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Acute myocardial infarc-
tion with patent infarct-
related artery: Selection
of treatment based on
qualitative analysis of
coronary angiograms

during the acute phase

AR IEWR Masaharu ISHIHARA
ERE 3 Hikaru SATO

SA HEE Hironobu TATEISHI
WNHE HRH Toshiaki UCHIDA
+F Bx Keigo DOTE

sl EH¥F Akiko  KAMEYAMA

Summary

To evaluate the benefit of emergency coronary angioplasty (PTCA) among patients with acute
myocardial infarction having patent infarct-related arteries, we investigated 104 patients who received
thrombolysis and/or PTCA within 24 hrs after onset of symptoms. The morphology of coronary artery
lesions was qualitatively assessed by angiography and categorized as symmetrical or asymmetrical
narrowing with smooth margins (S-group, 72 cases) and asymmetrical narrowing in the form of convex
intraluminal obstruction representing a thrombus (T-group, 32 cases).

Soon after intervention, angiographic success (residual stenosis<75%,) was achieved in 859, with
PTCA (929, in the T-group vs 829, in the S-group) and in 299, without PTCA (53%, vs 169%,). At
hospital discharge, the figures were 829, with PTCA (759, vs 87%) and 439, without PTCA (739,
vs 30%,)-

The incidence of re-infarction and/or total occlusion of the infarct-related artery was 9%, with
PTCA in both the T- and S-groups but 26, in those without PTCA (6%, in the T-group vs 31%, in
the S-group). These data suggest that in patients with patent infarct-related arteries and severe original
stenosis, PT'CA has an advantage over thrombolysis alone.

Qualitative analysis of coronary morphology by angiography provides a framework for selecting
adequate therapy.
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Patients with patent infarct-related arteries (104 cases)

!
T-group (32 cases)
Patients with asymmetrical narrowing in the form
of convex intraluminal obstruction representing a
thrombus.
|
i 1
Treated with PTCA Treated with throm-
(PTCA) (13 cases) bolysis alone (TL)
(19 cases)

!
S-group (72 cases)

Patients with symmetrical or asymmetrical narrow-
ing with smooth margins.

I
! !
Treated with PTCA Treated with throm-

(PTCA) (44 cases) bolysis alone (TL)
(28 cases)

Fig. 1. Classification of acute coronary arteriographic morphology of patent infarct-
related arteries during the acute phase and selection of therapy.
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Fig. 2. Representative left anterior descending coronary arteriograms of a patient in the S-group.
a) Emergency coronary arteriography reveales a nearly totally occluding artery by a thrombus; the
severity of the underlying lesion is less than 25%. b) After intracoronary infusion of urokinase, the
thrombus resolves and residual stenosis is less than 259%,. ¢) On the 17th hospital day, no stenosis

develops.
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Table 1. Baseline clinical and angiographic data of 104 patients

T-group S-group p value

(n=32) n=72)
Age (yrs) 56+17 59+11 ns
Sex (% male) 86 76 ns
Time from onset to the first CAG (hr) 4.6+ 3.4 5.6+ 5.6 ns
Peak CPK (mIu/ml) 189941281 119241009 <0.01
Number of diseased vessels 1.3+ 0.6 1.6+ 0.7 <0.01
Prevalence of OMI (%) 5.3 27.5 <0.05
Prevalence of collaterals at the first CAG (9%, 12.5 15.7 ns
Time from the first to second CAG (days) 14.7+ 3.5 15.6+ 5.6 ns

OMI =old myocardial infarction; CAG =coronary arteriography.
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Fig. 3. Representative left anterior descending coronary arteriograms of a patient in the
T-group.

a) Emergency coronary arteriography reveals a concentric lesion with smooth borders. No throm-
bus is seen. b) After intracoronary infusion of urokinase, there remains a significant stenosis. c)
The patient experiences re-infarction on the second day. Emergency coronary arteriography reveals
a significant but patent lesion. d) Emergency PTCA is performed. e) After emergency PTCA, a
residual stenosis is less than 259%,. f) On the 20th hospital day, no restenosis develops.
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Fig. 4. Prevalence of residual stenosis<759,
after thrombolysis and/or emergency PTCA.
Abbreviations : see Fig. 1.
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Fig. 5. Prevalence of residual stenosis <759, at
hospital discharge.
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Fig. 6. Incidence of acute coronary occlusion.
No significant differences are observed
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Fig. 7. Incidence of re-infarction and/or total
occlusion of the infarct-related arteries.
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Fig. 8. Changes in global ejection fractions
(4EF) in patients with anterior infarction.

A: Comparison of 4EF between thrombolysis (T'L)
and PTCA in both the T- and S-groups.

B: Comparison of JEF between patients with re-
sidual stenoses <75% and those with =909, after in-
tervention.

Abbreviations : see Fig. 1.
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