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Summary

To investigate the pathogenesis and pathophysiology of dilated cardiomyopathy (DCM), we
studied 28 patients with DCM by echocardiography and endomyocardial biopsy, and compared their
findings with those of 34 patients including eight with myocarditis, seven with alcoholics, 12 with hy-
pertensives and seven patients with hypertrophic cardiomyopathy.

All 12 patients in the hypertensive group had congestive heart failure without accompanying high
blood pressure, and prominent dilatation and uniform wall motion abnormality of the left ventricle
observed echocardiographically on admission. After medical management, both heart failure and the
echocardiographic abnormalities gradually resolved. Those in the alcoholic group had larger left ven-
tricles and uniform wall motion abnormality compared to those in the other groups. The myocarditis
and hypertrophic cardiomyopathy groups had smaller left ventricles, non-uniform wall motion and
larger %, myocardial fibrosis. Both ventricles in the hypertrophic cardiomyopathy group were thicker
than those of the other three groups. Each patient with DCM had individual echocardiographic ab-
normalities, which could be categorized as two subsets depending on the degree of left ventricular
dilatation and uniformity of the wall motion. The one was characterized by a prominently dilated left
ventricle and uniform wall motion abnormality similar to the alcoholic group, and the other had less
marked left ventricular dilatation and heterogeneous wall motion abnormality similar to the myocarditis
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group.

From these findings, it was suggested that there are common factors to specific myocardial
disease in the pathogenesis and pathophysiology of DCM, and thus, DCM might include many subsets

of different etiologies.
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Segmentation of LV wall by two-dimensional echocardiography (2DE)

Wall motion abnomality (WMA)
normal: 0, hypokinetic: 1, severe hypokinetic: 2, akinetic or dyskinetic: 3

Wall motion abnormality index (WMAI)
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Fig. 1. Study profiles.
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Fig. 2. Electrocardiographic findings (Sv,+Rv;).

CM =chronic myocarditis; AL =alcoholism; HT =
hypertension; HC =hypertrophic cardiomyopathy;
DCM =dilated cardiomyopathy.
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Fig. 3. M-mode echocardiographic findings.

LVDd=left ventricular end-diastolic dimension;
%FS =percent fractional shortening; IVST =inter-
ventricular septal thickness; PWT =posterior wall
thickness. Other abbreviations: see Fig. 2.
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Fig. 4. Two-dimensional echocardiographic

findings.

WMAI: wall motion abnormality index; NUI:
non-uniformity index. Other abbreviations: see Fig.
2.
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Fig. 5. Endomyocardial findings.
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Fig. 6. Relationship between LVDd and WMAI in DCM.
LVDd=left ventricular end-diastolic dimension; WMAI =wall motion abnormality index.
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Fig. 7. Comparison of NUI and fibrosis in four
groups simulating DCM.
NUI =non-uniformity index.
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Fig. 8. Comparison of WMAI and LVDd (left), and NUI (right upper) and fibrosis (right

lower) in DCM and related conditions.

Abbreviations: see Figs. 2, 6 and 7; DCM-II and DCM-IV: see Fig. 6.
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