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Summary

Echocardiography was performed for 246 patients with hypertension. Among the 246 patients,
echocardiographic features simulating dilated cardiomyopathy (DCM) were observed in 12. These
patients had past history of hypertension and prominent left ventricular dilatation with reduced
left ventricular contractility, but no left ventricular wall thickening.

To elucidate the mechanism producing DCM-like features in patients with hypertension, the
clinical and echocardiographic findings of the 12 hypertensive patients (HT-DCM) were compared
with those of 50 hypertensive patients without dilated left ventricles and of 31 patients with DCM.

On admission, all patients with HT-DCM had congestive heart failure (CHF) without high blood
pressure and their echocardiograms revealed the abnormal findings described above. There were no
differences of the clinical and echocardiographic findings on admission between HT-DCM and DCM.

Following medical treatment, relatively early improvement of CHF was noted in all patients with
HT-DCM; the LV dimension decreased and diffuse wall motion abnormality improved steadily with
gradual elevation of blood pressure during the follow-up periods.

The LV function of most patients with HT-DCM improved markedly but never reached normal
levels. There were no significant differences the right ventricular endomyocardial biopsy findings of
between DCM and HT-DCM. It was suggested the DCM-like features in these cases are caused, not
only by hypertension, but by other factors, as well.
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Relation between LVDd and IVST+PWT in 246 patients with hypertension.

LVDd =left ventricular end-diastolic dimension; IVST =interventricular septal thickness; PWT =

posterior wall thickness; %FS=9%

fractional shortening; BP =blood pressure.
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Fig. 2. Comparison of echocardiographic parameters (LVDd, %FS and IVST+PWT)

among DCM, HT-DCM and HT.

LVDd=left ventricular end-diastolic dimension; %FS=% fractional shortening; IVST =inter-
ventricular septal thickness; PWT =posterior wall thickness; DCM =dilated cardiomyopathy; HT-
DCM =dilated hypertensive heart disease simulating DCM; HT =hypertension; NS =not significant.
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Table 1. Clinical characteristics of 12 patients with hypertensive disease simulating

c Age BP Chest XP
ase (years) Sex Hx. of HT on admission C;FR
(mmHg) (%)
1 TU 58 M 8y 130/94 Before 60
After 58
2 KK 28 M 8y 120/86 Before 63
After 48
3 MK 62 F 32y 110/70 Before 62
After 49
4 SK 43 M 3y 138/90 Before 63
After 45
5 YK 32 M Sy 130/70 Before 63
After 56
6 MS 53 M 13y 130/80 Before 75
After 65
7 AH 50 M 10y 110/68 Before 68
After 44
8 SM 43 M 8y 106/74 Before 64
After 56
9 KM 54 M 4y 120/80 Before 60
After 54
10 MY 63 F 10y 108/84 Before 71
After 58
11 SY 58 M 16y 146/90 Before 62
After 49
12 YY 51 M 8y 128/92 Before 75
After 54
49.6 M 10 123+13/82+9 Before 65.5+5.4
F 2 (Mean=+SD) After 53.0£6.1

Hx. of HT =history of hypertension; BP=blood pressure; LVDd=left ventricular end-diastolic dimension;
Ds=left ventricular end-systolic dimension; %FS=9, fractional shortening; IVST =interventricular septal thick-
ness; PWT =posterior wall thickness; LAD =left atrial dimension; AoD =aortic root diameter; M=male; F= ~

Table 2. Endomyocardial biopsy findings in — 3 . 5 44
Endomyocardial b L. —J%, HT-DCM 12 (i i
72 LVDd o, %FS o FEHE AL, X5z
DCM - HT-DCM IVST+PWT 2##fnL, DCM Rt HT oigifh
- LRBRDIRHETR L.
Myocardial cell R - .
diameter (p) 18.0+6.1 16.0+1.8 n.s. 3. omERRROKRE (Fig. 4, Table 2)
Fibrosis (%) 13.3+7.3 10.7+5.5 nus. HT-DCM n 5%, 8 flo ARIMGERITR
Perivascular fibrosis 5/22 3/8 ix, DCM 22 fi[FIkE, B CUEIER, TR
mean=+ SD or number of cases. BB DU Z D, ZOREIIRERLONS
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dilated cardiomyopathy (HT-DCM)

TEAREL LRl O # ML LR

ECG Echocardiography
Rhythm Svi+Rv; e LVDd Ds %FS IVST+PWT LAD AoD
(mV) (mm) (mm) (%) (mm) (mm) (mm)
Af 66 69 63 9 20 49 29
NSR 52 69 60 13 22 49 30
NSR 65 66 55 16 20 41 36
NSR 65 59 44 25 22 35 35
NSR 34 73 60 18 19 44 26
NSR 20 46 30 35 20 40 26
Af 62 73 61 16 17 38 31
NSR 50 58 39 34 24 39 30
NSR 66 70 57 19 22 45 36
NSR 59 63 46 27 22 34 36
Af 49 78 60 24 23 54 33
Af 55 74 53 29 26 58 33
NSR 42 77 65 15 16 46 32
NSR 30 73 58 20 19 44 33
NSR 66 72 66 8 23 34 33
NSR 66 50 29 42 27 33 33
NSR 60 70 57 19 18 44 36
NSR 50 61 42 31 24 34 36
Af 40 73 62 16 18 46 30
Af 28 62 43 31 19 40 32
NSR 54 66 54 18 24 39 34
NSR 32 53 38 28 27 37 34
NSR 25 60 55 8 20 30 30
NSR 27 54 45 17 20 30 30
52.4+14.2 70.6+5.0 59.6+4.0 15.5+4.9 20.0+2.6 42.5+6.6 32.2+3.1
44.5+16.1 60.2+8.8 43.9+9.7 27.7+8.1 22.7+2.9 39.4+7.8 32.3+2.9

female; Af=atrial fibrillation; NSR=normal sinus rhythm; before=before treatment; after=after treatment;

mean+S.D.=mean +standard deviation.

M otedt, DFEERUHEHELRIE DCM gL
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Fig. 3. Comparison of echocardiographic
parameters (LVDd, %FS and IVST+PWT) be-
fore and after treatment among DCM, HTDCM
and HT.

LVDd=left ventricular end-diastolic dimension;
%FS=9, fractional shortening; IVST =interventri-
cular septal thickness; PW'T =posterior wall thickness;
DCM=dilated cardiomyopathy; HT-DCM =dilated

hypertensive heart disease simulating DCM; HT =

hypertension.
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Fig. 4. Comparison of endomyocardial biopsy
findings between DCM and HT-DCM.
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Fig. 5. Chest radiograph and electrocardiogram on admission in case 4.
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Fig. 6. Chest radiograph and electrocardiogram after one year treatment in Case 4.
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Fig. 7. M-mode echocardiograms on admission and after one year treatment in Case 4.
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Fig. 8. Two-dimensional echocardiograms on admission and after treatment in Case 4.
Solid line : diastole ; dotted line : systole.
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Fig. 9. Endomyocardial biopsy findings from the right ventricular wall in Case 4.
Endomyocardial biopsy specimen obtained from the right ventricle revealed increased interstitial

fibrosis (12% by the point-counting method) and hypertrophy of the myocardial cells (mean cell

diameter 19.4 /).
Left: Hematoxylin-Eosin stain: mean fiber size is 19.4 ;2. Right: Azan stain: interstitial fibrosis is

shown. The %, fibrosis measured by the point-counting method is 129,.
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