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Summary

Localized intracardiac calcification protruded into the cardiac ventricle have been rarely reported.

A 27-year-old man with ventricular septal defect (VSD) who had a history of bacterial endocarditis
(BE) at the age of 15 was found to have a small calcified body in the right ventricular outflow tract
(RVOT) detected by echocardiography. In most previous reports intraventricular calcification was
observed on roentgenograms or cardiac angiograms. In this case, however, the calcified body was
so small that it could not be detected by these methods.

An intense abnormal echo with irregular motion not corresponding to the cardiac cycle was de-
monstrated in RVOT near the interventricular septum (IVS) by the M-mode echocardiogram (UCG)
and ultrasono-cardiotomogram (UCT). At the time of radical operation of VSD, a pea-sized calcified
body attached to IVS of RVOT by a stalk was found and resected. Histologically, it was mostly
occupied by dense calcification embedded in degenerated myocardial tissues.

The etiology of the calcified body remains unknown. We presume that dystrophic calcification
due to BE associated with myocardial damage and hemodynamic change caused by VSD were greatly
concerned in this case.
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Fig. 1. Plain chest X-ray film.

Cardiothoracic ratio is 489%. Slight increment of

pulmonary markings is observed.
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Fig. 2. Electrocardiogram and phonocardiogram.
ECG shows no remarkable change. Phonocardiogram recorded at the 4th left sternal border

shows high-pitched holosystolic murmur (SM) and the 3rd heart sound (III). CPT =carotid pulse
tracing.

Fig. 3. Left ventriculogram in left-anterior oblique view.

The right ventricle is clearly seen by the spurt of the contrast medium through high septal defect.
End-systolic narrowing near the right ventricular apex is also demonstrated.
Left panel: end-diastole, right panel: end-systole.
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Table. 1 Cardiac catheterization data

Portion Pressure (mmHg) 02 sat. (%) 02 cont (Vol%)
P A wedge a=10
c=HM
v=9 m=6
peri. 3110 (16)
main 35710 (18) 9.5 19.9
RV inflow 36/0 (11) 89.5 19.4
outflow 3410 9.1 19.6
mid. 521-2 (18) 9.0 20.0
apex 511-2 (18) 88.5 19.2
RA a=>5
c=4
v=5 m=2
high 80.5 1.5
mid. 82.5 17.9
low 79.8 7.3
sve 75.5 16.4
Ive 82.5 7.9
Lv 1521-6 (54)
EDP 16
Ao 13578 (104) 9.0 2.8

Qs = 8130 ml/min , Qp = 29800 mi/min ,
Qp - Qs = 21800 ml/min , (Qp-Qs )/ Qp=0.73
PAR = 162 dynelseclcm'slm2

Significant oxygen step-up in the right ventricle
and systolic pressure gradient of 17 mmHg bet-
ween the right ventricular apex and outflow tract
are shown.

SR U7z, LIRS 29T L step-up OFEFED HILVE
MoE-AEkEmrL, M- &k 3.5 Z-F
SRR 75% LEMH L.
ExdEihE Fig. 3): v 27 o ¥4Ik g
2RI EEER EHITL, BMOEPRRELDE
AL CE-REKXROTEL AL, LEPREXE
iE L BT Lic. R ELRE EF I CURERIC
Wt RIRCBRL, LEOEREOTFELE
BL, FE_ZREOCHFELAEE L.
ODxa—K: B Aloka 4 110-S, 2.25
MHz OFREI + 5 > 2 F 2 —H% — &\, strip
chart BXURIFrA Fh A FIZTRHE L 2.
Fig. 4 icrr+ &<, EiEHF = = — THKREE
SEEE 1T 125 mm/sec, FpiENEE 36 mm LERED
HREFED. & SIZIER L v IEERIC T T,
AHERBRICRE LT ARRZ ES) &R+ HE 0

MeRETa—&HRH L.

