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A Case of Autoimmune Chronic Pancreatitis in a Child

In Young Choi, M.D., So Hee Jin, M.D., Kyung Dan Choi, M.D. and Kyung Mo Kim, M.D.*

Department of Pediatrics, Presbyterian Medical Center, Jeonju, Korea,
*Department of Pediatrics, Asan Medical Center, University of Ulsan College of Medicine, Seoul, Korea

We present a case of autoimmune chronic pancreatitis in a previously healthy child without any history
of autoimmune disease. A 12-year-old boy was admitted to the hospital with abdominal pain. The serum
amylase, lipase, and IgG levels were elevated and autoantibodies (antinuclear antibody, antineutrophil
antibody) were detected. An abdominal CT (computed tomographic) scan revealed diffuse enlargement
of the pancreas. ERCP (endoscopic retrograde cholangiopancreaticography) demonstrated an irregular stric-
ture of the main pancreatic duct in the pancreas tail. After two years of oral steroid and immuno-
suppressive drug therapy, the clinical, laboratory and radiological findings were improved. The patient
has been symptom-free for 18 months after the discontinuation of medication. (Korean J Pediatr
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AL AA: TN Aol A] FAA 12,6 g/dL, W
T T 24,600/mm’ (FAT 92%, BET 2%), 4%

Fig. 1. Abdominal CT finding on admission, The pancreas is
diffusely swollen without any calcification or stones,

o 283,000mm*o| gtk A A&A BHEE Na 137
mEq/L, K 3.5 mEg/L, Cl 102 mEg/Lo]glow, Ay3}st
ZAA A AST/ALT 17/15 U/L, & 2] Ful/7-4 W)
41 0.4/0.1 mg/dL, & T/LER] 6.9/4.3 g/dL, BUN/
Creatinine 12/0.6 mg/dL, Z-< 8.7 mg/dL, ¢] 3.5 mg/dL,
amylase 683 U/L (84'#% 28~100 U/L), lipase 676
UL (B34S 20~60 UL), ¥ 117 mg/dLo] L,
PT/aPTT 12%/30%5 H3th C-Rb3- <l 32 mg/dLo]
P a2 2] 2 el W F 7 At
A] anti-nuclear antibody (ANA), theumatoid factor (RF),
anti-smooth muscle antibody (ASMA), anti-mitochondrial
antibody (AMA), anti-SS (Ro) antibody, anti-SS (La)
antibodytT = 540]13L IgGE 1,700 mg/dLE S7}
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Fig. 2. MRCP (Magnetic resonance cholangiopancreato-
graphy) finding shows focal strictures of the main pancreatic
duct in the pancreas tail,
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Fig. 3, ERCP shows segmental irregular narrowing of the main
pancreatic duct in the pancreas tail,

49| Aol HHEE Rl 9 21 Lol APt 5 A
ArstehEEedoll A o A3 Al nlHe] FEo] dot 9l
Aok 4 258 Aol AlBEsE 2b7) 31 Az ol
A A7 w i S BEAQ) o] #EE o
(Fig. 2) % 913 &4 amylase 190 UL, lipase 322 U/L

aste] 9 49 Lol Elhskdch 2 9=
=4 amylase 317 UJL, lipase
boatal @4 1gGe F7het #17e
Tste] ArhH A v #e
< YJAstd F Bzt dste] epyd o R HYsHs
ol Adsk WA FH AN EH amylase 341
U/L (B4 4] 30~ 110 U/L), lipase 684 U/L (B3 H
22~51 U/L)°| 3L ANA %FA(1 : 40 3]4)), anti-neutrophil
cytoplasmic antibody (ANCA)7} 168 AAUZ ¥4l o] 3]
ow WAIZA 934 Az ol AR v F
#ie] FAo] AAE A rh(Fg. 3). HF A HSE
gollA= A m e Bga A 7H] el I
Ak 2A7bH A v Al o2 HF Asksta BT
ZH 20| (1 mg/kg/day) S Folstith A& F 2 F
E5 AAstEEdol A A A4 Tl £AF
o1} &3 amylase 133 U/L, lipase 90 U/L X.o| 1, |7+
7H3 @S A7) W3t glo] od A3 P E o (Fig. 4)
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Fig. 4. Abdominal CT finding, two months after the steroid
therapy. The diffusely enlarged pancreas has returned almost
normal size, but a pancreatic pseudocyst is seen (arrow).
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H 2ol 215 7/H¥ FHE A amylase 73 UL,
lipase 31 ULE 83k= o] Zrakstr] Al#skgict. 1570
4 5 A M FES £AEYNA A E 29 Foll A
333k WA A A AldEzd ol A vl F
Fe] FAo] AHH o HAF | FA dHES Al
systoich Al Zb Al FH AAelA] ANASH
ANCAT BT $40]193 28| 20| =9} azathioprine
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