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The role of Notch/Hesl signaling in the maintenance of homeostasis and
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Pancreatic cancer is one of the most intractable cancers. It has been revealed
that pancreatic cancer is derived from precancerous lesions by accumulation of multiple genetic
abnormalities. Here, we focused on the Notch/Hesl signaling in the maintenance of homeostasis and
carcinogenesis in pancreas. As a result, we found that (1)Hesl does not affect the cell fate of
Ptfla-positive cells, (2)Hesl is indispensable for the development of pancreatic exocrine tissues after
birth, (3)Hesl is not essential for the maintenance of adult pancreatic homeostasis, (4)Hesl is essential
for the development of pancreatic precancerous lesions, (5) Hesl is essential for the development of
pancreatic cancer, and (6)the growth activities of pancreatic cancer cells were significantly diminished

by a treatment of Hesl inhibitor. These results suggest the possibility of a new therapeutic strategy
against pancreatic cancer that targets Hesl.
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