Fig. 5 7 - LBIC Ry &<, i - kBex
o — CAEERBIEKHRICIEVT 53 mm L&
EESLR L, #%ESES) L iR~ L. Fig. 5 &-
FEiC R+ 2+ < RAL oK © K#RfFp= =
—, AEEBIVERRIBECERE b7, L
L, MR- %BED E— LJ5H T X I KE # i,
RAL oK< EEHIc b 72 v SEDREAICIR
R+ 3R%x2—%%», M-mode scan (Fig. §
4+ BB TRT XS ICEEE#MERNT, AEP
Wi R R BB 2R T —HORE T 2 — 2R
HWL7. W#RfF% HiRL 53 ¥ —LAKRAITIE,
REprxa—3 Booh hrok (Fig. 5 5T
BY).

T X (Fig. 6): Asfd EUB-10 A
v, 8mm VA B ATRBIVETRA KA A FIC
CEEREE X OEES R TR L. AERH
BoPRBACIRE L TLAR & ERRORHA
R EHERFHOEB 27, UNRIEE0RVCRE
T a—OFESER S L.

DLoBEERL Y, AENAKILERY, B
X A ETE 2 A0 L OEPRKIBE & 2T
L, JRERFSLERAEE ZSEHC BV TIRIBFI
DBHEATEN, 0 SVCEATICAZERME SR
W RE LTHEET 2 ARKILRY LR L,
Lic. AEZIAECHE L CRERRGENREL
R LET, RULEBICEHE-T.

% 8 # B oz a—K (Fig. 7) <, 1l
g b7 R > 3 —aERICHR L, R
igf= = — (Fig. 7 LB TRIREBHE R 90
mm/sec, FpIEIEF 30 mm LAFRTICHE LA 2
RBAETRL, LEPRRBAORHEC L 2EER
BAMOME LM LI b L EX bR

FIEIC TR o BERER (Fig. 8) itk T
b, HEFHECEDZRE T 3 —i3 bRk
Loz,

B shzE Wiz 12mmx5mm o#FEE,H
EMNEE T, REABENCIRRILEEEL
L, b¥FEnicEmcEt, BAL Lz OfRiEo

— 204 —



FOENAIRALEY)

Abn. echo

Fig. 4. Preoperative echocardiogram in the beam direction of recording MV.

An intense abnormal echo with irregular motion is observed from early systole to mid diastole in
the right ventricle near the interventricular septum. A =26 mm, E=36 mm, and A/E=0.72. Abn.
echo=abnormal echo; MV =mitral valve; DDR=diastolic descent rate (125 mm/sec).

Abn. echo

M-mode scan

Abn.echo

Ao

Fig. 5. Preoperative echocardiograms in several beam directions.

An abnormal echo is observed in the beam direction of recording IVS and LVPW (left upper panel),
and of “RAL ” (left lower panel), and in M-mode scan along the long axis of the heart (right upper
panel), but not observed in the beam direction of recording PV (right lower panel). IVS=inter-
ventricular septum ; LVPW =left ventricular posterior wall; Ao=aorta; PV=pulmonary valve.
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Fig. 6. Preoperative ultrasono-cardiotomograms (UCT) along the long and short axis of

the heart.
An abnormal echo is observed in RVOT near IVS. Its motion demonstrated by the moving picture

of 8 mm cinefilm is quite irregular and not corresponded to the cardiac cycle. The arrow indicates

the abnormal echo. RVOT=right ventricular outflow tract; LV=left ventricle; LA =left atrium;

AQO=aorta; MV =nmitral valve.
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Fig. 7. Postoperative echocardiograms.

An abnormal echo demonstrated in the preopera-
tive echocardiogram is no longer detected. AML=
anterior mitral leaflet. AO=aorta.
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Fig. 8. Postoperative UCT.
An abnormal echo demonstrated in the preoperativ

Abbreviations : see the preceeding figures.
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Fig. 9. Photograph and photomicrograph of the calcified body.

The specimen measuring 12 mm in the longest diameter is whitish-yellow in the color and with
a stalk (left panel). Photomicrograph of a part of the specimen shows dense calcification and the
displacement of degenerated myocardial tissue (right panel).
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