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Summary

To identify the evidence of presymptomatic manifestations of dilated cardiomyopathy (DCM),
we studied 30 patients with latent DCM (mean 3714 years) who satisfied the following criteria: 1)
left ventricular (V) systolic function was slightly reduced; 2) LV end-diastolic dimension (<54 mm)
and coronary arteries were normal.

The incidence of ECG abnormalities was relatively high; nonspecific ST-T changes were the
most common (909%). The incidence of grade 3 or 4 ventricular premature contractions according to
Lown’s classification on 24 hour ambulatory ECGs was 509,. Perfusion defects were observed in 839,
on the thallium-201 images. Right ventricular biopsy showed that the interstitial fibrosis was milder
(9+9%) in the study subjects than in 32 patients with DCM (1748%,) who were treated in our hospi-
tal, but there were no significant differences in the diameters of the myofibers (15+4 vs 17+4 ym)
between the 2 groups. During the follow-up study, deterioration of LV dysfunction was observed in 3
patients. One patient died suddenly.

These findings proved the importance of the early detection and characterization of latent state of
DCM.
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PEAERLOMEE (DCM) 1302 0 53R L A2
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2 ELEMETERE R 5 (latent dilated cardio-
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B) Tha. wHpoBRERE, 1) BBRERC
THEOTBIRREZRD RV, 2) 45 FRR D
EHEE, 3) LT a—RETRLE, EZIRAKHE
(LVDd) 73 55 mm ki, o0z HEE (IVST)
LEEREE PWT) ofnst 24 mm KEOEE
K - BRERDRWFIO D B, 4) BEIEER
T RFEEHRE 2RO HITHS. AR
IR O IFEREIR T [EENERERESR (%FS): 20-
29%] &R L7 96 (1 B) LRRBEOEEEBKT
rE L2 AL ) ThHs.
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RE, DARLORELET 50, MRBERIT*
S bR L.

£ 30 flic etk BRI, 24 R fhEfE S OE
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1. prxa—-EmE (Table 1)

REIEERET 2o 18 O#) » LVDd
13 51+5mm, %FS 12 26+4% Th o7 RIEHE
DEEESHE T #4 L 112 (21 1) © LVDd
49+3 mm, %FS i3 36+6% T, BEEGHRF AL
DR A S REEAS 6 4, HUEES 1041, L
KRB SHTH -7z,

2. HEHHOER (Table 2)

L BRI TG RAY ST-T £k 17 41
(57%) L@BRICED, DERATry 7icLB LR
bhs QRS EHAELIH, EEEK (SVI+
RV5.6=3.5mV) 6 5, Zdilfmfz 6 1, RE Q Ik
36, LDEMBIFABIVELAN T ey 7 14
@Eni. LEREERERE T 3 4l
(10%) oHxThHote. | Bz TRREZERKRB X
CLEMEN A, 11 B T AR S S VWEM &
B, TREETHL»REIRD R,

3. 24RO BE (Table 3)

Lown nEEEAEE" 3 E £/2i3 4 EoLEME
oM 30 iR 15 41 (50%) IR ® b hvic. &
i 11 gl e 21 4 6 i (29%) »%<

Table 1. Echocardiographic findings

Total Group I Group II

@=30 | (=9 (=21
AOD  (mm)  30+3 | 30%2  29%3
LAD  (mm) 30+5 | 30+6 31+4
IVS (D) (mm) 9+1 | 91 9+1
PWT(D) (mm) 9+1 | 9%2 9+1
LVD(D) (mm)  49+3 | 51%5  49%3
LVD (S) (mm)  32£5 | 38+3 313
FS (%) 34x7 | 264 366

AOD=aortic root dimension; D =end-diastole;
FS=fractional shortening ; IVS =intraventricular sep-
tal thickness; LAD=left atrial dimension; LVD=
left ventricular dimension; PWT=left ventricular
posterior wall thickness; S=end-systole.

Group I=patients with decreased %FS (20-29%);
Group II=patients with diminished wall motion.
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Table 2. Electrocardiographic findings at rest

Total Group I Group II
ST-T change 17/30(57) 5/9 (56) 12/21(57)
Intraventricular block 9 (30) 3 (33 6 (29)
SV1+4+RV5.623.5mV 6 (20) 3 (33) 3 (14)
Left axis deviation (< —30°) 6 (20) 0 (0 4 (19
Abnormal Q 3 (10) 1 (11) 2 (10)
Atrial fibrillation 3 (10) 2 (22) 1 (5
Right bundle branch block 1 (3 1 (11) 0 (0

(¢ )=%.

Table 3. Ventricular arrhythmias (Holter monitoring)

Lown’s grade Total Group 1 Group 1I
4B (ventricular tachycardia) 6/30(20) 0/9( 0) 6/21(29)
4A (paired) 6 (20) 3 (33) 3 (14)
3 (multiformed) 3 (10) 3 (33) 0 (0
2 (=30/hr) 3 (10) 0 (0 3 (14)
1 (<30/hr) 4 (13) 1 (11) 3 (14)
0 (none) 8 (27) 2 (22) 6 (29)

( )=%.

