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Summary

Thirty-eight cases of hypertrophic cardiomyopathy associated with asymmetric septal hypertrophy
(ASH) were analyzed in order to correlate the electrocardiographic findings with the distribution of hy-
pertrophic portions identified by two-dimensional echocardiograms. The electrocardiographic features
which characterize the selected cases with ASH in this study were abnormal Q waves or regression
of R waves in the left precordial leads (six obstructive type and six non-obstructive type) and a pattern
of left ventricular hypertrophy (LVH) (31 cases including five cases with abnormal Q waves) (Table 1).
There was no significant relation between the voltage of a R wave in V; and the degree of septal thickness.

From the electrocardiographic features mentioned above, the patients were divided into two
groups, i.e., 1) the patients with abnormal Q waves (12 cases) and 2) those with LVH without abnor-
mal Q waves (26 cases). The difference in the pattern of distribution of hypertrophy was evaluated
based on the presence or absence of the abnormal Q waves.

The results were as follows:

1) Although there were no differences in the degree of septal thickness in both groups, the posterior
wall in the group with LVH was significantly thicker.

2) The group with LVH showed diffuse hypertrophy in the left ventricular free wall as well as
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the septum. Moreover, the short-axis view of two-dimensional echocardiograms revealed that hyper-
trophy in the septum was diffuse in both anterior and posterior portions.

3) Hypertrophy in the group with abnormal Q waves, on the other hand, had the tendency to
be localized in the septum, especially in the anterior septum, suggesting that the hypertrophy even
in the septum per se in ASH is asymmetric and not uniform.

4) There was no relation between the presence of outflow tract obstruction and the distribution
of hypertrophy in the septum, because both groups had the same incidence of outflow obstruction.
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Table 1. Electrocardiographic classification of
asymmetric septal hypertrophy (ASH)
in a total of 38 cases

obstructive non-obstructive

Abnormal Q group 12 6 6
SVi+RVs=235mm 1 4
Q in II. I aVe
Qin I.aVe
Q in Vi

© NN oo

LVH group (SV1+RV;=35mm) 26 12 14
& GNT (T in Vi-s=10mm) 14 6 8

Total 38 18 20

GNT=Giant negative T wave.
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Fig. 1. Illustrative electrocardiograms.
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Left: Electrocardiogram of a 52-year-old male patient with ASH having abnormal Q waves in
I, aVL and V,_, a tall R wave in V|, regression of R waves associated with deep S waves in V,_g and

abnormal left axis deviation.

Right: Electrocardiogram of a 28-year-old male patient with ASH showing QRS high voltage

(SV;+RV;=56 mm). Abnormal Q waves are absent.
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2. EEgEEGEFUERG (Fig 3)
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Fig. 2. Interventricular septal thickness (IVST)
in cases of the two groups with or without left
ventricular outflow obstruction.

EPRBOERIHERF L.

Fig. 5 iz z ol &R+, LEFEE
2%5 L, zheh, pifldE #“RAPRELL,
ELICHMEEDL 3%H LT, FIEE, fUBE, #%EEL
LTHERLEY. Al ASH BoxmiEoEx
Skt BE Q FEEE X 12 4]+ 10 423
BETRE A & BIRIEE 12 D> 1) HLBAIRIS L 72 B K4
Rt oiextl, LVH gc 26 #4519 4T,
DEPREIETR LB b oBEIIBEL, &bic
4Tz, LA BAUFRICHENEELZED .
+ThbbRE Q BETE, EARLEMLET
BiclRBE T 32Tk, FEZHERKIZENT
b, BIICHE > TIEXRWEMERDZ. L
L, FAEGII8HIDERIHERS L, VEMEG
B, mifUPRREY 8 4, HAPREI4HITHY, L
Te o THHEEEAZE L LEFRRICB T 3 IEX 0%
itk L I B 2RO Rh o 2.

@ Patients with obstruction
O Patients without obstruction

PWT
mm
151
[ __J
98800
00 8000
[ ] 80000
10 9000 80000
[ __J
[ ] o
o
5t
Abnormal Q (N=12) LVH (N=26)
Mean+SD  9.75+1.48 11.58+1.538
1

P<0.01

Fig. 3. Posterior wall thickness (PWT) of the
two groups.
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Fig. 4. Septal-posterobasal LV free wall ratio
(IVST/PWT) in cases of the two groups.

AS No.of patients
A Abrormal Q LVH
ps AS=PS (Diffuse) 2(0) 19(6)
L AS~A~L>PS 10(6) 3(2)
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AS : Anterior Septum
PS : Posterior Septum
A : Anterior Wall

L : Lateral Wall

P : Posterior Wall

( ) : No.of patients & obstruction

Fig. 5. Distribution of hypertrophy in the inter-
ventricular septum.

Left. Schematic diagram of segments of the left
ventricular wall in the short-axis view.

Right. Location of areas of left ventricular hyper-
trophy. Identification by two-dimensional echocardio-

graphy.
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Fig. 6. Voltage of a T wave in lead V5 of the
two groups.

L7z, Vs ek 3t THoESR, LEFR
REXbb5A, BERMERMLOLEEREREL b
B EL, ST-T %{kix QRS BENIZ (15
TEFRLBEbRI.

##8 LVH #<ix, 10mm U Eovrbyp3E
Ktk T % (GNT) % M4 4lici@y, B T ¥
BHTRORFATEREETERNER D .

7. Rv, ogx (Fig. 7)

Rvy o0& & LOERROEEEE ICHEB 5 3 2>
EhER5kw, LVH &5+ ASHE L, FU
CLERE LVH %5573 ASH /e RE
JERELLEE (AHCM) 22 f & & HE L TH e
Fig. 7). L»L, 2HEIC3IAZZ 1 <,
LVH #82+% HCM <&, Rvi oFsLL=E
FEOEERE L i3 ERB o,

— 75 —



W, BB, BN, &

@ Patients with obstruction
O Patients without obstruction

mm
21 o
1}
15}F F o
0 o
o
[ ] [ ] o
10 . o
o o
o 0000
[ ] o
[ ] o
00 o
5 L ) o
[ ]
(-] [ ]
(2]
(-] @00 00
00
@00 0000
o
0 a hd
Abnormal Q LVH AHCM 5 ASH
(N=12) (N=26) (N=22)
Mean+SD 9.04+5.98 6.21+4.12 5.34+3.93
N.S il N.S 1

Fig. 7. Voltage of a R wave in lead V, in ab-
normal Q group, LVH group, and patient with
apical hypertrophic pcardiomyopathy (AHCM).
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Fig. 8. Mean electrical axes in the frontal plane in 12 patients with abnormal Q waves
and in 26 patients with left ventricular hypertrophy (LVH).
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