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23514, 1280gmel HolE 5 Eutsigoen,
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Aol A ke UAHFg. 3).

#2 Hae ggon s wEHo| Hof gl

Fig. 1. Whole body X-ray view reveals severe degree
of scoliwsis and phocomelia of left arm.

Fig. 2. Limb budding just under the costal margin at
axillary line shows syndactyly.

Fig. 3. Hermated organs through abdominoschisis are
small intestine, hver and part of the heart
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Aow SZHAe Aol h(Fig 5). ¥EE
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1. 2471 ¥ % (abdominoschisis)

2. A& o] &% (ectopia cordis)

weornoaft e

Fig. 5. Rearrangement of visceral organ reveals malrotation of GIT.(A; adrenal gland, k; kindey, L; liver, Li; large
intestine, s; spleen, S1, small intestine, st; stomach, uc; umbilical cord)
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3. 373 << A (diaphragmatic hernia) Table 1. classification of fetal anomalies in amniotic band
L. to th -
4 %¥ADZ 79l o) amniotic band) syndrome according to therr presumed me
A= [N .
5. =% 3 L5 U(left lung hypoplasia) Anomalies caused by mterruption of
6. THAMEZ(PDA), HHFAELE(VSD) embryonic morphogenesis
7. 81342 F (phocomelia) E 3 * % (syndac- Cleft lip and palate
Ompbhalocele
tyly) Cardiac anomalies
8. AFAok(limb budding) ¥ %% (syndac- Renal agenesis or dysplasia
Bladder exotrophy
tyly) Imperforate anus
9. ©d ¥ A5 A (gall bladder agenesis) Anomalies caused by fetal vascular compromise
e . Gastroschisis
10. £Z 84 % A (agenesis of sternum)

11. 238 3] 3 o] ¢ (malrotation of GIT)
o H
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33 5ol o8 2 HE AR B3 AvHO (Table.
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8 (histogenesis) W} # ol 2}al Y,
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Hay dadle daEed S Fdz <l
obo} dy-Fol ¢t FtH(strands)ol HF o
FAF o, o] Ho] @ E1 Ao PEFE Fo

Gallbladder agenesis
Single umbilical artery
Anomalies caused by intrauterine constraint
Club foot
Clubbed hands
Abnormal facies
Valgus-varus deformities
Kyphoscoliosis
Anomalies caused by disruption of normally
developed structures
Severe CNS or calvanal defect
Acrosyndactyly
Amputations
Constriction bands
Facial clefts(anatomically 1nappropriate Aplasia
cutis)

24 ¥ Z(annular constrictions), ©1 28 Q) X F
(secondary syndactyly), 12|32 &z Hek(am-
putations) 5& Z s, Ao FHo=M =
of At 2 E FE AU, FEtRE ] A0S
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7HE B A Fo B FFerawe] 91 & A,
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g, adon} HZo FAHRA A Ao, &
Ao, ¥ TRFe S G JERT o
F doisl #Bde) gle 4T AR dee A
2l AU EH oot T4 utE® ¥
g ol ols] Zefsln, 3 S0 AF AMAAEL
o o) ;Y

o] 4& s B I A€ o) BE /1Y
AEHA A JudE BAFo N o]
Z7) &9 sgde Azt AUk 28y
o gtgo] gle A wssng Fukd WEAs A
ol e oun 3y AW AL WRAS F
&9} &34 (sidedness) ¥ e} e, AR A
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"otk B2 A (Table. 2).
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Table 2. A schematic representation of limb body wall
complex leading to disruption, incomplete de-
velopment, and deformation of the embryo.
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A Case of Limb Body Wall Complex

Jong Jin Woo, MD; Kyung Ii Jo, MD; So Jung Park, MD; Heon Sco Lee, MD;
Suck Jae Cho, MD; Jae Bok Park, MD*; Yong Jin Kim, MD*

Department of Obstetrics and Gynecology, Anatomical Patholigy*,
School of Medicine, Taegu Catholic University, Taegu, Korea

Limb body wall complex(LBWC) has been included in the spectrum of defects seen in early amnion

rupture sequence.

LBWC is a complicated fetal malformation with essential features of exencephaly or encephaloceles as-
sociated with facial clefts, lateral body wall defects with evisceration of organs, and limb defects.

Qur case is characterized by the absence of craniofacial anomalies and normal development of urogenital

system comparing with other reported cases.

We present a case of LBWC with a brief review of the literatures

Key Wards: Amniotic adhesion, Amniotic bands, Amniotic rupture sequences, Limb body wall complex,

Vascular disruption



