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Summary

A 20-year-old woman whose echocardiograms showed a rare evolution from hypertrophic to dilated
cardiomyopathy during a nine year observation period is described.

This patient was initially diagnosed as having hypertrophic obstructive cardiomyopathy (HOCM) at
the age of 12 years. Her echocardiogram showed marked thickening of the interventricular septum (IVS)
and left ventricular posterior wall (LVPW), asymmetric septal hypertrophy (ASH) and systolic anterior
motion of the mitral valve (SAM). Chest radiography revealed a prominent left ventricular border and
a cardiothoracic ratio of 0.52. At 18 years of age she experienced onset of palpitation during the 16th
week of pregnancy. Her echocardiogram recorded in June 1980 revealed a thickened IVS and LVPW
with resolution of the SAM and of the narrow cavity.

At 20 years of age she became pregnant again and was admitted to our hospital for the third time
at 24 weeks gestation. On admission her blood pressure was 122/60 and her pulse was 56, and moist
rales were audible over both lung fields. Peripheral edema was noted. Chest radiography revealed mod-
erate cardiomegaly, a cardiothoracic ratio of 0.66, and congestion of the pulmonary vasculature. An
echocardiogram showed thinning of the IVS and LVPW with hypokinesis and dilatation of the cavity
compatible with dilated cardiomyopathy (DCM). She delivered a boy on July 15th 1982 at 32 weeks
gestation following which she developed marked congestive heart failure. She expired one month later.
A chest radiograph made one day before death revealed marked cardiomegaly, a cardiothoracic ratio of
0.76, prominent pulmonary vasculature and a pleural effusion. Autopsy was refused ; therefore the
terminal DCM-like features were not clarified pathologically. However, the slow progression from
HOCM to HCM during eight years and then rapid progression from HCM to DCM during four months
was most imporessive.
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Fig. 1. Chest radiographs made at the age of 13 years (1975) (A), 16 years (1978) (B), 17
years (1978) (C) and 20 years (July, 1982) (D).
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Fig. 2. Left ventriculograms made at the age of 13 years (1975).
Left panel shows end-diastolic and right panel shows end-systolic left ventriculograms. Note marked
thickening of the left ventricular wall.

Fig. 3. M-mode echocardiogram taken at the age of 13 years (1975).
Marked thickening of the interventricular septum and left interventricular posterior wall and
systolic anterior motion of the mitral leaflet are present.
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Fig. 4. Electrocardiograms.

Upper panel is recorded at the age of 13 years. Middle panel at the age of 18 years and lower panel
at the age of 20 years. Note a tendency of the decreasing voltage of the QRS waves and widening and
notching of the QRS complexes.

HCM M s oK I & ) DR A& & Y,
DCM ¥Ff R 2+ 2 AR E 2 bh 5. i,
HCM »3k#ic guRlfy DCM (T e B4 %95
BEALBTLIEf BN LiIT LI HRE S h Tw
5%~19, DCM #FTR %%+ % HCM cdt@mL
TR B 2RI R, DERREE PO
L LIcJEL D D R E O IR O BE3E, i & #
HelbThY, zh b iEx@EHE o HCM B L o
DCM TR & h 2 HAEEOfHE L & B0, R
ﬁ"J’C“Kbé“’)-

ok Hic DCM TR 224 513 LT
IWHERA % 272+ 0, HCM 12l 2 O0MHE
Wa Ll bTFERM WAL, b ED O
BEPDHEEICKZATHS X5 RSP HES
n5. B OJREE U O P/NILE O ST Rk

Z280  F 7o 3 HERERY 2 X 2 4\, subclinical 71y
A VAL RS OEPF, toxic agent, fRHRF
BmENBZEZLND.

LalFx ORRER L TOERNE, 2 B oiliR, HE
FfE L LT, HCM 2 hnysmiii ofas <
DCM iR &2+ R~ & 2ic #EB L TR
v, HCM 225 DCM ~o#fT & {2+ 5K+
2% 25 ETCRBICEAELIfILEZLNS.

TEHAEFE T d - 72 & Db B IERERNC, IEIR%
s B 3R W h o TIREARE DL AR Z Ol
DUMERASHERL L T < % % BB 1%, peripartum
cardiomyopathy, postpartal cardiomyopathy (3
PEVEOEE, AR DIE) & O A4 TR CTIE i,
WL POEE ST WS, Loy UEERRIE LM 23
I IR FIEREFF I X BT LTOR BB T d %

— 393 —



N4, 4l FHeA

394



HER > B LR ~HEIRE L 72 PAZEMENE KRB iE

— 395 —



Nan, S, FHea

..... —————————— — = T S
=S
— e on z = “
3 — e —— s . - i - b e
e — e T e ——
mw_—‘ R e e e ———— =
R e \--ﬂ---\; mqm‘ -\nu.au-\.. ’\ "!x_"‘_-_.,'-.é,'ﬁ‘ o i g T )
e . : '"JWV 5.0 e el DR AT T

= \/'\~N—\‘_~«'x~ - s _/u—ié W
S }-s_\.___-f\§,:/"‘“\"'=“-~ ==

/\M\ /&w*‘_: Y = pe

B

-$\f'\L~—Nf\;~V-$\ffwhv~wﬁx/;:d\;:;\vﬂﬁxL«—

C

Fig. 5. M-mode echocardiograms.

A: Marked thickening of the interventricular septum and left ventricular wall with the narrow cavity
at the age of 18 years (1980). LVPWT =23 mm, LVDd=40 mm, EF=0.66.

B: At the age of 20 years (March, 1982). LVPWT =23 mm, LVDd =40 mm, EF =0.40.

C: At the age of 20 years (July, 1982).

The patient died a month later because of congestive heart failure. LVPWT =15 mm, LVDd=
65 mm, EF=0.21.
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Fig. 6. Chest roentgenogram taken at the age
of 20 years (August, 1982).
Marked cardiomegaly with bilateral pleural effu-

sion are present.
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