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Abstract

The significance of the time course of ST segment elevation just after reperfusion therapy for acute
myocardial infarction was investigated in 25 consecutive patients with acute myocardial infarction and ST
elevation. The most elevated ST lead from the standard electrocardiogram on admission was continuously
monitored as the ST trend for 72 hr including during the reperfusion procedure. The culprit artery was
totally occluded and reperfused without flow delay. Left ventriculograms were obtained after reperfusion
and 3—4 weeks later. The most elevated ST level before reperfusion was measured as the maximal level
and the ST level 30 min after reperfusion as the reperfused level. The patients were divided into 2 groups,
group ST = 50% (n = 12) with a decrease of less than 50% of the maximal ST level and group ST < 50%
(n=13) with a decrease of 50% or over 50%. Regional left ventricular wall motion of infarct site, end-
diastolic left ventricular volume and ejection fraction were compared between the acute and chronic phase
left ventriculograms in each group.

In group ST = 50%, no significant change was detected in both regional and global ejection fraction,
whereas end-diastolic left ventricular volume enlarged significantly in the chronic phase (acute 80 =
25ml/m? to chronic 95 £ 17mi/m?, p < 0.01). In group ST < 50%, regional and global ejection fraction
both improved significantly (SD/chord: acute —2.2 % 1.5 to chronic —1.4 & 0.4, p < 0.001; ejection frac-
tion: acute 50 + 14% to chronic 57 % 13%, p < 0.01) but end-diastolic left ventricular volume remained
the same in the chronic phase. The peak creatine kinase level and the frequency of ST re-elevation at reper-
fusion were significantly higher in group ST > 50% than in group ST < 50% (creatine kinase: group
ST > 50% 5,496 +2,2191U/1, group ST < 50% 1,913 = 1,1801U/1, p < 0.0001 ; ST re-elevation: group
ST > 50% 83%, group ST < 50% 38%, p < 0.05), although the time from onset of myocardial infarction
to reperfusion, the maximal ST level, the degree of collateral development, and the frequency of pre-
infarction angina were not different between the 2 groups.

Rapid resolution of ST elevation after reperfusion is a useful marker of the improvement of left ventricu-
lar function in acute myocardial infarction.
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Fig.1 ST trend in a patient with ST = 50%

The maximal (max) ST level before reperfusion was 8.7 mm, and the ST level 30 min after reperfusion was
5.5mm. The ST level decreased to less than 50% of the maximal ST level before reperfusion.
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Fig. 2 ST trend in a patient with ST < 50%

The maximal (max) ST level before reperfusion was 6.4 mm, and the ST level 30 min after reperfusion was
2.1 mm. The ST level decreased to more than 50% of the maximal ST level before reperfusion.
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Table1 Baseline clinical characteristics

Table2 Coronary angiographic data

Group ST=>50% Group ST<50%

Group ST>50% Group ST<50%

(n=12) (n=13) (n=12) (n=13)
Sex (male/female) 10/2 112 Infarct-related vessel
Age (yr) 57x13 63+12 Left anterior descending coronary artery 7 6
Infarct location Right coronary artery 5 7

Anterior 7 6 Grading of collateral before reperfusion

Inferior 5 7 Rentrop =2 4 4
Killip 1 12 13 Rentrop<2 8 9
Previous myocardial infarction 0 2 Residual stenosis
Preinfarction angina 3 4 Acute phase (%) 31+9 30+12
Coronary risk factor Chronic phase (%) 36£11 31+24

Smoking 10 8 Continuous values are mean=®SD.

Diabetes mellitus 3

Hyperlipidemia 7 6

Hypertension 4
Intervention £ %

ICT 1 2 . . . /

Stenting 0 2 5513, LNOLHRBEMEGH S L SN TVRBDS,
Time from symptom onset 6.6£32 19427 EBRIIIHERPLHBEERE» SR TH->TH,
Pe;f;;a?;‘;;?‘w"(hf) il 1oLt Lise IRATRID 5 N1\ EI ERREE L TR ER

’ _ &y b bt ] § ..- - — 2 3 7&
Maximal ST elevation level + 4 DLEFDDY, flx DEFI LY —HTL\. RE,
before reperfusion (mm) 5.0+3.1 42£26 Eég‘(}ilﬁ ‘: J: Z) ‘L‘ﬁﬁ%&%@*gg k L T’L‘% o ]\ ? A
ST re-elevation at reperfusion  10** 5 PLa—-RERLHY v F 757714 —BERTHDH L
Treatment after reperfusion REINTVEIY, B LEELHY, TC

ACE inhibit 4 4 = v ) s -

rwttor— DX CTHBICITA S DI TRV, ST b L ¥ Fitg

Calcium antagonist 9 9 R e -

2-blocker o . ENRSE |SHINTC &, MBICEBRTE BRASD D,

Continuous values are mean=+ SD.

*p<0.0001, **p<0.05.

ICT=intracoronary thrombolysis; POBA =plain old balloon
angioplasty ; CK =creatine kinase ; ACE =angiotensin
converting enzyme.
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Fig.3 Comparison of left ventricular wall motion score index (SD/chord)between the acute and
chronic phases in each group
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Fig. 4 Comparison of end-diastolic volume index between the acute and chronic phases in each

group
EDVI = end-diastolic volume index.
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Fig. 5 Comparison of ejection fraction between the acute and chronic phases in each group

EF = ejection fraction.
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