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Autoimmune Pancreatitis
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The term autoimmune pancreatitis ( or autoimmune-related pancreatitis ) was introduced by Yoshida et al.
in 1995 to describe the form of chronic pancreatitis that is associated with autoimmune manifestations revealed
on laboratory, histologic, and clinical testing. In the past 10 years, interest in autoimmune pancreatitis has grown
because of an increasing ability to diagnose it with the use of new markers of disease and pancreatic biopsy as
well as guidelines settled by Japan, Korea and United States. How to discriminate AIP and pancreatic cancer is
an important issue for clinicians, since the former is subjective to be controlled by medical treatment while the
latter is prone to be surgically removed. Treatment of autoimmune pancreatitis with corticosteroids leads to the
rapid and sustained resolution of pancreatic mass lesions, biliary obstruction, and pancreatic-duct strictures,
which has stimulated widespread interest in this condition from gastroenterologists, endoscopists, pathologists,
surgeons and internal medicine practitioners. ( J Intern Med Taiwan 2009; 20: 396-402 )



