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Clinical Features of Spontaneous Neonatal Gastric Perforation

Eun Ha Kim, M.D., Ji Min Park, M.D., Yoon Jung Cho, M.D., Sang Lak Lee, M.D.
Joon Sik Kim, M.D., Sun Ok Park, M.D." and Woo Hyun Park, M.D.”

Department of Pediatrics, Department of Pediatric Surgery’,
Keimyung University, School of Medicine, Taegu, Korea

Purpose : Spontaneous neonatal gastric perforation is a rare neonatal event which is
associated with high mortality. The aim of this retrospective study is to investigate the
diagnosis and the treatment of neonatal spontaneous gastric perforation.

Methods : From January 1991 to December 2000, eight cases of neonatal gastric per-
foration were presented at Keimyung University Dongsan Medical Center.

Results : Among 8 neonates (7 males and 1 females), 2 were premature infants. 7
cases (87.5%) had symptoms onset in first 4 days of life. The most presenting signs were
abdominal distension, vomiting, and respiratory difficulty. The most common X-ray finding
was pneumoperitoneum (87.5%) and the most common site of perforation was greater
curvature (75%). The combined congenital anomalies were malrotation of small intestine,
teratoma, and partial duodenal obstruction. The predisposing causes may be associated
with congenital intestinal anomaly, necrotizing enterocolitis, and too fast increased formula.
All the cases underwent surgical repairs. The mortality rate was 37.5%, and the surgical
procedure performed 24 hours after presumed disease onset represented poor outcome
(mortality rate 67%).

Conclusion : This report suggests that early diagnosis and early management before
clinical deterioration of metabolic status may improve the prognosis for neonatal spontane-
ous gastric perforation patient. (J Korean Soc Neonatal 2001;8:46-51)

Key Words : Spontaneous gastric perforation, Neonate

= 1960 A #9817k AgeR naud

N 2 olF 7k mam HAIT Aol T FE

Aelle Aog ko] oy 497t g1 =2 3

HetE ¥e AMES molt 9nd $F Adoln

182541 Siebold"7F vlgol B4 18E B8l AL o =y wAMeld a[S 2ad Aesk A

Bagk AAole] 9] A HFL vhgaEta v 5ol 7 AEe £4d AN AEBES 2o £ 9w
?l ETEE e v =A@ FujelA aeiA et

AV : 254, UTA T EAE 104 ole] AMAEL AW FAte]sYolA 1991

Argelth gatelsel ops H-E 20009704 107 A@sdE Aol ¢ A

Tel:053)250-7357 Fax : 053)250-7783 AT Bole] oA AAS BAlste] T Aol <

E-mail : yjcho@dsmc.or.kr



— Aol 9 A A

24 s,

1991 195E 20001 12€97bA] Aot s4k
o5l 2lAel F3AA Qeste] FEA XEES
ot Flol FoA e F 9] Ad HIToR HF
G A 8 o771 5S gelste] Folse] A
gaEs 24 AF, By 9Yy 4" S A Al
Y, D T, BE DA &, HE B9, s 7
F B A FErAY AR ATRERe] B
T F¥HoR HESAH

1. Chat Bol] A 54

glol52 wgol 28, whatel gaElolA L ol 7,
Aol A Apgar B

= o
S A 5ol 22 gllern, Ak WA
= Al nEgs 27 g5 wiEel 194 dlx
o] glel= Eolido] fITH(Table 1)

o] 4 54—

S Bl AUt 7dH(875%)E 7FE Bkow Alg
ZF 48050%), FF58 @4 38(37.5%), i% =gk
o] 747t 2¢(25%)H 01 em 1

