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Summary

Although the prognosis of dilated cardiomyopathy (DCM) is poor, some patients occasionally fol-
low favorable clinical courses and have significant improvement in cardiac function. To elucidate the
mechanism of such improvement, we compared the clinical and pathological findings of 54 cases with
DCM, including 12 cases with significant improvement (Dd <55 mm, %FS>22%,) during two years’
follow-up (improved group), 26 without significant improvement (unimproved group), and 16 who
died within two years (deceased group).

Percent fractional shortening (%FS) in the deceased group was less than that in the unimproved
group (12.4+3.9 vs 17.2+6.2, p<0.01). Pulmonary capillary pressure (PC) and % fibrosis in the
deceased group were greater than those in the unimproved group [(22.7£9.5 vs 11.4+4.2 mmHg,
p<0.001), (21.7+9.9 vs 13.4+3.6, p<0.01)], respectively. Although Dd, Ds, %FS, end-diastolic
wall thickness (Thd), and PC in the improved group were not different from those in the unimproved
group. End-systolic wall stress (WSes) in the improved group was greater than that in the unimproved
group (376 +73 vs 319460 g/cm?, p<0.02), but % fibrosis was less in the improved group (7.6+3.4 vs
13.4+3.6, p<0.01).

Evaluated by force-velocity (WSes-mVcf) relation, cases in the improved group were located to
the right of the cases in the unimproved group (Fig. 5), whereas cases in the deceased group were
below the cases in the unimproved group (Fig. 6).

It is suggested that cardiac function in the improved group is depressed due to larger afterload,
which is improved by unloading therapy, whereas cardiac function in the deceased group is truly
depressed with more severe myocardial damage.
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Fig. 1. Comparisons of echocardiographic par-
ameters.

Dd=diastolic dimension of the left ventricle;
%FS=percent fractional shortening; Thd=end-
diastolic thickness of the left ventricular wall; WSes=
end-systolic wall stress. Group 1=improved, 2=un-
improved, 3=deceased.

Table 1. Comparisons of number, sex, age, and presumed causes among 3 groups

Group No. Female Age (yrs) HT AL MC
Improved 12 3 49.5+11.9 5 0 1
Unimproved 26 52.0+10.9 3 3 0
Deceased 16 4 44.0+11.9* 0 2 Sk

HT =hypertension ; AL =alcoholic ; MC =myocarditis.

*: p<0.05 (non-paired Student’s t-test), *¥: p<0.01 (Fisher's exact test) vs Group 2.
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Fig. 2. Comparisons of parameters obtained
from right ventricular catheterization.

PC=pulmonary capillary wedge pressure; C.I.=
cardiac index. Groups: see Fig. 1.
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Fig. 3. Comparisons of histopathological par-
ameters.

MD =diameter of myocardial cells; %fb=percent
fibrosis of myocardial cells. Groups : see Fig. 1.
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Fig. 4. Force-velocity relationship in all cases.
mVcf =mean circumferential fiber shortening ve-
locity ; WSes = end-systolic wall stress.
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Fig. 5. Force-velocity relation in the improved
group.

Real line and symbol O =improved group; dashed
line=unimproved group.

Other abbreviations as in Fig. 4.
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Fig. 6. Force-velocity relation in the deceased
group.

Symbol X =deceased group.

Other abbreviations as in Figs. 4 and 5.
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