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=Abstract=

Two cases of seronegative, main pancreatic ductal narrowing, chronic pancreatitis that were

responsive to short—-term steroid treatment

Jun Young Lee, M.D., Do Hyun Park, M.D., Sang Heum Park, M.D., Joo Hyun Kim, M.D.,
Bo Yong Jung, M.D., Seung Hyo Han, M.D. and Mi Hae Oh, MD.?

Departments of Internal Medicine and Pathologyg,
Soonchunhyang University Medical College, Cheonan, Korea.

There is currently no widely accepted consensus on the diagnostic criteria for autoimmune pancreatitis, except for the
diagnostic criteria announced in 2002 by the Japan Pancreas Society. This criteria state that if the characteristic
radiologic findings and one or more of two criteria are met, then the diagnosis of autoimmune pancreatitis can be made.
The characteristic radiologic findings are generalized edema of the pancreas with irregular generalized or segmental
stenosis of the main pancreatic duct. The other two criteria are the presence of autoimmune antibodies or
hypergammaglobinemia, and the histopathologic findings autoimmune pancreatitis namely, fibrosis and lymphocyte
infiltration. Yet histologic examination is not possible for all patients and there have been reports of antibody negative
autoimmune pancreatitis. In these cases, it can be difficult to diagnose autoimmune pancreatitis. We report here on two
patients with suspected autoimmune pancreatitis that did not meet the Japan Pancreas Society criteria, but they
responded to steroid treatment.(Korean ] Med 72:5103-S109, 2007)
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(Before treatment)

Figure 1. Radiologic findings of case 1. (A) The abdominal CT obtained during the 1st admission
before treatment. Note the distended gallbladder and slightly dilated common bile duct. Slight
enlargement of the pancreatic head portion can be seen. (B) The abdominal CT obtained during the
2nd admission after steroid therapy. The size of the gallbladder is decreased. The pancreatic head
enlargement is not improved. (C) ERCP obtained during the 1st admission before treatment. Stricture
of the intrapancreatic common bile duct is seen. (D) ERCP obtained during the 2nd admission after steroid
therapy. Compare with the previous ERCP, the intrapancreatic common bile duct stricture is markedly
improved. (E) ERCP obtained during the 1st admission before treatment. Segmental narrowing of the
pancreatic duct in the head and body portion is seen. (F) ERCP obtained during the 2nd admission after
steroid therapy. Compare with the previous ERCP, the main pancreatic duct segmental narrowing is
markedly improved.
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(Before treatment) (After treatment)

Figure 2. Radiologic findings of case 2. (A) Abdominal CT obtained during the 1st
admission before treatment. Swelling of pancreatic head is seen. (B) After steroid therapy,
atropic change of the pancreas is seen compared to the previous CT. (C) ERCP obtained
during the 1st admission before treatment. The narrowed intrapancreatic common bile duct
portion is seen. (D) Compared with previous ERCP, intrapancreatic common bile duct
narrowing is improved after therapy. (E) ERCP obtained during the 1st admission before
treatment. Segmental narrowing of the main pancreatic duct in the pancreatic head portion
is seen. (F) ERCP obtained during the 2nd admission. Compared with the previous ERCP,
the diffuse segmental narrowing of the main pancreatic duct in the pancreatic head portion
is improved.
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