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Clinical Features of Acute Pancreatitis in Children

Jung Ho Seo, M.D., Seong Heon Kim, M.D., Sang Geon Jeong, M.D.*, and Jae Hong Park, M.D.

Department of Pediatrics, School of Medicine, Pusan National University, *Good Gangahn Hospital, Busan, Korea

Purpose: Since there are few studies involving acute pancreatitis in children, we reviewed our experience
with this medical condition to describe the clinical features.

Methods: A retrospective analysis was conducted by reviewing the medical records of 41 patients with
AP who were admitted to the Department of Pediatrics of Pusan National University Hospital between
January 1996 and June 2007.

Results: Twenty males and 21 females (mean age, 8.7+4.5 years) were included. In 22 patients (53.7%),
no definitive causes were found. The most common etiologies were choledochal cysts (22.0%). Necrotizing
pancreatitis was diagnosed in 5 patients (12.2%), and recurrent acute pancreatitis in 4 patients (9.8%).
CT findings included pancreatic swelling (43.9%), peripancreatic fluid collection (29.3%), ascites (24.4%),
and peripancreatic fat necrosis (12.2%). Serum amylase and lipase levels at diagnosis were 535.3£553.2
and 766.2+723.6 UJL, respectively, and were normalized within 1 week in 22 and 14 patients, respectively.
On the basis of the Balthazar scale, 2 patients were diagnosed with severe AP. In 4 patients (9.8%), a
surgical procedure was indicated. Major complications included ascites (32.3%), sepsis (16.1%), and
pseudocyst and renal impairments (12.9%). Two patients died from multi-organ failure.

Conclusion: The etiologies of AP in children are varied. Most children have a single episode and a
self-limited course. However, AP of childhood still carries significant morbidity and mortality. Early
diagnosis, appropriate treatment according to disease severity, and management of complications are
important. (Korean J Pediatr Gastroenterol Nutr 2010; 13: 58~ 65)
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Table 1, Patient Data

Age (yrs) Male Female Total N, (%)
<5 4 8 2 (29.3)
5~9 7 4 1 (26.8)
10~14 9 8 7 (415)
>15 0 1 124
Total 20 21 41 (100.0)

Table 2, Presenting Symptoms on Admission

No. (%)
Abdominal pain 7 (90.2)
Vomiting 4 (58.5)
Fever 6 (14.6)
Poor feeding 6 (14.6)
Abdominal distension 1(24)
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Table 3, Etiology of Acute Pancreatitis in Children

Table 5, Radiologic Findings

Etiology N. (%) Normal Abnormal
Unknown 22 (63.7) Ultrasound 2 29
Choledochal cyst 9 (22.0) Computed tomograph 4 28
Anomalous pancreaticobiliary union 3 (7.9 Pancreatic swelling 18
Henoch-Schonlein purpura 2 (4.9 Peripancreatic fluid collection 12
Mumps 2 (49 Ascites 10
Pancreatic divisum 1(24) Peripancreatic fat necrosis 5
Trauma 1(2.4)
Hemolytic uremic syndrome 1(24)
Viral hepatitis 1(2.4)
Systemic lupus erythematosus 1(2.4) Table 6. Normalization of Serum Amylase and Lipase Levels
Drug (L-asparaginase) 1(2.4) No. (%)
Wks
Amylase Lipase
Table 4, Initial Laboratory Findings <1 2 (59.9) 4 (37.8)
1~2 5 (13.5) 4 (10.8)
White blood cell (/uL) 11,672.9+6,072.8 2~3 4 (10.8) 3 (8.1)
Hemoglobin (g/dL) 125+22 3~4 0 (0.0) 12.7)
Platelet (/uL) 307,756,1£123,071.3 >4 6 (16.2) 15 (40.5)
Calcium (g/dL) 92+08
Albumin (g/dL) 39+08
AST (U/L) 92 4+1577
ALT (U/L) 97.7+1782
ALP (U/L) 601.2+507 .2 6. QAkolst A}
LDH (U/L) 7777+7039
Urinalysis No. Z 319(75.6%)014 BE =Lut AL AE
Lo ! 1, 201% A91% 299(834%)00141 o] gl Slgieh. CT
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EA0RE AT 18el(439%) 2 7HE WL,
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4. 27| FEH 2A 2T o] A 5 A A5 1290129.3%), S 10011(24.4%),

Z7] dA AA A wWET 11,672.9£6,072.8/mm’,
P22 12.5£22 g/dL, BEF 307,756.1+123,071.3)

m’dch 8% Z4 92408 mgdL, <H3 3.9+0.8
g/dL, AST 92.4+157.7 U/L, ALT 97.7+178.2 U/L, &Z
29143t 8 & 601.2+507.2 U/L, LDH 777.7£703.9 U/L
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Table 7, Prognosis Scoring System

Table 8, Complications

No. (%) No. (%)
APACHE I Ascites 10 (32.3)
<3 33 (80.4) Sepsis 5 (16.1)
4~7 8 (19.5) Pseudocyst 4 (129
=8 0 (0.0 Renal impairment 4 (129
Ranson scoring system Pleural effusion 2 (6.5)
<? 37 (90.2) Hemoperitoneum 2 (6.5)
3~5 3 (7.3 Duodenal ulcer 2 (6.5)
>6 124 Hepatitis 1(3.3)
Balthazar point scale Portal and splenic vein thrombosis 1 (3.3)
<3 26 (63.4)
4~6 7 (17.0)
>7 2 (49
i =
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