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Abstract

The value of recanalization therapy in restoring risk area after acute coronary occlusion is well docu-
mented. However, some cases show poor recovery of left ventricular function regardless of early
reperfusion. This study investigated the use of ST segment re-elevation immediately after recanalization
in patients with acute myocardial infarction as a predictor of recovery of regional wall motion and risk
area.

ST segment change and regional wall motion were compared in 16 patients with [ST(+)] and 8 pa-
tients without ST segment re-elevation [ST(— )] after successful recanalization within 6 hours from onset.
ST segment re-elevation was defined as 0.2 mV or more in at least two contiguous leads immediately after
recanalization. Wall motion was measured from single-plane ventriculograms performed in the acute and
chronic (3—4 weeks later) phases in the infarct regions by the centerline method. Hypokinesis was defined
as more than —2SD/chord(c) below normal and expressed as SD/c for the severity of regional wall mo-
tion and chord number(CN) for risk area.

Time from symptom onset to recanalization did not differ between the two groups [3.8 1.2 hours for
ST(—), 3.9%0.9 hours for ST(+), not significant]. In the ST(—) group, regional wall motion improved
from —2.92£0.33 to —1.45%0.81 SD/c (p=0.0005) and risk area decreased from 29.8 +16.6 t0 9.5+
15.7 CN (p=0.005) in the acute and chronic phases, respectively. In the ST(+) group, regional wall
motion (—3.11%0.62 for acute, —2.84+0.58 SD/c for chronic, p=0.06) and risk area (33.5+17.4 for
acute, 33.4£18.6 CN for chronic, p=0.97) did not change markedly.

Improvement of regional wall motion and decrease of risk area were not common in the ST(+) group.
ST segment re-elevation after recanalization is a useful predictor of poor recovery of regional wall motion
and infarct zone.
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Table 1 Clinical baseline characteristics of study patients

Without ST With ST
segment re- segmentre-  p value
elevation elevation

No. of patients 8 16
Sex(male : female) 5:3 11:5 NS
Age (yrs) 64(58-77) 60(32-75) NS
Infarct location

Anterior 6 11 NS

Inferior 2 5
Interventions

I

CT 6 14 NS

PTCA 2 2
Time from symptom onset 38+1.2 39+09 NS

to recanalization(hrs)
Peak CK(IU/I ) 1,102+761 2,801%£939 0.0035
Time to peak CK(hrs) 13.1£3.0 109+3.5 NS
Preinfarction angina

Present 2 8 NS

Absent 6 8

ICT=intracoronary thrombolysis; PTCA = percutaneous translu-
minal coronary angioplasty; NS =not significant

Table 2 Coronary angiographic data

Without ST With ST
segmentre- segmentre-  p value
elevation elevation
Infarct related coronary artery
LAD 6 11 NS
RCA 2 5
Collateral grade (TIMI)
(before recanalization)
0 1 5
1 4 6
NS
2 2 3
3 1 2
Residual stenosis (AHA)
Acute phase
75~99% 6 11 NS
75% = 2 5
Chronic phase
75~90% 4 7 NS
5% = 4 9

Collateral grade and residual stenosis were classified according to TIMI
and AHA criteria.

TIMI=thrombolysis in myocardial infarction; AHA =the American
Heart Association; LAD=left anterior descending artery; RCA=
right coronary artery
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Fig.1 Plots of SD/chord
Acute and chronic phases were compared in patients with and
without ST segment re-elevation after recanalization.
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Fig. 2 Plots of chord number
Acute and chronic phases were compared in patients with and
without ST segment re-elevation after recanalization.
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Acute and chronic phases were compared in patients with and without ST segment re-elevation after recanalization.

EF =ejection fraction;

Table 3 Chi-square analysis of the association between ST seg-
ment re-elevation and reperfusion arrhythmias

Without ST With ST
segmentre- segmentre- p value
elevation elevation
Reperfusion arrhythmias
Present 1 12 0.003
Absent 5
Table 4 Electrocardiogram data
Without ST With ST
segment re- segmentre- p value
elevation elevation
Maximum ST segment 47147 6.7+25 <0.05
elevation (mm)
Z ST(mm) 16.3+94 219+38.1 NS
No. of leads with ST 6.21+1.6 55+1.5 NS
segment elevation before
recanalization
No. of leads with abnormal 0.8+t1.4 39+1.5 <0.001

Q wave formation

Patients with and without ST segment re-elevation after recanalization
were compared.

X ST=sum of ST segment elevation before recanalization, measured
in millimeters

H5 2D LTERTI— FEROKBEZRT. STHE
LERBETIE, M 29.8116.6 2SEMEHICIE 951157
EHEIZBL L (p=0.005), F/-&BI2"@BA L7z, ST
BLEABECTIIAM 3351174, BHEHY 33.4118.6
T, BHHr SR L0217 8% 6 B (35.3%) T

EDVI=end-diastolic volume index
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