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Summary

An 88-year-old man was admitted to the hospital, because of evaluation of a systolic extra-sound.
The phonocardiogram revealed a mid-systolic click and late-systolic murmur. The click had the point
of maximum intensity at the fifth intercostal space along the left sternal border and sometimes was mul-
tiple in systole. Following methoxamine injection, the late-systolic murmur slightly increased but the
click did not change. Echocardiograms showed mid-systolic buckling of the tricuspid valve with
normal movement of the mitral valve. At postmortem examination, the spongiosa of the septal and
inferior leaflets of the tricuspid valve was thickened, while the mitral valve was less thickened. Tolui-
dine blue staining of the tricuspid valve revealed metachromasia, suggesting increased amount of muco-
polysaccharide in those leaflets.

These results suggested that the mid-systolic click and late-systolic murmur on the phonocardio-
gram and the mid-systolic buckling on the echocardiogram in this case were caused by tricuspid valve
prolapse.
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Fig. 1. Electrocardiogram (E. M., 88y., male.
Oct. 22, 1975).
High voltage (SV,+RV;=48 mm) is shown.

Bl 2RO, DIEREE 45% TR
HEEBDR LT

LDEBER: AH#EE EX#EE 0° T, BIIFR
Vs.s, QRS i 0.09 % <, SV;+RV;=48 mm &
BBEMEZEZRD LR, BHEERIED bhi s
- 7= (Fig. 1).

LR : Polygraph EMR 60 SD (Fukuda)
Ik V@& Lic. MEERSE S WRICREREE
TRUHERHI 7 V) v 7 & Zhicke /N E e IUER
T nEy ohi- (Fig. 2). 79 v 7, 1K,
FRIVBABEE O VTFRIZB VW TLREFE SN S

—134—



;%mmh T e .Iuilll_i,!%lié_

b B |
|

SR OFIRG]

‘Ullilhnl ti ll w..nl

]

L-~\/\ ‘\/vw.\w N L x-~*'-' Ca

sttt A

Fig. 2. Phonocardiogram.
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A prominent mid-systolic click (C) is recorded at low, medium and high frequency phonocardio-
grams and a small late-systolic murmur (SM) in the high frequency phonocardiogram. The point of
maximum intensity of the systolic click was at the fifth intercostal space along the left sternal border

(5L).
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Fig. 3. Echocardiogram.

As shown in the upper panel, the tricuspid valve (TV) moves posteriorly at mid-systole (arrow)

¢

and shows

¢ mid-systolic buckling ”, although a part of the ventricular wall echo is inscribed back-

ward. A systolic click (C) on the phonocardiogram (PCG) is recorded following the onset of ‘ mid-
systolic buckling > of the tricuspid valve on the echocardiogram. Mitral valve echogram as shown

in lower panel is normal. IVS=interventricular septum.
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Fig. 4. Pathologic specimens.

In the upper panel tricuspid valve (T) is shown through the right atrium (RA). Septal leaflet (s)
and a part of the inferior leaflet (i) of the tricuspid valve are bulged (arrow). In the lower panel
the mitral valve (M) is shown through the left atrium (LA). The leaflets of the mitral valve appear
to be slightly bulged but no remarkable histological changes were observed.
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Fig. 5. Histological illustration of the tricuspid valve.
Histological examination of the septal leaflet of tricuspid valve (T) discloses that the leaflet is thick-
ened in this case (a) than that of a control case (b), mainly due to the thickened spongiosa.

S =interventricular septum.
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Fig. 6. Histological specimen (toluidine blue staining at pH 7) of the septal leaflet of the

tricuspid valve (7T).

Positive metachromasia in the thickened spongiosa (S) and suggestively increased mucopolysac-

charide (arrows) are observed.

RA =right atrium ; RV =right ventricle ; F=fibrosa.
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