IZEBD BEmEED - T-. Table 4. Thallium-201 scintigraphic findings

4. REBE TI-201 (0852 v F 4S54 (Table 4)

BT RIEE 2561 (83%) iciBw . KRIBERALIZ
DEPREH HRieE 114G, #%UEE 75, LREIC
RFBOH, EbVIAF—v1fTHoT. 1 B
Tk 6/9 (67%) ICHEMKRIBEFRD, T OEILITL
EPhE, BikE, DREBREP o7 iz 1 #HT
i 19/21 (90%) i #EFR RIB % 5B, ZonHix 1
BLERLRDLEPRE, AiEE, DIERITH X HIEE,
HEEC O RIEAHBE L. 20 5 bRIBENL & B
EERE AL AS—B LI EFE 8 4 (38%) D AT
bote. Eic, BE»LPEEDOMIEMEME 7
B (23%) iz38d 7-.

5. miFEaeisi= (Table 5)

FHSREAE (PWP) 133¢# 8+3 mmHg, .
{%¥ (cardiac index) i 3.5+0.8 I[/min/m? L IE%
HWAZTR Lz, EEEE X VRO ESIERN
#5f (LVEDVI) 13 87+19ml/m?, FE=REEHR

at rest
Total Group I Group II
(n=30) ; (n=9) (n=21)
Perfusion defect
Septum-anterior 11(37) 4(44) 7(33)
Lateral-posterior ~ 7(23) 0(0) 7(33)
Apex 6(20) 2(22) 4(19)
Mottled pattern 1(3) 0( 0) 1(5)
No defect 5(17) 3(33) 2(10)
Lung uptake
Severe 0( 0) 0( 0) 0( 0)
Moderate 3(10) 0( 0) 3(14)
Mild 4(13) 2(22) 2(10)
Normal 23(77) 7(78) 16 (76)
( )=%.

(LVEF) i3 53+10% T & - 7z.
6. mmmgpans (Fig. 1)
RZEUABELFFAR 2T LS 14 flicswn
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<, DffMiERE 15+4m © DCM (17+
4 ym) L I2IERI% CdH o 7z. Point-counting ¥k &
Y sk e bR 1z 9+9% TH Y, DCM (17+
8%) I LTBETh 7. =72 11 o 2flic
BOTEEORMEILEZ RO . W50 ARIRRE
EED BRI R o7

7. % 1 (Fig. 2)

DT a—FRECT2EUE (B 4445 &
BEE LA N Ficoshit Lz, %FS 1 33
+5% X 3249% L AREThH-ok s, LVDd

Table 5. Hemodynamic data

Total Group I Group 1I

PWP (mmHg) 8+3 | 95 8+3
CI (//min/m?) 3.5+0.8 | 3.3+0.6 3.7+0.9
LVEDVI (ml/m?) 87+19 | 88+17 87421
LVEF (%) 53410 | 47+11 57+ 7

Cl=cardiac index ; LVEF =left ventricular ejection
fraction ; LVEDVI=left ventricular end-diastolic vol-
ume index ; PWP=pulmonary artery wedge pressure.

Diameter ()

i 52+5mm XY 55+8 mm ~ &FEAMEM (p<
0.1) 2w 14524, I1#7Hp 14]
DF 3 FITHEITHOEEIK - EALOEESR
IUDAREERO M (NYHA 2 5 : 24, 45
14) 2889, 2 I #E0> B 1FINEREL
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Fig. 1. Comparison of endomyocardial biopsy findings between DCM and LCM patients

(mean=+SD).

DCM =dilated cardiomyopathy; LCM =latent dilated cardiomyopathy.
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Fig. 2. Changes in the echocardiographic findings.
FS=fractional shortening; LVDd =Ileft ventricular end-diastolic dimension.

2RBCREYRD AL o7 I X HEET
X, DI 47%, FEICREERD L, ok
LDERRRHART, Vi F8<T T ks, &
VLB MRISIRE 2 Bw i (Fig. 3).

M £— Fixa—F<Tiz LVDd 48 mm, FS
429, IVST 8 mm, PWT 8 mm s EEHEETH
ST %, WIBLT 2 — iz TR LR & HhEEIC H
FTEBENBESHRE ¥ W - (Fig. 4).

e T1-201 OMF Y v F 77 AT, BikEd
bLERRICHXEERY (Fig. 5), AZEEE
BRE LOFR—BBH BT

BEREY L, EAEBIRE L b ICREREL
H§, EEERIcT LVEDVI 109 mi/m? &%
EEEHKREED N, EEBRHRIT 8% T,
INERE R h T Wiz (Fig. 6).

FIRE I AT L e AR ORIELG ER T, FH
DR 8.7+2.2 um, B{bR 1T 28% T
Hole. ALPRHREBEIRD bhihoik
(Fig. 7). :

aVF M L Ve «L\—AL/‘-

Fig. 3. Electrocardiogram of a 27-year-old
woman,

The tracing shows sinus rhythm with nonspecific
ST-segment and T-wave in leads V, g, (Figs. 3-7:
same patient).
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Fig. 4. M-mode and two-dimensional echocardiograms of a representative case.
Left ventricular dimension and fractional shortening are normal (A), but the wall motion of the
left ventricle at the apex and inferior wall is mildly reduced (B).
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Fig. 5. Thallium-201 myocardial scintigrams.
Abnormal thallium uptake is shown at the antero-

septal wall of the left ventricle.
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Fig. 7. Microscopic findings.
The myocardial fiber diameter was 8.7+2.2 ym
and the rate of fibrosis was 289,.
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Fig. 6. Left ventriculograms and coronary angiograms.
Left ventricular end-diastolic volume index is 109 m//m? and ejection fraction is 58%,. No signi-
ficant coronary stenosis is observed. ED =end-diastole ; ES =end-systole.
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