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The Echocardiographic Study on the 13 Patients with the Hypertrophic Cardiomyopathy

woon-Soo Joo, M.D. and Jong Seong Kim, M.D., F.A.C.C.

Department of Internal Medicine, Patk Hospital, In-Je Medical College, Busan, Korea

The echocardiographic study was performed to 13 cases with Hypertrophic Cardiomyopathy
and 105 normal persons between Nov. 1980 and Feb. 1982 in Heart center, Paik Hospital, In-Je

Medical College, Busan, Korea.

The left ventricular functions in the Hypertrophic cardiomyopathy were compared with

those in the normal.

The results were followings;

1. There were 10 male and 3 female of 13 cases with Hypertrophic Cardiomyopathy, whose

ages were above 20 years old.

2. LVDeD 4.29+0.60 cm, LVSeD 2.85%0.66 cm, LVDeV 82 06--24.66 ml

and LVSeV

26.9149.21 ml in the Hypertrophic Cardiomyopathy were significantly changed with those

in the normal.

3. E.F. 68.63+10.46% and F.S. 34.32+6.43% in the Hypertrophic Cardiomopathy were

significantly increased with those in the normal.
LVPWTh 1.04-0.29 cm in the Hypertrophic Cardiomyopathy

4. VSTh 1.66+0.37 cm,

were significantly increased with those in the normal.
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LVDeD—-LVSeD
T LVDeD X 100
LVDeV ((left ventricular end diastolic vclume)
= (LVDeD)?
LVSeV (left ventricular end systolic volume)
= (LVSeD)3

F.S.(fractional shortening) =

LVDeV—-LVSeV
LVDeV

mean rate of circumferential shortening

LVDeD—-LVSeD
LVDeD X ejection time

Ejection Fraction(EF) = X 100

(mean Vcf) =

Key Words: Echocardigraphic estimation of left
Ventricle function.

LVDeD(cm);

Left Ventricular end Diastolic Dimension
LVSeD{cm);

Left Ventricular end Systolic Dimension
F.S.(%); Fractening Shortening
LVDeV(ml);

Left Ventricular end Diastlic Volume
LVSeV(ml);

Left Ventricular end Systolic Volume
E.F.(%); Ejection Fraction
Mean Vcf(circ./sec);

Mean Velocity of circumferential shortening
AMVEF (mm/sec);
Anterior Mitral Valve E-F slope

RVD(cm); Right Ventricular Dimension
LLAD(cm); Left Atrial Dimension
AD(cm); Aortic Dimension

SAV(cm); Separaton of Aortic Valve
VSTh(cm); Ventricular Septum Thickness
LVPWTh(cm);

Left Ventricular Posterior wall Thickness
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Table 3. Echocardiographic Findings in Hypertro-
phic Cardiomyopathy(HC) and Normal
Person

Normal (105) HC(13) P value

LVDeD(cm) 4.91+ 0.68  4.29% 0.60 P<0.05
LVSeD(Cm) 3.69+ 0.57 2.857+ 0.66 P<0.05
LVDeV(ml) 128.77-28.13 82.06::24.66 P<0.05
LVSeV(ml) 51.21+10.93 26.91+ 9.21 P<0.05
E.F.(%) 58.951 9.18 68.63710.46 P<0.05

F.S.(%) 28,28+ 7.03 34.22:+ 6.43 P<0.00
VSTh(cm) 1.05+ 0.28 1.66% 0.37 P<0.05
LVPWTh(cm) 0.87+ 0.19 1.04: 0.29 P<0.05
RVD (cm) 1.534+ 0.51 2.74+ 0.74 P<0.05
AMVEF

(mm/sec) 101.6 +28.25 18.43435.70 P<0.05
LAD(cm) 2,81+ 0.55 3.09%+ 0.79 P NS
AD(cm) 3.13+ 0.45 3.20% 0.46 P NS
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Fig. 1-C. The short axis view o at the level of the mitral valve.
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Fig. 1-F. The apical 2 chamber view.
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Fig. 2-A, The L.V. Echogram in the normal.

Fig. 2-B. The M-mode strip chart in the normal.

Fig. 3. The echocardiogram in the hypertrophic cardiomyopathy.
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