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Genetic analysis in childhood hereditary/familial pancreatitis in Japan
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The aims of this study are, 1) To identify pancreatitis-associated gene
mutations in children with pancreatitis induced by unknown cause, 29 To clarify the etiology,
clinical course and complications of familial, hereditary pancreatitis. We used blood DNA from 199
patients with repetitive or chronic pancreatitis induced by unknown etiology to determine the
pancreatitis-related Genes were analyzed; 77 cases (33.7%) were found to have mutations (PRSS1: 14.1
%, (SPINK1: 17.6%, CTRC: 1.0%, CPAl: 8.0%) . The median age of first onset of pancreatitis was 5
years (2-13 years). 23 patients (49%) had changes in pancreatic duct morphology. In patients with
childhood-onset pancreatitis, early retrieval and diagnosis of genetic mutations may be a useful
tool for therapeutic intervention and follow-up.
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