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Summary

In view of the increased prevalence of so-called *ischemic cardiomyopathy ” (Burch) in Japan,
we attempted to clarify the clinical manifestations of this condition and to investigate the medical
treatment in comparison with the surgical therapy.

Eighteen patients (17 males and one female) were identified as having ‘“ischemic cardiomyo-
pathy ” according to the following criteria: These include (i) an ejection fraction of 309 or less with
asynergy on all segments of AHA classification, (ii) significant coronay stenosis (75% or more) of one
or more major coronary branches, and (iii) no other coexisting lesion, such as primary valvular disease
or congenital heart disease. In the history, distinct myocardial infarction or angina pectoris was ob-
served in 10 cases (56%), and in the remaining eight cases (44%) only symptoms of cardiac failure was
shown. On the ECG, all cases showed pathologic Q waves. Moreover, 10 cases (56%) of these had Q
waves in five leads or more. Cardiomegaly on the chest X-ray film (CTR >609%,) was evident in 10 cases
and that on echocardiogram (LVDd>60 mm) in 16 cases. Physical examinations demonstrated gallop
sounds in 89% and a B-B’ step formation on echocardiograms in 509%. The LVEDP was greater than
12 mmHg in 13 cases, and the systolic pressure of the pulmonary artery was higher than 35 mmHg
in 13 cases. On the other hand, the reduced cardiac index (<2.21/min/M2) was observed in only one
case. Selective CAG revealed multiple vessel disease in 78%. Ten of the 18 cases had mitral regurgita-
tion demonstrated by left ventriculography.

Of the 18 cases with ‘““ischemic cardiomyophathy ", 12 were managed medically and six under-
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went A-C bypass operation. Only two of the 12 medically treated patients showed the improvement
in the NYHA functional class, six showed no change and the remainder four (33%) had sudden death.
Whereas there was one death in the surgical group. All the other five patients showed the remarkable
improvement in the cardiac function.

Our observations demonstrated that noninvasive examinations can not distinguish ‘“‘ischemic
cardiomyopathy ”’ from dilated cardiomyopathy, and invasive examinations are indispensable for the
final diagnosis and the adequate therapy. Moreover, it was suggested that patients with ““ischemic

cardiomyopathy > may obtain a good symptomatic improvement by A-C bypass operation.
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Fig. 1. Representative example of *“ischemic cardiomyopathy ” (38-year-old man).
The coronary arteriograms show four vessels disease with left main trunk stenosis, and the ejection

fraction is 0.20.
A: left coronary artery; B: right coronary artery; C and D: left ventriculograms of end-diastole

and end-systale, respectively.
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Table 1. Clinical features of 18 patients with “ischemic cardiomyopathy *’

Case Age Sex E.F. CAG gisltﬁ% Therapy Prognosis
Pre. After

1. N.Y. 38 M 0.20 3 vessels+LMT (=) A-C III -1

2. LT. 60 M 0.30 2 vessels (+) Med. IIT — 111

3. T.S. 50 M 0.29 1 vessel (+) Med. II —»1II

4. H.I. 60 M 0.30 3 vessels (=) Med. III — Death

5. H.T. 36 M 0.22 3 vessels (+) A-C IV - 11

6. K.U. 71 M 0.10 3 vessels+LMT (=) Med. IV — III

7. K.K. 49 M 0.29 1 vessel (+) Med. III — III

8. F.Y. 53 M 0.30 3 vessels+ LMT (+) A-C IV -1

9. S.S. 51 M 0.30 3 vessels (=) Med. IIT > II
10. A.S. 35 M 0.28 1 vessel (+) Med. II — Death
11. N.Y. 59 M 0.29 3 vessels+LMT (+) Med. IV — Death
12. M.F. 52 M 0.25 3 vessels+LMT (=) Med. IV — Death
13. F.K. 66 F 0.22 3 vessels (=) Med. IIT — III
14. M.T. 44 M 0.30 1 vessel (+) Med. II —1II
15. K.T. 70 M 0.26 3 vessels (+) A-C IIT — Death
16. O.S. 47 M 0.30 2 vessels (+) Med. III — III
17. M.T. 49 M 0.10 3 vessels (=) A-C IIIr—-1
18. M.R. 69 M 0.25 3 vessels (=) A-C III - II

E.F.=ejection fraction; CAG=coronary arteriograms; LM T =left main trunk disease; A-C=A-C bypass opera-
tion; Med.=medical treatment; I-IV=NYHA functional class; IHD =ischemic heart disease.
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Table 2. Clinical, laboratory and cineangio-
graphic findings

No. of case %

History

Myocardial infarction 10 56

Heart failure 8 44
Auscultation

Atrial gallop 4 22

Ventricular gallop 3 17

Quadruple rhythm 9 50
Echocardiogram

B-B’ step formation 9 50
CAG and LVG

3 vessel +LMT stenosis 5 28

3 vessel stenosis 7 39

2 vessel stenosis 2 11

1 vessel stenosis 4 22

Mitral insufficiency 10 56

LMT =left main trunk; CAG=coronary arterio-
gram ; LVG=left ventriculograms.
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Fig. 2. Electrocardiographic leads showing the
pathologic Q waves.

The shaded area indicates the leads showing the
pathologic Q waves. All cases show the pathologic
Q waves, and 56% of all cases have Q waves in 5 leads
or more,
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Fig. 3. Incidence of cardiomegaly on the
echocardiogram or chest X ray film.

Cardiomegaly with LVDd>60 mm or CTR>55
9% is present in 16 cases.

LVDd=left ventricular end-diastolic dimension;
CTR=cardio-thoracic ratio.
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Fig. 4. Hemodynamic parameters.
LVEDP>12 mmHg is observed in 729% and PAS
>35mmHg in 719%, while only one case shows
reduced CI.
LVEDP=left ventricular end-diastolic pressure;
PAS =systolic pressure of the pulmonary artery;
Cl=cardiac index.
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Fig. 5. Prognosis of the patients with * ischemic
cardiomyopathy ” in medical and surgical
groups.

Left side boxes shows the NYHA functional class
before therapy and right side ones after therapy.
The NYHA functional class is indicated by the Roman
numerals I-IV, and i indicates dead patients. Four
of 12 medically treated patients had sudden death,
while five of six surgically treated patients showed the
remarkable improvement in the cardiac function.
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Fig. 6. Changes of the noninvasive and invasive parameters before and after A-C bypass

operation.

pre=preoperative; post=postoperative. Other abbreviations: see Figs. 3 and 4.
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