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Summary

Morphology of the affected coronary artery in acute myocardial infarction was qualitatively analyzed
to predict the incidence of reocclusion after intracoronary thrombolysis.

In 274 patients with 75%, or more residual stenosis after successful thrombolysis, the morphol-
ogy of the stenosis underlying the acute thrombus was graded as 75%, or more (type A, n=195), or less
than 75% (type B, n=79). Eighty-one patients with type A stenosis and 39 of 79 patients with type B
stenosis were treated with immediate PTCA following thrombolysis. In 154 patients treated without
PTCA, the severity of type A stenosis on chronic angiography remained unchanged after throm-
bolysis (87+7% — 86+14%); whereas, regression of the stenosis was noted in patients with type B
stenosis (85469, — 53 +32%,, p<0.001).

After thrombolysis, reocclusion occurred in 31 of 117 patients with type A stenosis, but in only
2 of 40 patients with type B stenosis (26.5%, vs 5.0%, p<0.02). Reocclusion was prevented by PTCA
in patients with type A stenosis (26.5% vs 8.6%,, p<0.01), but not in patients with type B stenosis
(5.09% vs 10.39%,, p=ns).

Qualitative analysis of coronary morphology after thrombolysis can facilitate the prediction of
the occurrence of reocclusion and may provide a framework for selection of therapy.
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Fig. 1. Schematic drawing of the coronary
lesion after intracoronary thrombolysis.

T=thrombus; OS=original stenosis; RS =residual
stenosis.
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Fig. 2. Example of type B stenosis.
a) Acute coronary arteriography revealed a total occlusion of the proximal left anterior descending

artery.
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b) During intracoronary thrombolysis, recanalization was achieved.
c) After thrombolysis, there was a large thrombus and the original stenosis was less than 759%, (type

B). The severity of the stenosis was 859%,.

d) On repeated angiography, the severity of the stenosis was 25%,.

BHoizn, PTCA fff <k 8.6% T, IMAEHEE
L3 e o7 (Fig. 5).
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Fig. 3. Example of type A stenosis.

a) Acute coronary angiography revealed a total occlusion of the middle right coronary artery.

b) After intracoronary thrombolysis, the original stenosis was more than 75% and there was a
thrombus distal to the stenosis (type A). The severity of the stenosis was 999,.

c¢) On repeated angiography, the severity of the stenosis was 929,.

Table 1. Baseline clinical characteristics of the

. (%)
study subjects 100+ 87”8““‘ g5 D001
T 85+6
Type A Type B 5332
(n=195) (n=79)
43428 43+28 o

Age (yrs) 61.7+10.6  57.3+12.7 STy
Sex (9%male) 76.4 88.6 50
Elapsed time (hrs) 5.5+4.9 5.2+4.7
Total occlusion of

IRCA* (%) 34.8 34.2
%stenosis of IRCA 97.0+5.2 96.2+6.2 -
Presence of collateral

vessels** (9) 54.8 45.5
Peak CPK (U/L) 2,267+1,606 2,983+2,39 T PTCA 1T PTEA

ype A Type B
PTCA achieved 81 39
Fig. 4. Changes of the severity of the stenosis

* Infarct-related coronary artery. on acute (closed circle) and chronic (open circle)

** In patients with a total occlusion of the left angiography.
anterior descending artery. ICT =intracoronary thrombolysis.
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Fig. 5. Incidence of reinfarction (shaded col-
umn) and silent occlusion on chronic angiogra-
phy (open column).
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