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Summary

With advent of echocardiography tricuspid valve prolapse syndrome (TVP) has become popular
in a clinical practice. The first case diagnosed by echocardiagraphy was described by Chandraratna,
but thereafter few case has been reported, and the two-dimensional echocardiographic study is
scarcely observed.

This paper aimed to report 2 cases of T'VP associated with cor pulmonale, and a particular emphasis
was placed on the echocardiographic findings.

Case 1 was a 50-year-old female. She had severe pulmonary tuberculosis in her youth, and suffered
from bronchiectasia for many years, having occasional hemoptysis. She was admitted with the chief
complaints of abdominal distension and edema. Marked jugular distension and ascites were found on
admission. On auscultation of the heart, a systolic regurgitant murmur was audible with some clicks,
the maximum point of which was on the left sternal border at the fourth intercostal space. Clinically,
she was diagnosed as cor pulmonale. M-mode echocardiography revealed a pansystolic bowing of
the “ tricuspid valve ”, and on two-dimensional echocardiography the valve cusp buldged back into
the right atrium. At autopsy no proliferative change or the myxomatous degeneration could be
found, though right ventricular hypertrophy and dilatation with dilated valvular ring were ob-
served.

Case 2 was a 68-year-old female, and admitted to our hospital with the complaints of dyspnea and
cyanosis. She was diagnosed as cor pulmonale due to old pulmonary tuberculosis with bronchiectasia.
Auscultation of the heart revealed a systolic murmur with multiple clicks on the left sternal border
at the fourth intercostal space. On echocardiography tricuspid valve showed a pansystolic bowing,
and on two-dimensional echocardiography they showed the same finding as in Case 1.

These 2 cases were TVP with secondary pulmonary hypertension due to lung disease. As far
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as our knowledge is concerned, no report dealing with TVP associated with cor pulmonale could be

found in the literature.
Though the pathogenesis of TVP is obscure, some roles might be played by long-standing
secondary pulmonary hypertension and right ventricular failure.
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Fig. 1. Chest X-rays.
A (Case 1): Markedly destructed lungs are demonstrated, and cardiac silhouette is not accurately
defined. B (Case 2): Pulmonary marking is slightly increased, and cardio-thoracic ratio is 60%.
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Fig. 2. Electrocardiogram.
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A (Case 1): note the tall peaked P wave with right axis deviation (+100°). B (Case 2): right bun-
dle branch block with right axis deviation (+110°) was shown.
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Fig. 3. Phonocardiogram in Case 1

Variable regurgitant murmurs are inscribed, which are partially clicky
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Fig. 4. Phonocardiogram in Case 2

Multiple clicks are recorded in systole and the second heart sound is accentuated
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Fig. 5. M-mode echocardiogram in Case 1.
The tricuspid valve moves posteriorly during systole and shows

¢

‘ pansystolic bowing ”’, but not

definitely. ATL=anterior tricuspid leaflet; 3L or 4L =the third or fourth intercostal space at the

left sternal border; II=lead 2 electrocardiogram.
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Fig. 6. M-mode echocardiogram obtained by subxiphoid approach in Case 2.
Suggestive evidence of tricuspid valve prolapse is noted, which is demonstrated by * pansys-
tolic bowing .

Fig. 7. Two-dimensional echocardiogram obtained from 3L in Case 1.
The prolapsed tricuspid leaflet is indicated by an arrow (copied from 16 mm movie film). RV=
right ventricle; RA =right atrium.
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Fig. 8. Two-dimensional echocardiogram taken by subxiphoid approach in Case 2.
The tricuspid leaflet is located slightly below the level of the ring attachment. IVC=inferior

vena cave.
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Fig. 9. Macroscopic finding of the heart in Case 1.
The leaflets of the tricuspid valve, chordae tendineae and papillary muscle show no remarkable

changes.
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Fig. 10. Microscopic findings of the tricuspid
leaflet, chordae tendineae and right ventricular
wall.

There is no myxomatous degeneration but little
fibrous changes. TV =tricuspid valve.
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