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Genomic/Epigenomic analyses and investigation for pancreatic CSCs with visualizing
system
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Patients with pancreatic cancer typically develop tumor invasion and metastasis
in the early stage. We previously examined the proteasome activity of CSCs and constructed a real-time
visualization system for human pancreatic CSCs. In the present study, we found that CSCs were highly
metastatic and dominantly localized at the invading tumor margins in a liver metastasis model. Microarray
and siRNA screening assays showed that DCLK1 was predominantly expressed with histone modification in
pancreatic CSCs with invasive and metastatic potential. Overexpression of DCLK1 led to amoeboid
morphology, which promotes the migration of pancreatic cancer cells. Knockdown of DCLK1 profoundly
suppressed in vivo liver metastasis of pancreatic CSCs. With clinical samples, our studies revealed that
DCLK1 may be a promising epigenetic and therapeutic target in human pancreatic cancer.
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Dominant expression of DCLK1 in human
pancreatic cancer stem cells accelerates
tumor invasion and metastasis.
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