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AL ESCE B Expression and clinicopathological characteristics of PDX1, PTF1A,
and SALL4 in large and small ducts of ectopic pancreas located in
gastro-duodenum and jejunum
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Ectopic pancreas is defined as pancreatic tissue outside its normal location and
anatomically separated from the pancreas.

In order to clarify which of PDX1, PTF1A, or SALL4 determines the difference in
Heinrich’s classification, we examined each localization and the number of positive cells.
Here, we analyzed the differential expression of PDX1, PTF1A and SALL4 in large ducts
and small ducts in ectopic pancreas by immunohistochemistry. Analysis of the results
showed that the number of PTF1A-positive cells in large ducts were higher in type I than
type II in gastro-duodenum and there were more SALL4-positive cells in type II than in
small duct in gastro-duodenum. Our results revealed that PTF1A promotes endocrine
differentiation in the development of pancreatic tissue and that those with high
expression differentiate into exocrine cells, which provides a new basis for the
pathological mechanism of ectopic pancreas in the future. However, the specific
molecular mechanism needs further experiments to verify.
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