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= Abstract=

Changes of Abnormal Q Wave Progression After Reperfusion in Patients
with Anterior Acute Myocardiac Infarction

Kim Kwon Sam, M.D., Bae Jong Hoa, M.D.
Department of Internal Medicine, Kyung Hee University Hospital

Nagao Ken, Katsuo Kanmatsuse, Nagao Kajiwara
Department of Cardiology, Surugadai Nihon University Hospital

Abnormal Q wave which suggest myocardial necrosis frequently develope after successful
reperfusion in acute myocardial infarction(AMI).

To investigate patterns of abnormal Q wave development and the significance of the
rapid progression of Q wave after reperfusion therapy, sixty patients with first attack of
anterior AMI were studied. All patients showed complete occlusion of proximal or mid
left anterior desending artery and received intracoronary thrombolysis therapy(ICT) with
urokinase. ICT was completed within 6 hours of chest pain. Fourt four patients were reperfu-
sed.

There were significant correlation between the number of leads with Q waves before
ICT(PRE-nQ) and after ICT(POST-nQ) both in patients with reperfused and failed reperfu-
sion(r=0.67, 0.96). Three patterns of abnormal Q wave progression were identified by the
first correlationship of PRE-nQ and POST-nQ.

Abnormal Q waves were rapidly progressed in 14 patients(Group I: 31.8%), regressed
in 10 patients(Group II: 22.7%) and natureally progressed in 20 patients(45.5%).

Patients in Group I had greater creatine kinease release(6133+ 2536mIU) and higher
QRS score(immidiate ICT : 7.9+ 3.0, 7th day : 8.7+ 3.0) than those of patients in Group
11(2435+ 1701mIU, 3.6+ 3.0, 4.6+ 3.3, respectively, P<<0.01, all).

A significant decreased wall motion of infarcted area was observed in Group I patients( %
area change, area 26.1+ 140%) compared with Group II patients(46.5+ 10.7%, P<<0.05).
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The followings can be concluded - Three patterns of abnormal Q wave progression were

noted after reperfusion therapy in patients with anterior AMI. Rapid progression of abnormal

Q wave may indicate accelerated ischemic injury or reperfusion injury rather than salva-

ging myocardium.

KEY WORDS : Acute myocardial infarction * Reperfusion * Abnormal Q wave.
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Fig. 1. Representive case with Q wave progression(A)
and Q wave regression(B).
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Fig. 2. Correlation between number of leads with Q
wave before thrombolysis(Pre-nQ) and after
thrombolysis(Post-nQ) in patients with failed
reperfusion. ‘
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8) ARHEA
ARZ, NAYE 2 NABFEY I¥A 5
e 242 25 §9@ Aol GATH(Table 1).

4) ICTA + ¥ nQe] W3}

ICTA 9] nQE A& 1.86% 1.66, B] A7 1.80
+1.992 §o& Ae AN ICTH IPLL 4.
7120992 B 258 St AR BAFPL L 1.
20+ 1.482 ICTH Q] 0.78] o] cH(Table 2).

5) QRS scoreg] H3}

ICTA, 2 ¥, 79359 QRS score= 3 F0] 4.6
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Fig. 3. Correlation between Pre-nQ and Post-nQ in patients with reperfused( ® :

O : Q wave regression, X : natural Q wave progression).

Table 1. Initial characteristics of patients groups

rapid Q wave progression,

Patient with
Q wave progression

Patient without
Q wave progression

Patient

not reperfused

(G1=14) (Gr=10) (Glii=16)
Age(yrs) 57.6 7.6 54.9 + 6.4 60.3 +9.9
History of angina(n) 8 5 9
Pre. ICT
Killip 1{n) 13 8 18
11(n) 1 2 3
nQ 1.86+ 1.66 1.80+ 1.99 2.56+2.19
QRS score 4.6 +3.0 3.7 +£3.0 54 +8.9
nST 5.29+1.68 5.1 +2.49 5.0 +1.46
Time interval®
First ECG(min) 198+ 139 187+ 91 214+ 97
Reperfusion{min) 265+ 87 285+ 102
Other vessel disease
1 vessel 6 6 6
2 vessel 1 0 2

*Time interval from onset of symptome
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+18.9% &9, 76.2+18.3%F &9))(Fig. 5).
7) Creatine kinase G2 ZF(3ZCK) £ FHA4
T&&
SCKE RA3Fo] 6133+2536mlIU, H|AZPF
24351 1701mIU, B|ATHF T 5613+ 2148mIUR

Table 2. Progression of abnormal Q waves(nQ)

Patients with Patients with

%,
Fd Bl EkoH(P<0.01)(Fig. 6).

8) TAATHLT

Area 50 A] BlAFFFo] 11.83+11.9% 2 u}A
A 30.3£10.7% 2 vl g Aol YAn(p<L
0.01), AYPFE 17.83+112.1%2 A3}H Y= 2
ol ATH(P<0.1). Area 6& N PF 26.1+14.0%,

progression regression
(n=14) (n=10) H A HFTL21.2+422.2% 2 H| NPT 46.5+ 10.7
Pre-nQ 1.86+ 1.66 1.80+ 1.99 %ol B3] A 3ts]o] YUTH(P<0.05). Area 4, 7,
Post-nQ 4.71%0.99 1.20+ 1.48 89 ATHEFL 3T Atolo] & Aolr} ¢l
AcH(Fig. 7).
PRE-ICT POST-ICT 7 DAY
NS NS P<0.01 NS P<0.01 P<0.01
N | NS | NS |
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Fig. 4. Changes of QRS score in patients with rapid Q wave progression(GI), regression of Q wave(GII)

and faild reperfusion(GIID).
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Fig. 5. Degree of residual stenosis after ICT and amount of urokinase in patinets group.

2CK LVEF
P<0.01 P<0.01 NS P<0.01
(miu) e— g (%) ] | p—
10000 » ® 100 R TR
L N I L ]- o
o + 1 T
5000¢ l 50 l :
i - 1

mmsnne 7] memsnorad

{ 1 ] 1 ] 1
Gl Gl Gl Gl Git  GllI

Fig. 6. Total creatine kinase activity and left ventricular ejection farction in patients group.
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Fig. 7. Comparision of regional wall motion abnormalities in patients group.
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