- _%9
i3
e
ey
il

2k x{g]. ;d] A= =0 ZAo

o
rlr
N
dz
of\
o
N
&,
il
[0¢]
3
o
ﬂi\ X
=2
_>L
_,E
£ °
>,
|o
i)
— o)l of

FHZ wukd Fo] AP VIHoRE G oY
3|de] 3#lelA FrERoM § 7@ Eo] 1804
FRkE o] 50%°A el thE FHk 7]Ee] QlslT) ¢
FHo FA 7hsd 49 JAAEE Futd o A
A71gez Qg A9y HAe o3 HFo] 4#]
(case 1, 3, 4, 6) °I1AaL o] ZF 2% (case 4, 6)= E

|
colidl g o] Fyreo] giflom zpz} iz}
Holo A o] AEHAT 1 ¢ HAMY F(case
2)0] 18, wlgol Al AF T 24A7F Fete
BALR 40 cc A= o5 A= m
F 7L dde] HAS Fow A7ty

57F 18 dRen vumA 2de F4F + A &
A

Y SO WA AVNE WE AFE W UNT O welaph SATKTable 3. b2 S W9l 24
W7k 58, S 1A 49 Abolrt 28, 18l AF A AR 9jtZo] AZo] Eurd o= gt
1ol o] Yetsth A Fdome 55 3t
Table 1. Patient Profile
Case GA BW Sex Inborn, Apgar score Delivery Maternal

(week) (gram) outborn (1/5 min) mode problem
1 379 3,280 M outhorn 8/9 vaginal
2 39.9 3,840 M outhorn 8/9 C-sec
3 40 3,320 M inborn 7/8 vaginal prolonged leakage
4 41 3,200 M outhorn 8/9 vaginal
5 36.1 2,360 M inborn 8/9 vaginal
6 38.9 2,860 M outborn 8/9 C-sec severe PIH
7 36.7 1,985 M outhorn 8/9 vaginal
8 40 2,400 F outhorn 8/9 vaginal

Abbreviations : GA, gestational age; BW, birth weight; M, male; F, female; PIH, pregnancy induced hypertension
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Table 2. Clinical Manifestation of Patients
Case Symptom onset Feeding Symptom X-ray finding
1 5 hours NPO abdominal distension, pneumoperitoneum
decreased activity, grunting,
respiratory difficulty
2 11 days formular, abdominal distension, cyanosis pneumoperitoneum
40 cc/3 hours portal vein gas
3 0.5 hour NPO abdominal distension, grunting, ascites, calcification
hematemesis, respiratory difficulty
4 24 hours formular, abdominal distension, vomiting, pneumoperitoneum
20 cc/2 hours oliguria, decreased activity
5 24 hours formular, fever, grunting, poor feeding pneumoperitoneum
40 cc/3 hours
6 3 days formular, grunting, irritability, pneumoperitoneum,
30 cc/3 hours abdominal distension pneumatosis intestinalis
7 3.5 days formular, abdominal distension, hematemesis, pneumoperitoneum
20 cc/3 hours decreased activity
8 4 days formular, abdominal distension, vomiting pneumoperitoneum
40 cc/3 hours
Table 3. Operational Findings of the Patient
Case _ Time . Loc_ation of _ Associated intestinal Operation Result
interval perforations and size anomaly
1 45 days  greater curvature 0.5 cm partial duodenal wedge resection & good
obstruction with primary closure,
intestinal malrotation Ladd’s procedure
2 20 hours anterior wall of incisura wedge resection & good
angularis (lesser curvature) primary closure
0.5 cm
3 14 hours greater curvature, 4 cm gastric teratoma excision of gastric teratoma, good
primary closure
4 2 days anterior wall of body, intestinal malrotation hemigastrectomy, expired
multiple Ladd’s procedure
5 6 hours anterior wall of fundus & partial gastrectomy good
body, near greater
curvature, 5 cm
6 12 hours greater curvature, 3 cm intestinal malrotation closure of stomach, expired
Ladd’s procedure
7 6 hours greater curvature, punctate partial gastrectomy good
8 15 days greater curvature, 2 cm partial gastrectomy expired
“time interval between presumed disease onset and operation
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