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Summary

Recently, ASH defined by echocardiography has been reported in association with ischemic heart
disease, hypertensive heart disease, congenital and acquired heart disease, by several authors. We re-
ported 3 cases of echocardiographic ASH in association with aortic valvular disease. Case 1 was a 42-
year-old male with congenital aortic stenosis and regurgitation. Case 2 was a 43-year-old male with
rheumatic aortic and mitral regurgitation. Case 3 was a 53-year-old male with sclerotic aortic stenosis and
regurgitation. Family history for cardiac disease was not contributory in all cases. ~All cases showed
marked left ventricular hypertrophy on ECG (Fig. 1, 4 and 6) and significant septal hypertrophy with
the ratio of septal to posterior wall thickness greater than 1.4 on echocardiograms (Fig. 2, 5,7). In
Case 1 and 2, septal hypertrophy was observed by cross-sectional echocardiographic study (Fig. 8).

Asymmetric (disproportional) hypertrophy of the septum in our cases may be due to the adapta-
tion of the myocardium to cardiac stress under aortic valvular diseases.
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Fig. 1.
Chest roentgenogram shows moderate left ventricular prominence and the electrocardiogram shows
marked LV hypertrophy with ST-T change.
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Chest roentgenogram and electrocardiogram (ECG) of Case 1 (42 y. male).
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Fig. 2. Echocardiogram of Case 1.
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Dense echo is noted within the aortic root, and systolic anterior movement of the mitral valve
(SAM) is absent. LYV echogram shows markedly thickened interventricular septum (IVST=23 mm,

PWT=16 mm, IVST/PWT=1.4).

IVST =interventricular septal thickness; PWT =posterior wall thickness.
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Fig. 3. Phonocardiogram and carotid pulse wave (CPW) of Case 1.
CPW shows typical carotid shudder following the anacrotic notch.

Fig. 4. Chest roentgenogram and ECG of Case 2 (43 y. male).
Chest roentgenogram shows enlargement of both ventricles, and ECG shows marked LVH with

ST-T change.
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Fig. 5. Echocardiogram of Case 2.

Serial echograms demonstrate left atrial and ventricular enlargement (LAD=62 mm, LVDd=
74 mm), as well as the diastolic fluttering of the anterior mitral leaflet (IVST =20 mm, PWT=11 mm,
IVST/PWT=1.8). The posterior wall excursion is diminished.

LAD =left atrial diameter; LVDd=left ventricular diastolic diameter.
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Fig. 6. Chest roentgenogram and ECG of Case 3 (52y. male).
Chest roentgenogram shows moderate LV prominence and marked LV hypertrophy by ECG.

Fig. 7. LV echogram of Case 3.
IVS is thickened markedly and moderate LV dilatation is observed (IVST=22mm, PWT=

16 mm, IVST/PWT=1.4, LVDd=61 mm). The posterior wall motion is diminished.
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Fig. 8. Cross-sectional echocardiograms of Case 1 and 2.
The long axis echogram at end-diastole shows marked hypertrophy of the IVS.
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Fig. 9. Pressure tracing and aortography of Case 1 (top).

Pressure tracing demonstrates the presence of pressure gradient across the aortic valve. Mild

aortic regurgitation is demonstrated by aortography.

Aortography and LV angiography of Case 2 (bottom).
Moderate aortic regurgitation and mitral regurgitation are shown by aortography and LV angio-

graphy.
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