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Morphological Characteristics of Hypertrophic Cardiomyopathy in Korean :
Echocardiographic Study
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Cardiology Division Yonsei Cardiovascular Center College of Medicine Yonset University, Seoul, Korea
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Cardiology Division Internal Medicine Ajoo University, Sooweon, Korea

Background : Patients with hypertrophic cardiomyopathy(HCMP) may present a wide spec-
trum of clinical and morphological manifestations. There was little literature regarding clinical
and morphological features of HCMP in Korea.

Methods .

1) Study population : Among 18, 183 patients who underwent echocardiography from June
1990 to October 1993 at Yonsei cardiovascular center Echocardiography laboratory, 65 patients
with HCMP were enrolled to study population. All patients with HCMP have at least one
segment of left ventricular wall measuring 17mm or more in thickness at end diastole.

2) Two dimensional echocardiography : All standard views were performed and recorded
with Super VHS video tape. All records were reviewed and the maximal wall thickness was
measured at video monitor by aid of electronic caliper of our echocardiographic machine.

3) Doppler echocardiography : Peak velocity of E and A wave and deceleration time were
measured. The intracavitary peak systolic pressure gradient was also measured using continous
wave Doppler at the site of abnomal mosaic pattern in color flow interrogation.

Results :

1) Mean age of the patients was 50+ 15 ranging from 11 to 84 and the sex ratio was 2.3 : 1
(male : female).
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2) The type 3(involving all segments except inferior wall) was the most frequently observed

in Korean(47%).

3) The mid anterior septum was the most frequently involved segment(71%) and the non-

obstructive type was predominant(78% ).

4) There was 17 cases of apical HCMP and 4 cases of mid ventricular obstructive type.

5) There was no significant correlation between symptoms and dynamic obstruction.

6) The EA ratio had statistically significant difference between obstructive and non-obstructive

groups probably due to mitral regurgitation.

Conclusion : The type 3 was the most frequent type of HCMP in Korean and the non-
obstructive type was more frequently observed than obstructive type. Among the all left ventricu-

lar segments, the mid anterior septum was most frequently involved.

KEY WORDS : Hypertrophic Cardiomyopathy  Echocardiography.
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TYPE V

2%(1/65)

TYPE VI 6%(4/65)

B TYPE |
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Fig. 1. Morphological districutions of HCMP.

43 4,

30 26 24
20 '

104 5

o | ke

Ant S Ant W Lat W Inf W Inf S
Fig. 2. Segmental distributions of hypertrophy : Ant S
anterior septum, Ant W I anterior wall, Lat W
: lateral wall Inf W : inferior wall, Inf S ¢ inferior

septum.

Table 1. The frequency of obstructive type and maximal thickness

Age T 11—29 30—39 40—49 50—59 60<
Max. thickness(cm) 2.3+0.3 2.3+0.5 2.3% 0.4 2.9+ 0.3
Frequency( %) 33 % (2/6) 27 % (3/8) 23 % (3/18) 20 % (4/20) 11%(2/18)
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Table 2. Comparision of echocardiographic indexes
in obstructive and non-obstructives

Obstructive ~ Non-obstructive p-value
E(cm) 78.45+13.82  69.10+ 24.79 .14
A(cm) 58.70+ 30.38  63.53%20.21 23
FA ratio 16 + 08 14 + 05 .03
DT*(msec) 210.8 +70.5 219.6 +67.1 .89
EF¥(%) 766 + 7.9 73.1 £ 9.8 26

*Deceleration time #ejection fraction

3tAl A Yt (Table 2).

A4 13 Dopplerg °l&3 HAAH F&29 ¥
H7b SutE BAE 13424 AA gy BT
20%E AASFAL, 1d8E UL §229 7
Aglol A4 §229 HYBS Holn YU
ol29 1 +%7] Y ol EEE 30mmHg

Non-obstructive
78%(51/65)

ot :
22%(14/65)

Fig. 3. Classifications according to intraventicular pres-
sure gradient(more than 29mmHg).

oA 12lmmHg7tA UYL HFLE 73.1+£255
mmHg R (Fig. 3).

AT SER HAFAF FTTt 20142 &
dxe FAAY FE29 F579% o 3 dAS
Hole ¥l AUy FAF e Hrtstr] of
AL, BAVE SEF HARAFT AT A=

Table 3. Doppler variables and grade of mitral regurgitation

MR 0 1 11 111
E(cm) 65.4% 28.4 63.5+ 34.6 75.41+16.1 100 0
Ea ratio 1.2+ 0.7 1.2+ 05 1.3+ 0.5 1.1x0
Cases of obstructives# 12 3 4 1
Total cases 51 8 5 1
Rate of obstructives 23.5% 37.5% 80% 100%
Mean PPG*(mmHg) 58.2+ 30.3 233+ 8.5 86.3+29.3 25.0+0

*Denotes peak systolic pressure gradient at the obstructive site
#Defined as more than OmmHg of peak systolic pressure gradient
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Fig. 6. Schematic diagram of HCMP involving anterior septum(AIVS), anterior wall and lateral wall(type 3).
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Fig. 8. Schematic diagram of HCMP involving apical segment.
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#EE e 4P8Y v FA 4235 (apical HCMP) S  HIFA AZF S AT BAFEA, ojgg Wl
AEse 19 O A 14 FHE AT £9 AAole FFo02 QF Aol olls, UFEY
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Fig. 9. Schematic diagram of HCMP involving mid left ventricular wall(type 6).
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