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Summary

Changes in shape and the time course of residual coronary artery stenoses following thrombolysis
were studied in 36 patients with acute myocardial infarction. The following results were obtained:

1. Residual stenoses after thrombolysis were categorized morphologically in three groups; long
segment type (group L, eight patients), segmental type (group S, 18 patients) and filling defect type
(group FD, 10 patients).

2. Residual stenoses in group L did not change either as to morphology or severity one month
later. Group S did not show morphological change, but 11 of the 18 patients showed slight regression of
residual stenoses. In group FD, filling defect images on repeated angiography resolved in all cases
within one month. However, characteristic irregularity at the infarct-related coronary arteries were
often observed at the same time.

3. Twelve of the 36 patients underwent angiography during three consecuitive days to study
sequential changes in residual stenoses. Intracoronary thrombi were resolved before the second day,
which was compatible with a plasminogen-plasmin system change.

4. Severe coronary artery atherosclerosis may be an important factor in the pathogenesis in group
L, while thrombus formation based on ulcerative lesions without significant stenoses may be an im-
portant factor in group FD.

5. Mechanical revascularization for the groups L and S patients, and an additional thrombolytic
agent for the group FD patients are recommended as further therapy after thrombolysis.
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Fig. 1. Morphological classification of residual
coronary artery stenosis.
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Fig. 2. Examples of the three types of a residual coronary artery stenosis demonstrated by

coro- nary angiograms.
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Fig. 3. Changes in the degree of residual coronary
artery stenosis from immediately after throm-
bolysis to the chronic stage.

L=long segment; S=segmental; FD=filling de-
fect; CT=coronary thrombolysis.
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Fig. 4. An example of Ltype stenosis.
No changes in morphology or degree of a residual
stenosis are observed between acute (top) and chronic

(bottom) stages.
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Fig. 5. An example of FD type stenosis.
A filling defect image in the acute stage resolves and
the degree of residual stenosis has regressed one month

later.
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Table 1. Morphological changes of residual steno-

sis from the acute to chronic stages

Morphology in chronic stage

Morphplogy in
acute stage No Irregu-
change larity

Ringed Reocclu-
stenosis sion

L type 8 7 0 0 1
S type (18) 16 1 0 1
FD type (10) 0 9 1 0

L=long segment; S=segmental; FD=filling de-
fect ; irregularity =irregularity without significant ste-
nosis.
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Table 2. Clinical data of three groups

Sex Infarced area

Time from Total dose of

Group Number Age

Dose of uro- s
onset of AMI kinase required urokinase used

(mean) M F Anterior Inferior Lateral 7 eperfusion for reperfusion? for thromboly-
(yrs) (min) sist
L 8 59.0 8 0 6 2 0 202.5 500.0]* 891‘0]*
S 18 59.2 15 3 9 7 2 184.5] * 412.0 825.0
*
FD 10 61.2 8 2 7 3 0 257.8 480.0 645.0:,"=

L=long segment; S=segmental ; FD=filling defect.
t: unit: thousand. * p<0.05.
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Fig. 6. Change in degree of residual coronary
artery stenosis with the passage of time.

Twelve patients underwent repeated coronary an-
giography ; on the first day of admission, the second
day, the third day, and one month later. Eleven of
the 12 patients revealed S type stenosis; and one re-
vealed L-type stenosis. Eight of the 12 patients had
regression of residual coronary artery stenosis and 6 of
these 8 patients had the regression within the second
day after admission.
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Fig. 7. Change of alpha,-plasmin inhibitor after
thrombolysis.

UK =urokinase; TPA=tissue plasminogen acti-
vator ; CT =coronary thrombolysis.
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Fig. 8. Change of plasminogen activity after
thrombolysis.

UK =urokinase; TPA=tissue plasminogen acti-
vator ; CT =coronary thrombolysis.
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