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Summary

Echocardiographic findings of 11 patients with dilated cardiomyopathy (DCM) were compared
with those of 11 patient with coronary triple vessel disease, who showed extensive left ventricular
(LV) wall motion abnormalities (abnormal LV regional wall motion observed in more than six of seven
segments as classified by AHA) and a dilated LV cavity (LVEDVI: 120 mi//m? or greater), consistent
with so-called ischemic cardiomyopathy (ICM).

Short-axis two-dimensional echocardiograms of the left ventricle at the mitral valve, papillary
muscle, and apical levels were divided equally into eight segments starting from the posterior aspect of
the right side of the interventricular septum.

Non-uniformity of LV regional wall motion abnormalities was demonstrated in seven patients
(64%,) with DCM and 11 patients (100%) with ICM, and that of LV regional wall motion abnormalites
of more than two degrees was observed in one patient (9%) with DCM and nine patients (82%,) with
ICM.

LV regional wall thinning was observed in two patients (18%) with DCM and 11 patients (100%)
with ICM. Increased echo intensity of the LV regional wall was observed in only four patients with ICM.
Two patients (18%) with DCM and 11 patients (100%) with ICM had episodes of chest pain and the
former two had LV regional wall thinning, suggesting the possibility of post-myocarditis cardiomegaly.

Abnormal Q waves in the electrocardiograms were observed in 10 patients (91%) with ICM and
in two (18%,) with DCM. Exercise ECG tests were positive in nine of 11 patients with ICM, but in
none of the five DCM examined.

It was concluded that echocardiographic findings of LV regional wall motion abnormalities, in-
cluding LV regional wall thinning and non-uniformity, are useful in the differential diagnosis of DCM
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and ICM. Except for post-myocarditis cardiomegaly, the differential diagnosis in most cases with ICM
and DCM is possible by echocardiographic findings, ECG findings and episodes of chest pain.
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(MV) : MV Section
(PM) : PM Section

(AP) : AP Section

N : Normal

SH : Severe Hypo.

A Akinesis

Short Axis Image of LV

D : Dyskinesis

Fig. 1. Evaluation of segmental wall motion
in left ventricular short-axis echocardiograms at
the levels of the mitral valve, papillary muscle,
and apex.

MV =mitral valve; PM=papillary muscle; AP=
apex; S1, S2=interventricular septum; Al, A2=LV
anterior wall; L1, L2=LYV lateral wall; P1, P2=LV
posterior wall. Hypo.=hypokinesis.

DRRE, Ta—WECBELITo/k. 1 KLH
D EEEB)% normal (N), mild 7 v L moderate
hypokinesis (MH), severe hypokinesis (SH),
akinesis (A), dyskinesis (D) o 5 B¥pgiz 433 T,
TEPEAYICERME L 72 (Fig. D).

P, FeHnEx, Fisher’s exact probability
test ICX DfTieV, 5% UTOBREEZ L > TH
Bl
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Table 1 zDCM ¢ ICM #o.LEXEREFRR
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T L TEARTSHFEOHEMSERICA LT
(p<0.01) BE¥% P HIIAHEICITIERRICED, O
BBz DCM o 4 flic 0 %38 7z (p<0.05).
R BESHEFOER X DCM o 5 4], ICM o 11

ZRUREE) & IERBLUARE DR

Table 1. Electrocardiographic findings in dilat-
ed cardiomyopathy (DCM) and triple
vessel disease (T'VD) (ischemic card-
iomyopathy: ICM)

MH | Mild~Moderate Hypo.

DCM TVD (ICM)
(n=11) (n=11)
Abnormal Q wave 2 (18%) 10 (919,)***

4 (36%) 5 (45%)

Poor R wave progres-
sion (V,_g)

ST-T changes 11 (100%) 11 (100%)

Left high voltage 7 (649%)** 1 9%)
LBBB 2 (18%) 1 9%)
RBBB 2 (18%) 0

Left axis deviation 5 (45%) 3 (27%)
Abnormal P wave 3 (27%) 4 (36%)

Atrial fibrillation 4 (36%)* 0

* p<0.05, ** p<0.01, *** p<0.001.
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Table 2. Hemodynamic characteristics in DCM
and TVD (ICM)

DCM TVD (ICM)

(n=11) (n=11)
Age (yrs.) 53+10 60+11
Sex (M/F) 10/1 10/1
RVEDP (mmHg) 442 542
LVEDP (mmHg) 10+7 21+8*
CI (//min/m?) 2.5+0.4 2.7+0.6
LVEDVI (m//m?) 17160 156+44
LVESVI (ml//m?) 107 +48 109+42
EF (%) 39+7 31+11
Mean VcrF (circ/sec) 0.53+0.18 0.48+0.21

(mean+SD), * p<0.05.

RVEDP =right ventricular end-diastolic pressure;
LVEDP=left ventricular end-diastolic pressure; CI
=cardiac index; LVEDVI=left ventricular end-
diastolic volume index; LVESVI=left ventricular
end-systolic volume index; EF=ejection fraction;
Mean VcrF=mean circumferential fiber shortening
velocity.

Table 3. M-mode echocardiographic findings
in DCM and TVD (ICM)

DCM TVD (ICM)

(n=11) (n=11)
DDR (mm/sec) 79+27 80+22
IVSTh (mm) 10+2 9+2
PWTh (mm) 11+£3 9+1
LVDd (mm) 63+9 64+11
LVDs (mm) 53+10 51+12
LAD (mm) 39+11 39+7
RVDd (mm) 17+7 13+4

(mean=+SD)

DDR =diastolic descent rate of the mitral valve;
IVS Th=thickness of the interventricular septum; PW
Th=thickness of the LV posterior wall; LVDd=LV
end-diastolic dimension; LVDs=LV end-systolic di-
mension; LAD=left atrial dimension; RVDd=RV
end-diastolic dimension.

(LAD), fHefisgikdise (RVDd) #5543
LVDd, LVDs D307 8K & MR 7223,
WFhOREICOWT L FICEEEE 2k h -
7es

Fig. 2. Left ventricular short-axis echocard-
iogram at the PM level and evaluation of seg-
mental wall motion in a representative case
with DCM.
DCM =dilated cardiomyopathy; ED =end-diastole.
SH: see Fig. 1.
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Wikl = — X% R T
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— 588 —



Fig. 3. Left ventricular short-axis echocardio-
gram at the PM level and evaluation of seg-
mental wall motion in a representative case
with TVD (ICM).

TVD=triple vessel disease;
cardiomyopathy.

A, MH, SH: see Fig. 1.

ICM =ischemic
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Fig. 4. Segmental wall motion in 11 cases with DCM and 11 cases with TVD (ICM).
3% Patients with DCM who have an episode of chest pain.
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Fig. 5. Non-uniformity of regional wall motion
abnormalities in DCM and TVD (ICM).

Numbers 0-4 show difference in the grade of
asynergy (N, MH, SH, A, D); namely, difference in
the grade of asynergy in a case with regional wall
motion abnormalities of MH, SH and A is 2.

% p<0.05.
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100+ -T # ok

50
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DCM (Icm)
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Fig. 6. Incidence of segmental wall thinning in
DCM and TVD (ICM).
¥ p<0.001.
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