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Development of novel therapies that focus on autophagy-induced cancer cell
substrate clearance function
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During invasion process of pancreatic cancer, we focused on extracellular matrix
clearance by cancer-associated fibroblasts and the epithelial-mesenchymal transition of cancer cells, and
we thought pancreatic cancer cells were also involved in matrix remodeling. So we studied the
relationship between extracellular matrix clearance and autophagy in pancreatic cancer cells. Autophagy
is a metabolic mechanism degrades self components,

Autophagy of pancreatic cancer cells in human sample is enhanced, so it could be a therapeutic target.
Invasion ability of pancreatic cancer cells was suEpressed by autophagy inhibitor 3-MA, and proliferation
of pancreatic cancer cells was also inhibited by the knock down of autophagy-related gene Atg7 using
shRNA. Furthermore we reported that the downregulation of protein of AGR2 in pancreatic cancer is a
useful prognostic marker induced by epithelial-mesenchymal transition.
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