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Summary

A 63-year-old woman was admitted to the coronary care unit of Hyogo College of Medicine be-
cause of cardiogenic shock. She previously had been hospitalized in the Gynecology Department for
the treatment of recurrent uterine cancer. She had poor appetite due to chemotherapy which was
given for 10 days prior to her admission. On admission, echocardiography and cardiac catheteriza-
tion revealed hypertrophic obstructive cardiomyopathy and extensive left ventricular wall motion
abnormalities. Coronary arteriography showed no coronary artery disease. Left ventriculography as
well as echocardiography performed on the 21st post-admission day revealed that the wall motion
abnormalities had completely resolved and the systolic anterior motion of the mitral valve (SAM) was
no longer evident. The systolic pressure at the apex of the left ventricle was 200 mmHg on admission.
The increased ventricular pressure and the simultaneous resolution of the wall motion abnormality
and SAM suggest that marked obstruction of the left ventricular outflow tract is more likely to be
involved in transient ventricular wall motion abnormality rather than acute myocardial ischemia. The
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mechanism of the SAM in the present case seemed to be related to a Venturi effect which was aug-
mented by the decreased preload due to hypovolemia. In addition, papillary muscle contraction
seemed to pull the mitral valve toward the interventricular septum during systole.
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Fig. 1. Serial electrocardiograms.
Electrocardiograms obtained on admission (March 26), March 29, and April 8, 1988 are shown.
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oML 2R (Fig. 1), 2tk Ebh
7oiow, 1% 6, CCU jc#zfl L7z,

BECEIEE : 1984 48, FESiimiRinst. 1987 4,
BRI, 1987 48, T I

KGR : e+ &Rl

CCU iRl 0BE : & 163 cm, k& 37 kg.
F— 93 v 15 pg/kg/min, K7 % 3 v 15 pglkg/
min, Lz Ex 7Y v 0.5 pg/min FHRA SRR
e E i 60/60 mmHg, fRifmE 100/min, 3%
Th ol EREZTE, HE=ZMMREERC
Levine 4/6 [ o B M ICEINHES 2 JEH L 7.

ABEReiad X ARG E  ODMER 59% &, UMk
KE@b e (Fig. 2).
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¥t <, Table 1 1z77+ X 9 1z, CPK 2571U/
dl (MB 9%), LDH 513 U L #REf iz FH-0 &,
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Fig. 2. Chest radiograph on admission.

Table 1. Laboratory findings on admission

RBC 563 x10*/mm? CPK 257 1U/d!

Hb 16.1 g/dl (MB 9%)

Ht 499 BUN 38 mg/d/
PIt 34.6x10*/mm? CRN 0.98 mg/d!/
WBC 12,800 /mm? T-bil 0.8 mg/dl
TP 7.6 g/dl Na 138 mEq/!/
GOT 39KU K 4.6 mEq/!
GPT 10KU CI 98 mEq/l
LDH 513U BS 120 mEq/!

Arterial blood gas analysis:
pH 7.46, PaCO, 36.9 mmHg, PaO, 82.7 mmHg,
HCOj 26.0 mm//, BE 2.2 mm/l

FEE KBRS | &3 & EHhHR T &, O ISIE
J£ 200 mmHg, FEHEEICHER)E 78 mmHg &,
122 mmHg o Fi7E 258w 7z (Fig. 4). Z oo
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Fig. 3. Coronary arteriograms on admission.

Coronary arteriograms taken on admission revealed that both the left and right coronary arteries
were patent and had no luminal irregularities during diastole (a), but the septal branches of the left
anterior descending artery were narrowed during systole (b).
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Fig. 4. Withdrawal pressure tracing during cardiac catheterization on admission.
Left ventricular pressure curve demonstrates the gradient between the apex and the outflow tract of

the left ventricle.
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kinesis %7, {HIEFRATR I X OBROUEH
HiGES &R0z (Fig. 6a-e). &5 KBRS
DOULHEP - PAS 258 o 7z.

kXY, PASMIEKRELLIE K ZENY
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DE:EZ, BHIRAEDOEDFEHRALTWAT =
SIvERIEL, 8FRERL S b v TT )
v — LR ERNEE Lick 2 5, $3045%icix
IREEHAME X 78 mmHg X » 90mmHg < L
ALk U, Fur5/a—) 120mg/day o
BAO#fEE2TRo 1.

CCU A% Ic4 BRI Z L icllE L7z CPK o
ik, BAREBED 25710/dl 2 ©—27 & LTRE
IETL, BHOF% 12K EFRANCHE
L.

DERTE, 3A29A@&E3%A) i 11, 111,
aVF, Vo5 @ ST o EFEHRLT Ve O
TrELL, 2othoFETEERRE->TWS
(Fig. 1). #5124 A8 AUE13/5H) DLERT
i, II, II1, aVF, Vo SFiicmtt: T aRH
(Fig. 1).

