Journal of Cardiology 21: 251-261, 1991

EE R MR A HEE%E  Residual stenosis after
FEER 2 O G PR ) 7B ok intracoronary thrombo-

lysis: Its clinical signifi-
cance

RE #HZz Hiroyuki DAIDA

i Bz Hiroyuki SATO

BA  HiE Junshi TAKAYA
wH FE= Hidehiko SAKURAI
HE/\YHER Yasuro NAKATA

iifn| T Hiroshi YAMAGUCHI

Summary

The effects of residual stenosis after intracoronary thrombolysis (ICT) on the hospital course
and on left ventricular function were investigated in 94 patients with acute myocardial infarction.
The in-patient hospital events including death, post-infarction angina, and re-infarction occurred in 6
of 24 (25%) patients with 100-999, residual stenosis (Group I), 18 of 55 (32.79%,) patients with 95-
90% stenosis (Group II) and one of 15 (7%,) patients with 75%, or less stenosis (Group III), suggest-
ing that the presence of severe residual stenosis could be associated with the occurrence of in-patient
hospital events. However, re-infarction occurred in only 3.6% of Group II patients. In an analysis
of left ventricular function, global and regional wall motion was significantly improved in this group
of patients, compared with patients who had no reperfusion (Group I). What is more, the degree of
the improvement in wall motion in Group II, despite the severe stenosis, was the same as that in
Group IIT with 759, or less stenosis.

It was concluded that further intervention following thrombolysis may not be necessarily required

for patients who underwent reperfusion without filling delay, even if the residual stenosis is greater
than 909%,.
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Fig. 1. Center-line method of wall motion
analysis (quoted from Sheehan et al?).

A: The center-line is constructed midway between
the end-diastolic and end-systolic endocardial con-
tours. Motion is measured along 100 chords drawn
perpendicular to the center-line.

B: Motion at each chord is normalized by the end-
diastolic perimeter length and plotted in units of SD
from the normal mean.
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Table 1. Characteristics of 94 patients treated
with intracoronary thrombolysis (ICT)

Groups I I 111
Patients (N) 24 55 15
Age (yrs) 56+11 59+8* 50+8*
Gender (% male) 92 84 87

Time to reperfusion (hrs) — 4.6x+3.1 3.7+1.1

Infarct-related artery

LAD 13 24 10

LCX 4 12

RCA 7 19 5
Multi-vessel disease

(%) - 46 58 33

LAD=left anterior descending coronary artery;
LCX=left circumflex coronary artery; RCA =right
coronary artery.

* p<0.01.

Table 2. Subjects for analysis of LV function

Groups I 1I III1
Patients (N) 6 12 5
Age (yrs) 57+9 57+10* 454+6*
Gender (% male) 83 83 90
Time to reperfusion _ 4.442.6 3.240.7

(hrs)
Collaterals (%) 50 58 60
Multi-vessel disease
17 42
(%) 0
Collaterals=collateral circulation to the infarct
artery.
* p<0.05.

W 2BESHI b 15 20%, 2847 5 5 4]
10.6%, 3 BEICIZEED R do 7z

@M oM ATE RN 1 B4 41 (16.7%), 28
22451 (40%), 3B 241 (13%) THh o re.

Fig. 2 \oR3Z &<, B, BEE, HESR
DEDREZBRFREERICKRDbT L, Thbo
BBHEFIIZ L AL 0% Db oBERELE-
HEFITH o 7z

— 253 —



fRH, %, "\, @

No
Event Free |:|

Post- infarcti S
40 [ TR o Y
Re-infarction P2
Death -

20

25 50 75 90 95 99 100 %
residual stenosis

Fig. 2. Incidence of in-hospital events in pa-
tients who underwent ICT.

The incidence of in-hospital events is correlated
with the grade of residual stenosis.

Figs. 2~9: ICT =intracoronary thrombolysis.
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Table 3. Clinical courses in hospital

Group I: n=24 Group II: n=55 Group III: n=15
(%) (%) (%)

In-hospital events 6 (25.0) 18 (32.7) 1 (6.7)

In-hospital death 3 (12.5) 2 (3.6) 0

Re-infarction 1 (4.2 2 (3.6) 0

Post-infarction angina 3 (12.5) 16 (29.1) 1(6.7)
Asymptomatic occlusion 1/5 (20.0) 5/47 (10.6) 0/13
Revascularization 4 (16.7) 22 (40.0) 2 (13.3)

Asymptomatic occlusion=incidence of aymptomatic occlusion in patients who underwent CAG.

n=number of patients.
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Fig. 3. Left ventricular ejection fraction at the time of ICT and repeat coronary arterio-
graphy (CAG).
Patients in Group II showed significant improvement in the left ventricular ejection fraction at
repeat CAG.
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Fig. 4. Circumferential extent of motion abnormality at the time of ICT and repeat CAG.
Patients in Group Il showed significant improvement in the circumferential extent of motion
abnormality at repeat CAG.
21 Group I 2 Group I 2 Group I
1 “ 11 11
0 0 0
/ %/
3 -1 3 -] 3 -
2l — -2 7 2l
-3 -3 -3
- 4" -4 / -4
5 p < 0.05
ICT repeat CAG ICT repeat CAG ICT repeat CAG

Fig. 5. Mean motion abnormality in the anterior region at the time of ICT and repeat CAG.
Patients in Group II showed significant improvement in mean motion abnormality in the anterior

region at repeat CAG.
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Fig. 6. Mean motion abnormality in the anterolateral region at the time of ICT and repeat
G.
C‘:’atients in Group III showed significant improvement in mean motion abnormality in the antero-
lateral region at repeat CAG.
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Fig. 7.

Mean motion abnormality in the apical region at the time of ICT and repeat CAG.

Patients in Group II showed significant improvement in mean motion abnormality in the apical

region at repeat CAG.
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Fig. 8. Changes in global LV function between the time of ICT and repeat CAG.
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Fig. 9. Comparison of regional wall motion between the time of ICT and repeat CAG.
4 mean motion abnormality in the apical region in Group II is significantly higher than that in

Group I.
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