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Summary

This study was made to evaluate the usefulness of various non-invasive methods such as
electrocardiography, echocardiography and 2'T1 myocardial scintigraphy in the differential diagnosis
of idiopathic congestive cardiomyopathy (CCM) and ischemic heart disease (IHD). Eighteen cases
with CCM and 9 cases with THD were subjected. For this study patients with IHD showing dilated
cavity (LVDd over 66 mm) and diffuse hypokinesis of the left ventricle in the echocardiogram were
selected. For echocardiographic study, cross-sectional sector-scan instrument, Toshiba SSH-11A was
used, and 2°'T1 myocardial scintigraphy was performed using Toshiba jumbo gamma camera GCA-
401. Cardiothoracic ratio of CCM and IHD were 59.6+6.3% and 58.3+6.3% in average, respec-
tively.

In CCM, mean LVDd was 76.0+5.6 mm and mean LVDs was 63.4+7.3 mm. In IHD, mean
LVDd was 74.7+8.1 mm and mean LVDs was 63.2+4.6 mm.

Both cardiothoracic ratios and echocardiographic findings showed no difference between CCM
and IHD.

Incidence of an abnormal Q wave in ECG was higher in IHD (2.72 leads per a case) than that in
CCM (1.33 leads per a case). An abnormal Q wave in aVL was frequently (28%) observed in CCM
but none in IHD. However, these ECG findings did not seem to be contributory to the differential
diagnosis.

Myocardial scintigraphic study revealed that 10 of 18 cases with CCM showed no perfusion defect
or sparse uptake and others showed small and isolated defect in the apex or postero-lateral wall of
the left ventricle, while 7 of 9 cases with IHD showed large perfusion defect over 15% in the anterior
and inferior areas. However, small localized defects less than 149 in the apex were observed in both
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groups, 5 cases (27.8%) with CCM, and 2 cases (22.2%) with IHD, suggesting limitation of this meth-

od for the differential diagnosis.
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Fig. 1. Echocardiograms of a case with congestive cardiomyopathy (CCM).
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Long-axis views Short-axis views

Fig. 2. Echocardiograms of a case with old subendocardial myocardial infarction.
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Table 1. Subjects with congestive cardiomyopathy
CaseNo. Name Sex Age CTR(%) LVDd(mm) LVDsimm) %FS(%) LAD(mm)
1 1.0. M 54 73 90 84 7 50
2 MK, M 45 59 77 60 22 36
3 M.M. M 25 61 79 74 6 43
4 K.M. F 62 58 73 60 18 44
5 0.A. M 50 54 71 59 17 43
6 M.S. M 43 56 84 71 15 46
7 S.M. M 48 61 69 60 13 44
8 K. K. M 42 52 7 60 15 43
9 1A M 51 71 79 5S4 32 60
10 M.K. M 54 59 73 63 14 39
11 U.H. M 44 62 81 71 12 47
12 K. 1. F 26 61 78 64 18 52
13 0.7T. M 40 65 70 58 17 42
14 MT. M 44 60 77 64 17 69
15 U.M. F 16 59 74 63 15 37
16 H. K. M 44 53 74 60 19 47
17. Y. T. M 48 55 79 57 28 41
18 S.J. M 56 63 69 59 14 43

Mean=S.D. 44 211 506263 760s56 634273 166:63 459:80

CTR =cardiothoracic ratio; LVDd=enddiastolic left ventricular dimension; LVDs=endsystolic
left ventricular dimension; %FS=9 fractional shortening [(LVDd—LVDs)/LVDdx100%]; LAD=

left atrial dimension.

Table 2. Subjects with ischemic heart disease

Case No. Name Sex Age previousMl. CAD. CTR(%) LVDdemmLVDsimm) %FS(%) LADGnm)
1 KZ. M 64 +  RCALADLX 53 76 64 16 37
2 AS. F 50 + 60 81 57 30 34
3 uy. M 46 +  ROALANCX 53 66 60 9 45
4 1.Z. M 52 + 47 86 64 26 50
5 KM. M 69 - 68 69 66 4 45
6 TS. M 54 - LAD 60 74 67 9 49
7 0K. M 47 + 63 86 71 17 46
8 SS. M 68 + 60 68 63 7 46
9 FT. M 72 - 61 66 57 4 46

Mean*S,D. 58 410 583163 7281 63246 147:87 442353

MI=myocardial infarction; CAD =coronary artery disease; RCA =right coronary artery; LAD=

left anterior descending coronary artery; LCX=left circumflex coronary artery.
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Fig. 3. Comparison of cardiothoracic ratio and echocardiographic findings between con-
gestive cardiomyopathy (CCM) and ischemic heart disease (IHD).
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Fig. 4. Incidence of an abnormal Q wave in ECG observed in congestive cardiomyopathy
(upper) and ischemic heart disease (lower).
Shaded part indicates the ECG leads showing abnormal Q waves in each case.
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Fig. 5. 2Tl myocardial scintigram and ECG
of a case with congestive cardiomyopathy.
The scintigram shows no defect.
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Fig. 6. 2'Tl myocardial scintigram and ECG of a case with congestive cardiomyopathy.
The scintigram shows small defect (139%) at the postero-lateral wall of the left ventricle as indicated

by an arrow.
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Fig. 7. *'T1 myocardial scintigram and ECG of a case with congestive cardiomyopathy.
The scintigram shows sparse uptake of 2°'T1 and small defect at the posterolateral wall of the left

ventricle as indicated by arrow.
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ventricle as indicated by arrows.
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Fig. 8. 2°'T]1 myocardial scintigram and ECG of a case with old myocardlal infarction.
The scintigram shows large defects at the apex, antero-septal and inferior walls of the left
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Fig. 9. 2Tl myocardial scintigram and ECG of a case with old myocardial infarction

in the subendcardial layer of the apex.

The scintigram shows small defect (159%) at the apex as indicated by small arrows.
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Fig. 10. Location and size of perfusion defect of the *'T1 myocardial scintigram in cases
with congestive cardiomyopathy (closed circle) and ischemic heart disease (open circle).
Large perfusion defect over several segments in a same case is connected by a line.
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