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Agddta e Yelgdad, cotgtamAr, FraAstndrr o Ak st
258 - HES - AHE
R84 - HEA - AT - Yo
Aol $&9 At Sraqde] HEFE}, F
A e AAdZAL LAz AN 25 A dee A%
off YAF FAAA dAsded, w2 & Fuk
22 o) @3 A $) 3 (corrected transposition of great  FEFW-& F-Fo]l A A A H ],
arteries: corrected TGA) & ol = 24 9] o ] £ ¢
ulAl ol A A 9 7} Eulsle] F A4 Aol AlAH = &l
olc}h, watA Fukzlgel glg A-tole A ull7tx
ob5-&l FAbo] vjehbA] ¥E4E et el HiEE £ Zol 773 304 2 HE A4 Fabd ot
o 9ol AAEA AL, dAEY F&, F2 A 2A 24 15YPH IFTH Y RS FEE A
%41 Ebstein 718, ©+ A4 (single ventricle) ¥ H7] W8l xelatel] dAshsich, dUPA) AFL 3.3kge
AxA Y o AS AVYS Fukgich), dH 44 EY 2 U o FokdEirl dEsiglen], HA4F, EEA
A2 WAAA Ade AF Ao A4s(ven-  (clubbing) ¥ +5 -3 (pitting edema)—‘l— palet,
tricular loop) Aol AZo 2 AL 4= HAAA BE2e FFANA 2-3/659 527 Feol &
(loop) A4 gl ubel 25 A4 A opet 2% FHa zre] 28x FAHUAS. FAA 243 €A
alAgiubel wok AEel wiAlAdel 9a|otE wH bilirubin® 7} 17.3 mg% (direct; 0.3 mg%) 2 %715
3 QAL Q7] dEol o] AL A7 Y ERA bE F A ool BT o] gien o AuF
23 Agaln g4 Yok S FYHL A 6.2meg%E TA =AU FF XA ARG FEEL A
ol Aol IAISlel Wiy =F JlH o A vk wole) @A Fobot fhel F-exbE (left to right
=g 2539 v 23 AHE =4 (membranous) shunt) & 2ol Ad o g Fels| o] 4ozx (Fig. 1)
CQl A9 BE a1 AEsl AT Fg o] waked Wl w AP 2dsS AW vl AP A9 (TGA) &
=g, B 92 D RS2 A, 4
2 2dE £ yadaate) Az Qg $ARAe] A9 AW FAAE, F5 5% A7 (grade 10D,
27 9 A8E Frle 20z eh HEH £84 a2z s el s ] Al 3% A w4
Ao AYstn wAT dFES AP T HEHA (AFd=e s +L-TGA) gt Awhsle] 33 Fontan
sl AFAd U HYgze s Alksled 27 operation$ A3FYPn LA HAPFE Folv] AT L
3 270 20208 @Ak olelginh, A Axke WA AFQ HFY FEAA YW ANETA AAES 9LF 10
& HAolm A TGAZ} S48 At saigont ¥4 ol AF e, LAk FeF FFAeE $241717]
oz gAgAe] o4 o TGAZ Fuksl 44 dlgad  3lod 45 ‘415]14"-‘1~ 3l v A4 gtEs of 50¢
e TR SAT 19874 129 AAgRAeA sy NS FEHAAWS 1) el ebe &
g 4Ed, Ay BAZo R /\}.DLO}_ Ak,
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Fig. 1. Four chamber view of the
heart showing muscular hyper-
trophy with luminal obliteration
in right-sided left vertricle (LV).
Right-sided mitral valve is atretic.
Left-sided tricuspid valve shows
redundant valvuiar tissue (asterisk)
and dilatation of annulus. (RA :
right atrium, LA ; left atrium,
RV : right ventricle, M : atretic
mitral valve).

Fig. 2. Anterior view of heart

i and greater vessels. The right atri-

um is markedly enlarged (RA).
The ascending aorta (A) is loca-
ted left and anterior to the pul-
monary artery (P). Pulmonary
artery is partly ligated. (LA : left
atrium, LV : left ventricle, RV :
right ventricle).

47@1 AR A AT vl e} 4l

g el Sk
2y & Aeks) 4517} 44 oArh(Fig. 2 % 3), 34 el iz )

Aol 44 o qlAdsloleh, AW Aol 5444

Y e Abef § of 04 gbell AAH YLt 5.4kgsl ¥ 2 Qebe] 2] 2x1,5eme] Aol adeh, 95 9
obiAl AAlHel Algh ok go) elm 53] ofsh WAL 0.8X0.5cm 279 Iy who.z w4 5lo]
Aol SA G FE o] SRl ent of Asltel A2 Ule(Fig. 3), $% Sl¥eld ¥ A4S Aauct
2ol gemel Mol BAEIL YT w25 AL ARGo] WS FE FAweolgion] 47
Wekel o FL A bl BAslolch, Fahul wg el AE vlgeh Alleh 3o} glela ARl YA
woll i 4b& 2 giolet S HoalA ghokeh, AE ApAe FAo] e FAY



Fig. 3. Atrio-ventricular  valves
after remoral of atrial wall. The
left sided valve (T) is tricuspid
valve with redundent leaflets
(Ebstein-like malformation). The
right-sided valve (M) shows mem-
branous atresia, Right atrial
endocardium and myocardium are
markedly thickened.

