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Research progresses of pancreatic cancer stem cells as

therapeutic targets of pancreatic cancer’
LIU Xu,DONG Qin WANG Zhenxia s ZHAO ]iangqu
(Af filiated Hospital of Inner Mongolia Medical University s Huhehot s Inner Mongolia 010050,China)

[ Abstract| Pancreatic ductal adenocarcinoma (PDAC) is the most common type of pancreatic cancer,
with an overall survival of 6—12 months and a 5-year survival rate of less than 7% , which is mainly due to the
early local invasion and metastasis of the tumor,and a kind of highly plastic tumor stem cells (CSCs) existing
in the tumor. CSCs are a small subset of stem cells with tumor characteristics. In PDAC, they account for less
than 1% of all tumor cells in the pancreas,but they can make PDAC resistant to chemotherapy.enhance tu-
morigenicity,and also closely related to the occurrence,development and metastasis of tumors. More and more
evidence supports the existence of CSCs as PDAC induced cells, and the efforts are being made to develop
therapeutic strategies for these cells. This article summarizes the current understanding of pancreatic cancer
stem cells (PCSC) and the research progress in recent years,and also ummarizes the research status quo of
PCSC as a target in the treatment of PDAC.
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