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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 valvular tissue (asterisk)
and dilatation of annulus. (RA :
right atrium, LA ; left atrium,
RY : right ventricle, M : atretic
mitral valve).

Fig. 2. Anterior view of heart
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, LY : left ventricle, RV :
right ventricle).
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Fig. 3. Atrio-ventricular  valves
after remoral of atrial wall. The
left sided wvalve (T) is tricuspid
valve with redundent [eaflets
{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-
ritoneurn, 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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; Fig. 5. Microscopic view of occl-
M usive thrombus in iliac artery,
¥ showing fungal colony composed
b of yeasts and pseudohyphae of
Candida species, (x200, H & E)
b larrow : internal elastic lamina).

portion) =] 2# 4 (iliac vein) % FWel 7= Pt
slaitd H 9 o4 4 "4 (mural and occlusive throm.
bi}) el EZ (yeasts) % #74} (pseudohyphae)
2 o] ezl 2732 {fungal colony)Eo] Hgew,
o] AR E2 H} (capsule) S 3 YA Y Aoz ¥
o} Candida species® Fhels|glen] of = i+ =4
Z (mycotic septicemia) 2] <4le] 3l & Aoz 23
it} (Fig. 5). ©|5 97159 Gram g4l 4 432 7
&==] eoke, 7, wiak gl wle) =Pl AE
+8 w E¥eo| Tabsgg F, #34d 4 (septic
embolus) |} ¥ == 844 F (hemochromatosis)
< AT o4 glelch, ¥ a3kl Gandy-Gamnas- = §l
2o, Fklde F4AY (central vein) 53 &
(sinusoid) 52 #as 4 HF37 FAson &
ol b4l 22 mha] o ofs) ST} kel e I
AFE Lo, E43 = Eextramedullary
hematopoiesis) #4-2 glaiv), o= Agis] A3tz
ol = w|gbd & &4l 74 (diffuse hemorrhagic
infarcts) 2] Wi §l=l abdbdal dF4 2] A F& Ful
A g =4 44 (fungal emboli)Ee] s
of, Fhdl did 9 A e e mAEgt £ 5l A
A3 zado] shEl T4 dHT o g5 3
5 Z4b4l 5] 4t (pseudohyphae) 5¢| of 2] 3kl 4 &
sls|glen F2 "] sE4d gkl SawF
(DIC)4] sl Hvt FoHAES £ 5 9,

— 288 —



—&5% 9 69l - SR Ao FhE 5 UG AHI—

2 #

4 o &l 2 29 Fo off 24+ 18754 Rokitansky™
7h2gelE nndk e Aoz o oa Ry Foirf
AlgsElgion B 4 g, o e = B ae] o
e} 3ho]7} glont 8| vfetel| A= Aol AHA 47]% 2
0, 4%(19/4491) % 4ql 434 47182 0, 9%} 3
st A S|}, ST ME A3 A7E
9] (.9% Fxln g gep, 2 e] " Fe
ef 1% A& oh 2 47 ¥ o] gle 7154 A4 Aoz
de), A ¢ 4 gla, b W 47| ge] 7l
£AY Bt Aol Fokdd debE, B2v £ S0
s} o] ohE S84 478 2e AAzAe diez
ab Fche] 7] HFnan A4 e]H G e BAEL 9
A Avch o] & Aoz 2554 AdES FAA
1,35: 124 of @& #oz seof glemh o] HHFZ
dhae] e g sy 2} dAeh glebe 2o s b,

¥ oflofl4 & =hdmiaie] ss} glzlvwl o2l
Lnzpala] Al alof] df gl = =22t ® T+ 9ok
HAEE o] A E srgolgtn #Helsigded 2 olde
¥ o7} Aaidteiseln Rl of27)A] HelH & He]
Tebeiel, 4 adaskAe 5 el Fele
dimplinge] 3+ @2 ofebtsd £ o 525 A
# 2] Exlgl vhyd sfsfelch, it A #F L-TGA#| =}
v 2]Adle] lloopd ™ S-d-LE 4 loop rulesd] k=] ¢
o 1loopahal S-1-L2A 4 3ol dhdsiet, o2 &
o 4] el abal o g Al Slel] i {} A HE 7 7H T FElE
o, 3 4L 2E 5 ubdgel He§ Al
HE2 A4 253, 49 gef, A4to] at ol g4l
Eoll ez A4 e Lloopy & ol 4 el