Dxa—F<Tik, IA29H@EE3%A) I, £
ERTRED LRI T TORBSESIZ DR E L
3, fEIEFRRTR I X OB R OUFERIATHES 3%

frLTwiz (Fig. 7b). KBHAR O UHEH #4FF
FIPEE LT Wi, Table 2 30— o —Fikic X
BEZEAROHB R T

3A3B@ESHKA), 4A1AEE6RKHE), =
hEh %¥mTc-pyrophosphate .Lffjs v 577 7
4=, PTICI MG v F 75 7 4 —%{Tho1c
By WTEhLEERFTRER DR -1z

2HE w75 Ju—ntktg, 4815 B (&
0% ILBIF—FAVRE LT LIS
5, ERGE CRAZRE) PBOBERIIE
WL, EMEFOIEYHRTFERICL 3EE
FHEOREE LEE LTz (Fig. 8). Rk ICHE
1T LA L OEREBINRER TR 238 72 H
7z,

R BT Lol 2 —EET b Rk, ZE=AT
BEX DRI T TORSEBNIIERE L2 Y, B
AR B L O BROIFEHIRTHES LHE LT
7= (Fig. 7 c).

EE-KBIRS| &k S EfBRT b ERERZ HE
LTWiD, £ Y7 e7 L) —n 1pg/min 05
FREICTH 75 mmHg  OIRHEHIZE BNERZE
BHERshe (Fig. 9). Z o, LDxa—FEkT
b EIE SRR 36 & U R R O IFEHA RIS E B) 2 HER
Licid, BEEHOREIXEZED bhiah ol

LIFE, 120mg/day w75 ) v —n# 5%
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Fig. 5. Left ventriculograms in the right anterior oblique (RAO) projection in diastole
(a-2) and systole (a-1), and sequential left ventriculograms obtained during the same cardiac
cycle in the left anterior oblique (LAO) projection (b-1-b-6) on admission.

Left ventriculograms in the RAO projection on admission revealed an obstruction in the outflow
tract as well as dyskinesia in the anteroapical wall (a). Figs. b-1-b-6 were obtained during systole:
(b-1), mitral leaflets closure; (b-2), the anterior leaflet approaches the ventricular septum ;
(b-3), opening of the aortic valve ; (b-4-b-6), the anterior leaflet moves farther anteriorly; (b-6),
narrowing of the outflow tract is most severe at mid-systole ; (b-4-b-6), dyskinesis in the septal wall is
shown.
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Fig. 6. Sequential echocardiographic stop-frame images obtained during the same car-
diac cycle on admission (a-e).

Systolic anterior motion of the mitral valve and diminished movement of the anteroseptal wall
were observed.
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Fig. 7. Serial M-mode echocardiograms.

Systolic anterior motion of the mitral valve and diminished movement of the anteroseptal wall
were observed on admission (IMarch 26) (a). On March 29, improvement of the anteroseptal wall
motion was noted, but systolic anterior motion of the mitral valve persisted (b). On April 15, dimin-
ished movement of the anteroseptal wall reverted to nearly normal kinesis, and systolic anterior mo-
tion of the mitral valve resolved (c).
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Table 2. Serial changes in the long- and short-
axis dimensions of the left ventricle
demonstraled by two-dimensional

echocardiography
End-diastole End-systole
(mm) (mm)
March 24 Long axis 61.1 50.0
Short axis 33.8 22.5
March 26 Long axis 52.0 57.0
Short axis 270 25.0
April 15 Long axis 64.8 54.0
Short axis 33.2 20.0
Diastole
RAO
LAO

SO R OIE TSR % 5 U 72 BZEMEAE KRB

WEAMEF L, high pressure chamber < % % i
BED 500 FBIT 2 TORBRFEER OB K ICH L
T, FEMFAERESAR L7z DI 4 U 2O B I 23
FERTHB LZ 25N Maron 503, EEE
TR 2 A 3 5 I RIBLOMRE O FIH <, 48 Fld 7
BI(15% ) ic BREME DL HEEZBD B L LTHDY,
L RIOEFICBNTY, Bl BHIX T E T E R0,
LosLanit, CPK o FRZIRETSH Y, 20
B bR i Q g, T Ko
OB TH -7 Z &, ¥ Te-pyrophosphate [
SVF IS5 T 40—, TICL DMy v F 45 7 4
— k> THBMATRIE R A o722 v, i
OREIRE T L Bbh b, i/ =EHikE

Systole

Fig. 8. Left ventriculograms obtained on April 15.
Left ventriculograms obtained on April 15 revealed that normal contraction was restored and that

no obstruction was noted in the outflow tract.
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Fig. 9. Pressure tracings during cardiac cathe-
terization on April 15.

The systolic pressure gradient between the apex
and the outflow tract of the ventricle had resolved on
April 15, but a drip infusion of isoproterenol 1 yg/min
provoked a systolic subvalvular pressure gradient.
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