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AHMOHEEIZK ) 5E8  Transient increase in
IR BRBER D —#% ST ST-segment  elevation

L5 immediately after reper-

fusion in acute myo-
cardial infarction

Tsutomu MIIDA

Summary

The significance of transient increase in ST-segment elevation immediately after reperfusion
in acute myocardial infarction (AMI) was assessed by 12-lead electrocardiography. The study popu-
lation consisted of 18 patients with initial anterior AMI, whose totally-occluded left anterior deszending
arteries were reperfused within 6 hours after the onset of symptoms. The ST-segment elevation was
defined as that of more than 0.2mV in the Vy lead immediately after reperfusion. Collateral circula-
tion, timing of reperfusion, CPK release, left ventricular ejection fraction and mean 9,201T] uptake
in the infarct regions were compared between patients with and without ST elevation.

Eleven patients (61%) had ST-segment elevation (0.61+0.29 mV). Well-developed collaterals
were observed in 439, of patients without ST-segment elevation (p<0.05) but not in those with ST
elevation. ST-segment elevations were accompanied by delays in timing of reperfusion (3.741.2 hrs
vs 2.5+0.9 hrs, p<0.05), higher peak CPK values (6,190+3,156 TU/I vs 3,222+2,053 TU/I, p<0.05)
and lower mean 9%,%'T1 uptake (54.2+11.4%, vs 73.9+11.39,, p<0.01).

We concluded that transient increase in ST-segment elevation immediately after reperfusion
may relate to poorly-developed collaterals and prolongation of ischemia ; i.e., severe ischemia before
reperfusion, and therefore may reflect myocardial reperfusion injuries.
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Fig. 1. Analysis of mean %?2'Tl uptake in the
interventricular septum (IVS).
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Table 1. Clinical features of patients with and
without transient increase in ST-
segment elevation immediately after
reperfusion therapy

ST elevation n(i_l)l xg;)7 va?ue

Age (yrs) 57.8+ 56.1+ NS
16.3 12.6

Male/female 9/2 6/1 NS

Number of diseased vessels NS
1 vessel 10 6

2 vessels
History of angina 7 6 NS

7. WEERICIXEEES, MR, REEE, HROED
BFAE 13213 727 - 7= (Table 1),

1. ST Ros (Fig. 2)
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Fig. 2. Changes in ST-segment elevations in V,
lead during reperfusion therapy in patients with
and without transient increase in ST-segment
elevation.
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Fig. 3. Collateral circulation in patients with
and without transient increase in ST-segment
elevation.
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Fig. 4. Comparison of time from the onset of
infarction to reperfusion between patients with
and without transient increase in ST-segment
elevation.
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Table 2. Comparison of serum CPK activity between patients with and without transient
increase in ST-segment elevation immediately after reperfusion therapy

ST elevation (+) (-) p value
Peak CPK (IU/)) 6,190+3,156 3,222+2,053 p<0.05
>CPK (IU/) 8,124+4,720 4,505+2,282 p<0.10
Time from reperfusion to peak CPK (hrs) 5.7+2.7 11.1+6.4 p<0.10

CPK =creatine phosphokinase.

RBTH o7 (p<0.05).

3. BEENY1Ivy (Fig. 4)
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Fig. 5. Comparison of left ventricular ejection

fraction (LVEF) between patients with and with-

out transient increase in ST-segment elevation.
LVEF was measured during the chronic stage.

HETHRICHEMET (p<0.05), CPK L zh¥h
8,124+4,720 1U/l, 4,505+2,282 1U/l &, ST L
ABETE WIS S - 72 (p<0.10). EBIIREBRE
oAk CPK ZBHERMIE T h € h 5.7+£2.7 R
B, 1L1+6.4m@<H Y, ST LA CEVVER
iZd -7 (p<0.10).
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Fig. 6. Comparison of mean 9%2"Tl uptake of
the interventricular septum between patients
with and without transient increase in ST-seg-
ment elevation.

The uptake was measured 4 weeks after admission
using 201'T1 stress scintigraphy.
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