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In a total of 114 cases of hypertrophic cardiomyopathy (HCM), four cases were regarded to have
dilated left ventricle and congestive heart failure. History of myocardial infarction was not present,
and significant narrowing of coronary arteries was not detected in each case. The clinical manifestations
were analyzed in the light of the differentiation from postmyocarditis cardiomyopathy (PMC : three
cases) and hypertensive heart disease (HHD : five cases).

1. Representative case was a 47-year-old man with HCM, who showed congestive heart failure
developed gradually over the last 20 years. The cardiothoracic ratio increased from 579% to 649 and
high voltage of the precordial leads noted initially decreased gradually with normalization of ST-T
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changes. Meanwhile, 2 new abnormal Q wave appeared in aVL. The echocardiographic findings at
the age of 47 were asymmetric septal hypertrophy and left ventricular enlargement. Myocardial
biopsy of the right ventricle done at the same period revealed the marked progression of interstitial
fibrosis as compared with that of 15 years ago.

2. Clinical pictures demonstrated that PMC patients were younger than HCM or HHD
patients. Abnormal Q waves were observed in three cases of HCM. In the remaining one, the Q wave
was not discernible due to superimposed complete left bundle branch block. No abnormal Q waves
were observed in cases of PMC and HHD. A high voltage of the left precordial leads with marked
ST-T changes suggesting left ventricular hypertrophy was not seen in HCM with dilated left ventricle
and HHD.

3. Echocardiographically, the systolic anterior motion was absent in all cases. The left vent-
ricular posterior wall in PMC and HHD was equally hypertrophied both at the apex and base,
whereas in three of four cases of HCM, the apical region of the posterior wall was disproportionately
hypertrophied. All cases of HCM and PMC showed asymmetric septal hypertrophy, while all the
HHD cases except one showed concentric hypertrophy. In HCM, left ventricular end-diastolic
dimension and left atrial dimension were increased to 60.0+6.1 mm and 45.3+9.4 mm, respectively,
which were not different from those of PMC and HHD. Isometric relaxation time was prolonged to
100 msec or more in all cases of HCM, while in only one case of PMC it was prolonged and no
prolongation was observed in HHD.

4, Left ventricular wall motion revealed asynergy mainly at the hypertrophic apical area in
HCM and PMC, whereas asynergy was found at the hypertrophic area, which was mostly apical,
and also in the area without hypertrophy in HHD.

In conclusion, left ventricular and left atrial dilatation, asymmetric septal hypertrophy and abnormal
left ventricular wall motion are not specific for HCM with dilated left ventricle. Thus, the general
consideration of family history, clinical course and myocardial biopsy is mandatory for differen-
tiating from PMC and HHD.

Key words

Hypertrophic cardiomyopathy Asymmetric septal hypertrophy Echocardiography
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Fig. 1. Chest roentgenograms illustrating the changes during the follow-up observation
in a patient with hypertrophic cardiomyopathy.
Left: at the age of 27 years (1962); right: at the age of 47 years (1982).
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Fig. 2. Serial electrocardiograms recorded during the follow-up study in the same

patient as in Fig. 2.

Note the changes in QRS voltage, ST-T and a newly appeared Q wave in aVL.
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(1982 : 47-year-old)

Fig. 3. Echocardiograms of the same patient as in Fig. 2.
Asymmetric septal hypertrophy (IVST=15 mm, PWT=10 mm) and dilatation of the left ventricle

(LVDd=69 mm, LVDs=44 mm) are observed.
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(1982 : 47-year-old)

Fig. 4. Left ventriculograms of the same patients as in Fig. 2.

Top: end-diastole; bottom: end-systole.
Hypokinesis in segment 2 and 4, and akinesis in segment 3 are noted.

Left ventricular end-

diastolic volume index is 143 mI//M? and ejection fraction is 319.
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(1982 : 47-year-old)

Fig. 5. Coronary angiograms of the same patient as in Fig. 2.
Top: left coronary artery, bottom; right coronary artery.
No significant stenosis is observed, though the hypoplastic right coronary artery is present.
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Fig. 6. Photomicrograms of the myocardial biopsy specimen taken from the right ven-
tricular wall of the same patient as in Fig. 2.
Note fibrotic changes in the interstitial tissue.
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Fig. 7. Summary of regional wall motion observed by two-dimensional echocardio-
graphy in patients with hypertrophic cardiomyopathy (HCM), postmyocarditis cardio-
megaly (PMC) and hypertensive heart disease (HHD).

Upper panel shows a segmental analysis of left ventricular wall motion in each patient. Lower
panel shows the incidence of asynergy in each region in patients with HCM, PMC and HHD ac-

cording to the AHA Committee Report®.
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HHD <#bh3 X5 nEZMEEM EHAAR
ST.T o%fbr 45 EZEXFTRIZ, DK%
skLizzhbo HCM 4 8 X 8 HHD filci
Ao bhiehoiz.

3. M =—Fhza—HprR: BiER o IUE
#yiES (SAM) ¢ HCM, PMC, HHD ¢
L abhT, =gk HCM o 4 fid 3 428
DREFm TEE L Twik 2, PMC 31w
HHD <R & LR & TR EHE
Thol. W - gEEEER (IVST/PWT) &
HCM $ x vt PMC wiz£#l 1.3 U ETHh -
GEtFrtErhfgiEx), HHD i1 gk 1.3
UTFToRHEEKRTH->7. HCM TREER,
EERLELMALT W 2 28, #AREE PMC,
HHD i ~RERI DT, EXEOSRITRY
(IRT) 1 HCM <32 100 msec Ll EIZiER
LT, PMC izl floxiEs, HHD 4
TREEFIZ 22 -T2
4. BEEWREOT oIk 3EREERHO
#gg: HCM £ X vf PMC cidd Rz g,
E=RED IR KR ¢ asynergy A358» bhiz. HHD
T HORE TR b ESREE I asynergy 23E8» bh
73, JBRDRWERAL TS asynergy &R EEH)
Kol

PUEknz&< PMC sXxvt HHD ¢y £k -
EEofKA, ASH, E£=EEm asynergy #3895
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JIFE, #RE, B, &

BIRHY, SEIOZL X EEEKE 5 HCM
Bl DEMIES TR AP ZOK, BEEKG
DRBBER, FEREL LOLHEREOKTTHR
¥z, RT3 2R EETHBLEXZLL
Iz.
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