A4 2] 21 %] (ventricular inversion) = £ F@leh 3
o] ezt A (L-TGA)E b= Al Fubdlvtcor-
rected-TGA), dl2|= o2 784 F]{4 44 M=
wislo] gl o Aol A 472 23l 4
952l alelo] skfe| mAE #4143 primitive heart
tube)of €% 2 (looping) &l 5 gl whep 7=
v Aoz oA ga, AdedMe AvTF dloop)
oz 3Ase FAs, #34 Rt AHFelHE 4
ube] ¢z sh AAgle] 33 (loop) =& A= H=H

&3] 7 4l4e] M9 (inversion) =2 ck, 2} &
B2 alyleba] #5 #H G =5 “mirror-image” | 5
viscero-atrial situs inversus) ol &= "k & d-loop &
A rAddgl A8 Fe] T4 E FaE Haz gl
o}, shubslyl gL AHF o 5% ol A
$-0]7] wll-Fol o,

Aol d gl w5 ol Al A4 e] A el ubate] Wb
ghub, ghabEol A o) A e A s A e Al 2o, 2S5
ol A AT FaetE ez slAisle] 20~90%
of 4 -4 Ebstein?| 84 veldich, A7 A=< A
Ak o] upAl 2 Al o) A&} 7" (anterolateral node) ®|
vpeh} BAjus QoA Fef, ofsldE 443 A
Eo| 44~T78%, AWFA AEe] 11~-47%, A+ ¥
o] 44~53% 528 ¥ n4ME 2 glet,

a £

qaze g Alast HHF AP ALE ¢ o2
A4 202§ dele] £ Bl FHHER AHT
< #lal nalsiglen, Aofels] 4 U A B AR Tl
skl 5 3ol A4 2] Candida Spp. Z T4 €457 o]l
g 33 A9 294 A4, A v kY ¥ 2
2l A A Fel 23 AglE vt Sl RaEisd
e},

# 1 & #

1) Kidd BSL: Congenitally corvected transposition of
the great artevies, Heart disease in infancy and
childhood, 3rd ed Macmillan Publishing Co Inc
1983 ph 612-626

?) Rokitansky KF: Die Defelte der Scheidewande des
Herzens. Brawmulleyr Vienna 1875, pp BI-86,
Cited by Kidd"

3) gdel, €, HHA, o|dR, AHS Al 4
4] 4l g, o ghe)dhg] 8] =) 26:721-735, 1983

4) Bjarke BB, Kidd BSL: Congenitally covvecled trans-
position of the great avtevies. A elinical study of 101
cases. Acta Paediatr Scand 65:133, 1976

5} Mitehell SC, Korones SH, Berendes HW: Congeni-
tal heart disease in 56,109 births, Incidence and
mnateral history. Civenlation 43:232, 1971

6) Van Praagh R, Van Praagh 3: fsolaled venivicular
imversion. A consideration of the morphogenesis,

— 299 —



— ol k=g 2| Bk 5] =)

definition and diagrosis of noniransposed and trans-
posed greal arteries. Am [ Cawdiol 17:395, 1966

7) Allwork SP, Bentall HH, Becker AE, Cameron H,
Gerlis LM, Wilkinson JL, Anderson RH: Con-
genitally  corvected  Pransposition  of  the  greal
arteries: Movphologic study of 32 cases. Am [
Cardiol 38:910-923, 1976

= Abstract =

Mitral Atresia Associated with Corrected
Transposition of Great Arteries

Dong Heon Yoon, M.I., Jeong Wook Seo, M.D,,
Je Geun Chi, M.DD., Yong Soo Yoon, M.D.",
Jeomg Yeon Choi, M.D.*, Yong Jin Kim, M.D.**
and Im Won Kim, M. ***

Depesrtments of Pathology, Pediatrics®
Thoracic and Cardivvascular Surger®*,
and Diagnostic Radiology***, College of

Medicine, Seond National University

A case of congenital absence of right atriovntricular

M| 227 M| 3 E 198E—

(A-V} connection of heart is reported. Patient was 81
day old male infant with chief complaintz 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 wvalve, right.
sided wventricular hyvpoplasia and L-TGA. Clinical
assessment of the case was tricuspid atresia with L-
TGA and mitral regurgitation. P‘uh‘ru:nn‘a'r:.r artery ban| -
ding and atrial septectomy was performed. Parenteral
alimentation through the femoral wveins resulted in
obatruction 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 =eptal 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 azvgos vein was markedly
engorged. Microscopic examination revealed candidal
colonization in the inferior vena cava and septic embaol-
zation in brain.

Key Words: Mitral Atresa, Corrected TGA.
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