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Summary

From the echocardiographic files of 1,231 patients, eight revealed mitral annular calcification
(MAC), in whom four had hypertrophic obstructive cardiomyopathy (HOCM).

In the remaining four patients without HOCM, whose ages ranged from 69 to 80 years with a
mean of 73 years, an additional calcification was observed in the either aorta or aortic valve. There-
fore, MAC was thought to be a part of the aging process.

Of the four patients with HOCM two were females (71 and 78 years, respectively) and two were
males (50 and 51 years, respectively). The latter two younger male patients had MAC without another
calcific lesion, and the cause of MAC was suspected as the pressure and/or mechanical strain on the
mitral orifice due to excessive movements of either the chordae tendineae or papillary muscle.
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Fig. 1. Two-dimensional and M-mode echocardiograms of Case 1 (A 50-year-old male,
HOCM).

This patient with hypertrophic obstructive cardiomyopathy (HOCM) had a normal blood pressure.
The long-axis two-dimensional echocardiograms show a markedly thickened interventricular septum
and mitral annular calcification (MAC). A dense echo due to posterior MAC is in front of the poste-
rior mitral valve. The M-mode echocardiogram reveals a dense, broad and band-like echo behind the
mitral valve. A SAM-like echo and a narrow left ventricular outflow tract are also evident.

SAM =systolic anterior motion.
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Fig. 2. Phonocardiogram of Case 1.

A carotid pulse tracing shows a bisferious pulse indicative of HOCM. A systolic ejection murmur
at the 5th intercostal space in the mid-clavicular line (5 MCL) was enhanced by exercise and/or amyl
nitrite inhalation (not shown in this figure), which further supported the diagnosis of HOCM.

Fig. 3. Computed tomograms (CT) of Case 1.
CT scan show calcification at the mitral annulus (MAC) (left). Marked thickening of the inter-
ventricular septum and the apical portion of the left ventricular wall are noted (right).
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Fig. 4. Electrocardiogram of Case 1.

An electrocardiogram shows a pattern of left ventricular systolic overloading which correlated

with other clinical findings.
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Fig. 5. M-mode echocardiographic scan in Case 2 (A 70-year-old female, angina pectoris).

Her M-mode scan shows the posterior MAC as a dense, broad and band-like echo behind the mitral
valve. This MAC echo disappears toward the cardiac apex during M-mode scanning. The posterior
wall of the left ventricle is markedly thickened and obliterated the left ventricular cavity, indicating

HOCM.
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Fig. 6. Phonocardiogram of Case 2.
A carotid pulse tracing shows a bisferious pattern, indicating HOCM. A diamond-shaped systolic

murmur at the 5th intercostal space in the mid-clavicular line was enhanced by amyl nitrite inhalation.

Fig. 7. Computed tomograms of Case 2.
CT scans reveal MAC (left). A CT scan with contrast enhancement (right) shows a markedly

thickened interventricular septum and left ventricular wall and coincided with the echocardiographic

findings.
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Fig. 8. Two-dimensional and M-mode echocardiograms of Case 3 (A 5l-year-old male,
HOCM, diabetes mellitus and atrial fibrillation).
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Long-axis two-dimensional echocardiograms show marked thickening of the interventricular septum
in addition to the posterior MAC. An M-mode scan shows a dense and linear echo due to unknown
origin along the lower portion of the septum indistinguishable from the septal echo. A dense, broad
and band-like echo due to posterior MAC is behind the mitral valve.
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Fig. 9. M-mode echocardiogram of Case 4 (A 78-year-old Korean female with HOCM).

A dense and linear echo below the interventricular septum indistinguishable from the septal echo
is observed. This is due to anterior MAC. The posterior MAC is behind the mitral valve as a dense,
broad and band-like echo. A SAM-like echo is present, suggesting HOCM.
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