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Summary

To examine the efficacy of magnetic resonance imaging (MRI) in diagnosing hypertrophic cardio-
myopathy (HCM), 16 patients with HCM and 14 hypertensives with left ventricular hypertrophy
(LDH) were studied using a 0.5 Tesla Siemens MRI apparatus equipped with cardiac gating.

In HCM, left ventricular hypertrophy was localized to the septal wall in four, to the apical wall in
two, to both the septal and apical walls in two, and to the apical and inferior walls in one, and it was
diffuse in seven patients. In hypertensives, LVH was localized to the septal wall in three, to both
the septal and anterior walls in two, to the free wall in one, and it was diffuse in eight patients. The
distribution of the hypertrophic portion was nearly equal in both groups.

The thickest portion of the left ventricular wall was 24.6+4.8 mm in HCM and 21.6+5.4 mm
in hypertension, and there was no significant difference between them.

The T, relaxation time of the hypertrophic portion was 52.2+4.8 msec in HCM and 45.3 +6.1 msec
in hypertension, and there was a significant difference between them (p<0.01). However, there were
no significant differences between the T, relaxation times of the hypertrophic and non-hypertrophic
protions in both groups.

In conclusion, it may be difficult to differentiate HCM from hypertension based on the distribu-
tion of hypertrophic portions, but measurements of the T, relaxation times may be useful for
making the differential diagnosis.
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Fig. 1. Morphological classification of left ven-
tricular hypertrophy based on the findings of
magnetic resonance imaging.
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1. BREREIZDNT

IEAFEESE T I1E, HCM 2B 43.8%, th
Rl 25.0%, DRB B X O HE+ 0 REIE 12.5%,
DR+ TEER 62% DIETH Y, BRI £H
ole. =%, BMELICEWT S, CEBEREL,
572% % 57, Fofl, hREE 214%, §
[+ piEER! 14.3%, HHEER 7.1% LBw bhi
(Table 1). 7, ZhbMERICET3ERE
BIZ3AREZERRD IR0 .

2. DEBHEEEIZDONT

BRERGEEE 1, HCM < 24.6+4.8 mm,
BESELT 21.6+54mm ¢, HCM %
PEWHERANICH o 72h, AREFZDOh -
7= (Fig. 2).

RERMEOREE & B fuEO D MRI 2 X 585

Table 1. Morphological features of left ven-
tricular hypertrophy in hypertrophic
cardiomyopathy (HCM) and hyper-
tensive left ventricular hypertrophy

(HLVH)
No. of cases
Types HCM HLVH
(n=16) (n=14)
Diffuse (D) 7 (43.8%) 8 (57.2%)
Septal (S) 4 (25.0%) 3 (21.4%)
Apex (A) 2 (12.5%) 0
Septal + Apex 2 (12.5%) 0
Septal +Anterior (An) 0 2 (14.3%)
Apex+ Inferior (I) 1 ( 6.2%) 0
Free wall (F) 0 1(71%)
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Fig. 2. Left ventricular wall thickness of the
thickest portions in hypertrophic cardiomyo-
pathy (HCM) and hypertensive left ventricular
hypertrophy (HLVH).
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Fig. 3. T, relaxation times of the hypertrophic
portions in HCM and HLVH.
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Fig. 4. T, relaxation times of hypertrophic (H) and non-hypertrophic portions (N-H) in

HCM and HLVH.
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FHICH L D REER S B, L L, OGN
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BT R B >EHRFEROBREIEENS
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BHEL HBERC bbb shTRY, HCM ¢
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MRI (#fz& 05T 12T, BRELGHE(CLIF
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HCM 16 41|, &ifu)E 14 5] & %t 5 iz 4-chamber
view, coronal %R L /2.

IERTEEE ot e, HCM 0@l 43.8%,
thiER 25%, OREE 12.5%, HkE - LR
12.5%, {LrR8f- TEER! 6.2% TdH Y, EBRIAEE
Mol MhoBRI L Db F Eb LA —F,
L FEBE I OB R 57.2%, HIREY 21.4%, HiE-
BiEERY 14.3%, HEBEER 7.1% &, UNEEIANEHK
P EERLTWE.

BAEROGEE: HCM < 24.6+4.8 mm,
HIERT 21.6+54mm &, HCM TR0E N
EHECH o e, AREIBD OB,

REA o T Eix HCM < 51.2+4.8
msec, fSIMLER TIE 45.3+6.1 msec T, BIHED
FTHBRIEELTWE (p<0.01).

HCM iz 513 % JEEIRAL & FERREIAL D T fE
X, IERERAOFBEWEBICSH - b, BEE
BEHDLAT. i, BIERCSWTLRERIC
ﬁﬁ%é?gwf‘ﬁﬁ‘o 1.

PEog#EX v, BIEICSNT L REHTMIEX
¥RTHINRD B L, HCM L R FiE
FEMICIRETH B0, BXELO Te ERIE
Iy, MEOENIH2BREFVETHLLEZD
hie.
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