodillution, and the minimal cross-sectional area (MCSA) was determined
at a stenotic lesion using an orthogonal angiographic view. As an index of infarct size, we measured
abnormally contracting segments (ACS) and perfusion defects (PD) in 20!T] single photon emission
computed tomograms four weeks after the onset. We determined anterior regional ejection fraction
(rEF) as an index of left ventricular performance in the chronic stage.

The patients with thrombolysis alone and the patients with angioplasty were comparable as to
age, gender elapsed time, GCVF, MCSA, ACS, PD and rEF. In all the patients, MCSA did not
correlate significantly with GCVF. In the patients with additional angioplasty, MCSA significantly
increased (from 0.3+0.3 mm? to 2.5+1.6 mm?). However, GCVF did not necessarily increase in all
the angioplasty patients. In four patients having delays in angiographic flow, and MCSA less than
0.1 mm?, there was a significant increase in GCVF after angioplasty (41.3+32.0 vs 82.0+60.7 ml/
min). GCVF correlated significantly with ACS, PD, and rEF, but MCSA did not correlate signifi-
cantly with them.

We concluded that in patients with successful thrombolysis but without angiographic filling
delay, emergency angioplasty for residual stenosis has no effect on further limitation of infarct size.
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Table 1. Patients’ data in the two groups

PTCR PTCA P
AGE (¥) 61+11 61+10 NS
F/M 3/11 2/8 NS
E.T. (hr) 3.7+1.4 3.841.5 NS
MCSA (mm?) 2.042.6 2.6+1.6 NS
GCVF (ml/min) 51424 56+23 NS
ACS (%) 2720 26+18 NS
rEF (%) 39+27 33426 NS
DS 886+937 1193+1044 NS

PTCR =patients treated by thrombolysis alone;
PTCA =patients treated by PTCR and angioplasty ;
F=female; M=male; E.T.=interval between the
time of recanalization and the onset of acute infarc-
tion; MCSA =minimal cross-sectional area of the
affected coronary artery; GCVF=great -cardiac
venous flow; ACS=abnormally contracting seg-
ments, rEF =regional ejection fraction; DS=defect
severity.
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Fig. 1. Correlation between minimal cross-
sectional area and GCV flow.

There is no significant correlation between mini-
mal cross-sectional area and great cardiac venous
(GCV) flow.
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Fig. 2. Effects of PTCA on cross-sectional area and GCV flow.

In angioplasty cases, minimal cross-sectional area significantly increases after emergency coronary
angioplasty. Great cardiac venous (GCV) flow does not increase, but a significant increase in GCV
flow after angioplasty is observed in 4 patients™® with a filling delay after thrombolysis and minimal

crosssectional areas less than 0.1 mm?2.
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Fig. 3. Correlations between great coronary
venous flow and other variables.

There are significant correlations among great car-
diac venous flow and abnormally contracting seg-
ments, regional ejection fraction and defect severity.
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Fig. 4. Correlation between minimal cross-
sectional area and other variables.

There are no correlations among minimal cross-
sectional area and three indexes of infarct size.
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Case 1

Case 2

Fig. 5. Case illustrations.

Upper panel: Residual stenosis in the infarct-related artery after successful thrombolysis. Lower
panel: Stenotic lesion after emergency coronary angioplasty following successful thrombolysis.
Generally, minimal cross-sectional area at the stenosis is significantly greater in an thrombolysis
angioplasty case (Case 2) than in a thrombolysis case (Case 1). However, there are no significant
differences in coronary flow and infarct size between these two cases.
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