Journal of Cardiology 19: 805-813, 1989

DEEELE M LKA Clinical diagnosis and
OHIE 8 PIOEKEIBRE ©  pathogenesis of myo-
FIERRE & U2 B OB cardial infarction com-

Alrhpilhe LT plicated by hypertro-

phic cardiomyopathy:
Review of eight cases

JNE Lz Nobuyuki KOMIYAMA
76 (LS —ER Shin-ichiro NISHIYAMA
mYE R Shigemoto NAKANISHI
WA EEK Shigeyuki NISHIMURA
InE E— Ken-ichi KATO

25| ] Akira SEKI

KRHE Ez* Hiroyuki DAIDA*

BA  HiF* Junji TAKAYA*

g PE* Hiroshi YAMAGUCHI*

Summary

Among 144 patients with hypertrophic cardiomyopathy, eight (58.3+7.0 years, M: F=7:1) had
complicating myocardial infarction, which was diagnosed clinically and by elevated cardiac enzymes
or new Q-waves on electrocardiography. Coronary occlusion or stenosis evidenced by coronary angio-
graphy and nuclear cardiological findings were investigated.

In six of the eight patients, coronary atherosclerosis caused infarction. These patients had many
coronary risk factors compared to the other two patients. Sixteen of the 144 patients (11%,) with hy-
pertrophic cardiomyopathy had coronary atherosclerosis, the rate of which is reportedly 10 to 209,.

Two of the eight patients had no coronary atherosclerosis. One patient had a diffusely spastic
diathesis provoked by the intravenous administration of ergonovine maleate during coronary angiogra-
phy, suggesting that coronary spasm caused myocardial infarction. The other patient had recurrent
episodes of supraventricular tachyarrhythmia and no evidence of spasm during coronary angiography,
suggesting coronary embolism as a cause of myocardial infarction. Myocardial infarction in patients
with hypertrophic cardiomyopathy and normal coronary arteries as advocated by Maron et al. may have
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such pathogenesis.

We conclude that coronary angiography may be mandatory in patients with hypertrophic
cardiomyopathy, especially those who have many coronary risk factors and anginal symptoms. In
these patients, ST-T changes and abnormal Q-waves on electrocardiography sometimes may be
misleading when diagnosing the occurrence of acute myocardial infarction by electrocardiography

alone. In such cases, infarct-avid scintigraphy with 99 m-Tc pyrophoshate is preferable.
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Table 1. Myocardial infarction in patients with hypertrophic cardiomyopathy

Type of HCM Coronary No. of coronary

Case Age Sex sclerosis risk factors

Region of infarction

1 66 M AHCM + 4 Extensive anterior
2 54 M HOCM - 2 Extensive anterior
3 56 M HNCM + 3 Inferolateral

4* 62 M HNCM + 1 Anteroseptal

5* 65 F HNCM — 0 Posterolateral

6 53 M AHCM + 4 Posteroinferior

7* 65 M HNCM + 2 Posterolateral

8 44 M HNCM + 2 Anteroseptal

*: New Q waves (—)

Patients with coronary sclerosis have more coronary risk factors.

HOCM =hypertrophic obstructive cardiomyopathy; HNCM =hypertrophic nonobstructive cardiomyopathy ;
AHCM =apical hypertrophy.
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Fig. 1. Serial electrocardiograms in Case 2 (54-year-old man).

ECG at the onset of myocardial infarction (O) shows marked depression of ST segments com-
patible with total occlusion of the left main trunk artery.
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Fig. 2. Left ventriculograms before (left) and 2 months after (right) infarction in Case 2.
Akinesis in the anterior and apical segments appeared after infarction.
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Fig. 3. Coronary arteriograms 2 months after infarction in Case 2.
After intravenous administration of 0.2 mg ergonovine maleate (A), diffusely spastic diathesis ap-
pears in contrast with that after 0.3 mg sublingual nitroglycerin (B).

Mz iz, HCM 144 f5ijrh 16 i (11%) 12 75% L
LOBREREHIRRAERELBOTEY, Z09
5O TZERTEE L2 0SSR L2 6 T
5. £z, 16 FIRCHEERER] 3 % & w4
2 A-C Sq Sz FHixk 1T 1.

Z o X Hiz, HCM (237 2 @BhiRm{t o4 6
BRLTERLTIE AL, EERKTE AT 5 EH
RPRMERRIEIR 2 H T 2 ERE b B A A, K40
kLA L OFERI T 1L, AR BIRE R 2S5
LEZLNS.

—J5, HCM iz W CRBIRMA L ICEK LR o
DB HSE D JEF T & % 7% Maron 5193 HCM 48
ploHREID S 5, BEEMAIE (AR ICHER 2
DNBET 2 B HEEIE D 12 P Ex v s ol
TEFE) ERD I THERE LTS, EERNICH
ENRDFHEESTEY — Fib o 1 o
HBTHDH, ZhEEDTTH L LEEOERED
JFRIZH & 22Tz, La L, 5 3mlgEdEo

HHFHELT, 1) #RKAREROLFCHTS
FEH e R SRR O AR, 2) EEIIRER, 3) &
IR OO 4 D e /ME (small vessel disease),
4) EBIREAE, 5) —iEtE O IKEASRE % 7o 3K
FExzEFTWDS. Zofliicdy, HCM otz
DFBE Y — R3Aavnbon, BE Q ¥
OHISLESEF R I X 2. 0088 % 2 LERNIC
DWW TR IR U, EBIRE L ISR L7
WILEZERE O ZL O TFELE & R L7 1198
WRIh52, wihd, ZoFRKIC2WTOE
Tk, Maron o E5IHLTWS.

L2L, Sllofke o, ERIICH S 2
RIDHESED = &Y — R D b BREW O B &S5 b
LTHEY, ZhETICREEOHBEIZ D N2,
SEG] 2 138 o EEIIRE R B X U° ergonovine
AR O, IR I X % A EBIIR L E
DOHZEBIZED JFK T H 5 ATHEMEA R S hure.
HCM iz fk 5 mBIIREE ICBI L <, 4 5 er-

— 809 —



/j\'é‘u-ly i, EPE) EQ/N

10/15/85 10/22/85 10/23/85°8/29/86 5/19/87

avVr

avL:

ﬂhf

10/15/85 10/22/85 10/23/85° 8/29/86 5/19/87

Fig. 4. Serial electrocardiograms in Case 5 (65-year-old woman).
ECG 4 hours after the onset of infarction (Q) shows little evidence of acute myocardial infarction.
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Fig. 5. Myocardial scintigrams with technetium-99 m-pyrophosphate in Case 5, 3 days after

infarction showing abnormal accumulation (“hot spot

posterolateral wall of the left ventricle.
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Fig. 6. Left ventriculograms before (upper) and 3 weeks after (middle) infarction in Case 5.
Arrowheads show small akinesis of the posterolateral wall after infarction. Lower : coronary arterio-
grams after infarction show neither obstructive disease nor spastic diathesis.
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