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Development of the pancreatic cancer therapy by identification of EMT inducer by ch
emotherapy

SHIMASAKI, Takeo

4,000,000 1,200,000

gemcitabine 1 EMT
GSK3beta GS
K3beta GSK3beta

Pancreatic cancer is obstinate and results in a highly invasive and metastatic tum
or phenotype that is a major obstacle to chemotherapy. We found that the pancreatic cancer cell lines expo
sed low concentration of gemcitabine triggered the cellular morphological change showing epithelial to mes
enchymal transition (EMT) and up-regulated motility. These phenomenon are inhibited by GSK3beta inhibitor.

We proposed a new strategy of inhibiting EMT-induced by chemotherapy by GSK3beta inhibiting drugs. In ord
er to investigate the safety and antitumor response to this combination of GSK3beta inhibiting drugs, Inve
stigator initiated phase 1 clinical trial are conducted with advanced pancreatic cancer. This research may

contribute to the development of a new pancreatic cancer treatment.
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