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Summary

The effect of hypertension on asymmetrical septal hypertrophy was studied by echocardiography
to differentiate idiopathic asymmetrical septal hypertrophy (ASH) from ASH with hypertension. One
hundred eight patients with ASH proven by echocardiography were categorized in two groups; 53
patients with hypertension (>160 systolic, >95 diastolic) (hypertensive group: HT) and 55 patients
with normal blood pressure (normotensive group: NT).

Septal hypertrophy was classified as mid-portion (M-type), diffuse (D-type), and basal (B-type)
hypertrophy by the long-axis view, and also diffuse (I-type), anterolateral (II-type), anteroseptal
(I1I-type), and anterior septal (IV-type) by the short-axis view, respectively.

Endomyocardial biopsy and left ventriculography were performed in 50 patients (18 hypertensives
and 32 normotensives).

In the hypertensive group, 45%, 309, and 259, of cases had diffuse, basal and mid-portion
hypertrophy, respectively. There was no case in the basal hypertrophy whose biopsy findings were com-
patible with hypertrophic cardiomyopathy. In the normotensive group, 78%, and 229, of patients had
midportion and diffuse hypertrophy, respectively, but none of them had the basal hypertrophy.

Type IV was seen in only six patients in the normotensive group.

JERERFEFEL BREBNE Division of Cardiology, Department of Medicine, 2-
RSO AR 2-1-1 (T113) 1-1, Hongo, Bunkyo-ku, Tokyo 113 and **Lattoratfyry
B RERE R for Cardiovascular Pathology, Juntendo University,
**’llﬁfif’j{)—% lt‘ﬁﬂu%ﬁﬂ"?lf}?%i 2—1—1, Hongo, Bunkyo-ku, Tokyo 113
ok ath it N ***Department of Internal Medicine, Juntendo Ura-
IER &MLt H

yasu Hospital
*Department of Internal Medicine, Okayama City
Hospital

Received for publication January 11, 1988; accepted March 1, 1988 (Ref. No. 33-16)

— 1043 —



WE’ gﬁiy fﬂfﬂ, [E:N

The basal type ASH by the long-axis view associated with diffuse septal hypertrophy by the short-
axis view was seen only in patients with hypertension. Biopsy showed no characteristic histological
findings compatible with hypertrophic cardiomyopathy in such hypertensive patients. These results
suggest that basal septal hypertrophy is useful for differentiating ASH due to hypertension from idio-

pathic ASH due to hypertrophic cardiomyopathy.
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Table 1. Subjects

HT NHT
Number of cases 53 55
Sex (M: F) 43:10 44: 11
Age (yr.)

53+11 43+14

HT =hypertensive group ; NHT =non-hypertensive
(normotensive) group.
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M (mid-septal hypertrophy)

D (diffuse septal hypertrophy)
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B (basal septal hypertrophy)

Fig. 1. Three fundamental echocardiographic patterns of ASH (long-axis view).
IVS =interventricular septum; LV =left ventricle; LA =left atrium; PW = posterior wall.
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Fig. 2. Four fundamental echocardiographic patterns of ASH (short-axis view).
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Table 2. Echocardiographic measurements

HT NHT
IVSTd (mm) 19.2+3.0 21.7+5.7
LVPWTd (mm) 11.7£1.2 11.1+£1.4
IVSTd/LVPWTd 1.66+0.26 1.95+0.48
LVOTD (mm) 26.9+4.8 26.6+4.9
LVEDD (mm) 45.4+5.7 42.2+5.5
LVESD (mm) 26.8+5.9 24.6+5.3
A-S angle (© 119.3+6.2 121.5+6.1

Mean=+SD.

IVSTd=thickness of the interventricular septum
at end-diastole; LVPWTd=thickness of the left
ventricular posterior wall at end-diastole; IVSTd/
LVPWTd=ratio of thicknessess of the IVS to
LVPW; LVOTD=left ventricular outflow tract
dimension; LVEDD or LVESD=left ventricular
end-diastolic or end-systolic dimension; A-S angle=
aorto-septal angle.
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Fig. 4. Distribution of interventricular septal
hypertrophy in the long-axis view of the echo-
cardiogram.

M=mid-septal hypertrophy; D =diffuse septal
hypertrophy; B=basal septal hypertrophy; HT=
hypertensive group; NHT =normotensive group.
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Fig. 3. Comparisons of various echocardiographic measurements.

Abbreviations: see Table 2.
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Fig. 5. Distribution of left ventricular hyper-
trophy in the short-axis view of the echocardio-
gram.

I=diffuse hypertrophy, II=anterolateral hyper-
trophy, III=anteroseptal hypertrophy, IV =anterior
septal hypertrophy.
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Fig. 6. Pathological findings in each pattern of
ASH in the long-axis view of the echocardio-
gram.

NSH =non-specific hypertrophy,
carditis, HCM =compatible with HCM.

MYO =myo-
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Fig. 7. Distribution of hypertrophy in hyper-
tension (HT) and nomotension (NHT)
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