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Type 2 Autoimmune Pancreatitis with Ulcerative Colitis

Manifesting as Acute Pancreatitis

Ha Il Kim, Hye Min Chung, Jung Hwan Lee, Soo Min Noh, Li Chang Hsing, and Myung-Hwan Kim

Department of Internal Medicine, Asan Medical Center, University of Ulsan College of Medicine, Seoul, Korea

Autoimmune pancreatitis (AIP) occurs in two forms. Type 1 AIP is an [gG4-related systemic fibro-inflammatory disease. Type 2

AIP is not associated with altered levels of IgG4, and involves only the pancreas. Here, we report a case of type 2 AIP manifesting as

acute pancreatitis in a 20-year-old male with ulcerative colitis. The patient was definitely diagnosed with type 2 AIP based on typical

pancreatic imaging, supportive histology, history of ulcerative colitis, and steroid responsiveness. (Korean J Med 2018;93:206-210)
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Figure 1. The colonoscopy image shows coarse mucosa with scattered shallow ulcers, and the biopsy result shows chronic active colitis
with crypt distortion and crypt abscess (haemotoxylin and eosin [H&E] stain, x400). These results are indicative of ulcerative colitis.

Figure 2. (A) Initial abdominal computed tomography imaging. Diffuse enlargement (sausage-like appearance, arrows) of the pancreas
without peripancreatic stranding is seen. (B) The initial magnetic resonance cholangiopancreatography image shows non-visualization of
the main pancreatic duct (arrows). (C) The initial endoscopic retrograde pancreatography image shows diffuse irregular narrowing of the
main pancreatic duct.
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Figure 3. (A) Pancreatic core biopsy findings. Lobular atrophy, diffuse interstitial fibrosis, and granulocytic & lymphoplasmatic acinar

infiltration are observed (arrows indicate neutrophils; H&E stain, x400). (B) IgG4 immunohistochemistry shows no staining of IgG4 pos-

tivie plasma cells (IgG4 immunostain, x400).

Figure 4. Follow-up pancreas imaging after steroid therapy. The computed tomography (CT) image (A) shows improved pancreatic en-
largement, and magnetic resonance cholangiopancreatography (MRCP) image (B) shows relief of pancreatic ductal narrowing (arrows).
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