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Summary

M-mode echocardiography was performed in 306 male and 191 female cardiac patients, who ad-
mitted to the outpatient clinic of the Mitsui Memorial Hospital from December 1, 1975 to November
30, 1976. The purpose of this report is to investigate the incidence of echocardiographic hypertrophic
cardiomyopathy (HCM).

In this study, HCM was defined as cardiac hypertrophy of unknown or undefined etiology, and
associated with no other abnormalities including acquired and congenital heart diseases, although hyper-
tension was not intentionally excluded.

HCM was divided into three different categories as follows: (A) asymmetric septal hypertrophy
(ASH); defined as the echocardiographically measured interventricular septum exceeding 15 mm in
thickness and the septal/posterior wall thickness ratio over 1.3. (B) apical hypertrophy (APH);
defined as the marked hypertrophy in apical portion of the left ventricle which obliterated left
ventricular cavity, while the mid and basal portion of the interventricular septum was not thick, and did
not suffice the criteria for ASH. (C) ASH+4 APH was defined as hypertrophy which sufficed the criteria
both ASH and APH.

Total 27 cases (5.49) were echocardiographically classified as HCM, of which 20 cases sufficed
the diagnostic criteria for ASH (4%), 6 cases for APH (1.2%), 1 case for ASH+APH (0.5%). HCM
were more frequently found in elderly subjects over 60 years of age (11 out of 109 cases, or 10.1%)
than in younger subjects under 59 years of age (16 out of 388 cases, or 4.1%) (p<0.05). Hypertension
was one of the common complication of the HCM, and the incidence of hypertension among HCM
were more frequent than that of the matched control (p<0.05).

Although it has been generally accepted that development of HCM closely related to a genetic
factor, these results indicated that age and hypertension would be the factors provoking or accentuating
HCM.
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Fig. 1. M-mode scan echocardiogram of the left heart in ASH (S. M., 35-year-old female).
The diagnosis of the ASH is made when thickness of the interventricular septum exceeds 15 mm,
and the septal/posterobasal wall ratio is greater than 1.3.
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Fig. 2. M-mode scan echocardiogram of the left heart in APH (S. T., 64-year-old male).

Both interventricular septum and the posterior wall of the left ventricle in the apex show marked
hypertrophy, obliterating ventricular cavity. In the basal and mid portion interventricular septum
is not so thick as ASH and the septal/posterobasal wall thickness ratio does not exceed 1.3.

Table 1. Incidence of hypertrophic cardiomyopathy

Total number of echocardiograms

. ASH APH ASH+APH Total
recorded in one year
o M 306 15 6 0 21
F 191 5 0 1 6
Total 497 20(4.0%) 6(1.2%) 1(0.5%) 27(5.4%)
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Table 2. Age distribution of hypertrophic cardiomyopathy

\ Total number of
echocardiograms ASH APH ASH+APH
| recorded in one year
Sex M F M F M F M F
No ; 306 191 15 5 6 0 0 1
% range ‘ 15~84 15~85 28 ~81 20~75 40~68 — — 66
8¢ m+SD | 47+17  46+18 58+14 55411 55411  — = 66
No 62 47 6 2 2 0 0 1
Over 60 | 9.7%) “4.3%) (3.2% 0 0 (2.1%)
years Total | 109 1
i (10.1%)

In subjects over 60 years of age, the incidence is si
m: mean, SD: standard deviation.

gnificantly higher than under 59 years.

Table 3. Mesurements of echocardiogram
No. DDR LVOTDI IVST IVST/PWT Systolic hump
No of cases
28 m 37 mm/sec 15 mm/m? 20 mm 1.8
ASH 5
SD 21 3 4 0.4
11 m 72 17 12 1.1
APH 0
SD 25 3 3 0.3
ASH 3 m 39 15 21 1.6
oA 0
APH SD 24 2 2 0.0

m: mean, SD: standard deviation, DDR: diastolic

DDR and LVOTDI in ASH and ASH+APH are smaller than those of APH.

descent rate of the mitral valve, LVOTDI:

left ventricular outflow tract dimensional index, IVST: interventricular septal thickness, PWT:

posterior wall thickness.
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Table 4-1. Clinical symptoms and signs of 42 cases with hypertrophic cardiomyopathy
diagnosed echocardiographically during two years
Adidi Hypertension
ngina CHF Syncope (= 160/95 mmHg)

No. % No. % No. % No. %
ASH (35) 4 17) 1 (4 16 (67)
APH (67) 0 (0) 0 (0) 4 (36)
ASH+APH (67) 0 (0) 1 (33) 2 (67)
Total 16 (46) 4 11) 2 (9 22 (58)

Twenty-two out of 38 patients (58%) are associated with hypertension. CHF: congestive

heart failure.

Table 4-2. Electrocardiographic and chest X-ray findings

Giant negative

LVE T wave CTR %
No. (%) No. (%) m S. D.

ASH 14 (58) 3 (13) 56.9+7.2
APH 7 (64) 5 (45) 49.4+4.8
ASH+APH 1 (33) 0 (0) 56.34+5.9
Total 22 (58) 8 (21) 54.9+7.2

In APH, giant negative T wave is recorded in 5 out of 11 (45%).
LVH: left ventricular hypertrophy in ECG, CTR: cardiothoracic ratio.
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