Fig. 4. Posterior view of retrope-
ritoneum, showing hemorrhagic
infarctions of both kidneys (K)
with renal vein thrombi {thin black
arrow). The hepatic portion of
inferior vena cava exhibits mural
thrombus (white arrow).
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o] Altj Az} 7] Aeel A7o] 74zt 0, 6cm H 0.4 cm
ol9icd, 7t 29 (hepatic portion)? i ei 27
2%0.6cme #&A (mural thrombus) el Eo1 AU
(Fig. 4). Al A" (renal veins)oll A Z-E A (iliac veins)
AR s A Aol A Aol Uon Y
wo| 241 AT 0,5cm HEE FoRHUNS(Fig.
4), ok o} A% 5 (bilateral external iliac arteries)
W ol = wiafA] o] U=

ZH(liver)& Fako] 272gm oo (31U HA:
140gm) 724 % Ao ukA-2-d (nutmeg liver) 9
oFA-S Vel E, =& vl (spleen)® 34gmel S¥A
25 wgdch %= AAL dobd 9] (fetal lobula-
tion) o] fA o} JomA kA ¥ FA(FF 42
gm, #Z 38gm)g Ao A7t el FA
(pyramid) %95 AE A 94 o A 234
o] ek, o]o] A sl 2l Al Yol #Hj4) 4
HA Aoz 9ld ¥4 74 4% (hemorrhagic infar-
ction) o} A5 = 202 etzE e,

ol 9]oll & 9¥& # & Fuhulol chitA Sddb A vy
ol A 3ol 2HA wlo] Ui, HelA e +5 A4
3} B& 5T olo] FaH AFatel 2k ] Yo
Aol WA AAS wlad Fhn HAA
(ventricular system)& #Z& A3 42 A7t (superior
horn)o| F8%2 Ax 2 %7} dd=of ek,

e AA 2402 A4 (IVC) ¢ 75+ (hepatic

Fig. 5. Microscopic view of occl-
usive thrombus in iliac artery,
showing fungal colony composed
j of yeasts and pseudohyphae of
§ Candida species. (x200, H & E)
B, (arrow : internal elastic lamina).

portion)oll A -3 A= (iliac vein) ¥ FHel 72| H3
Zlodd ¥ o 414 @A (mural and occlusive throm-
bi) WolE &E (yeasts) W 934t (pseudohyphae)
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= Abstract =

Mitral Atresia Associated with Corrected
Transposition of Great Arteries

Dong Heon Yoon, M.D,, Jeong Wook Seo, MD,,
Je Geun Chi, M.D.,, Yong Soo Yoon, M.D.*,
Jeong Yeon Choi, M.D.*, Yong Jin Kim, M.D.**
and In Won Kim, M.D.***

Departments of Pathology, Pediatrics*
Thoracic and Cardiovascular Surger**,
and Diagnostic Radiology***, College of

Medicine, Seoul National University

A case of congenital absence of right atriovntricular

D A229 Al 3 & 1988—

(A-V) connection of heart is reported. Patient was 81
day old male infant with chief complaints of dyspnea
and irritability. Clinical evalvaition revealed increased
pulmonary vascularity on chest x-ray, absence of right
A-V connection, regurgitation of left A-V valve, right-
sided ventricular hypoplasia and L-TGA. Clinical
assessment of the case was tricuspid atresia with L-
TGA and mitral regurgitation. Pulmonaty artery banl-
ding and atrial septectomy was performed. Parenteral
alimentation through the femoral veins resulted in
obstruction of IVC and subsequent multiorgan failure.

The autopsy findings of the heart were corrected
transposition of great arteries with associated anomal-
lies of right-sided mitral atresia, Ebstein’s malformation
of left-sided tricuspid valve, ventricular septal defect,
muscular hypertrophy of right-sided left ventricle with
luminal obliteration.

Long segment of IVC was completely occluded due to
occlusive thrombi with fungal infection. Bilateral kid-
neys were infarcted and azygos vein was markedly
engorged. Microscopic examination revealed candidal
colonization in the inferior vena cava and septic embol-
zation in brain.

Key Words: Mitral Atresa, Corrected TGA.
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