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Abstract Pancreatic cancer stem cells (PCSCs) play an important role in the occurrence and development of pancreatic
cancer, and are also closely related to the mechanisms for chemotherapy resistance and metastasis of pancreatic
cancer. Investigations of PCSCs with regard to their surface markers, isolation, identification, signal pathways,
microenvironment, drug resistance, metastasis and targeted therapy may provide a new prospect for the clinical
treatment of pancreatic cancer.
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Jib J83 4 R P AESE T CSCRYFEAE . 20074, Li
SEUVE RO R A0 M B R Ay ik R PCSC (TR
¥2.1) .
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Table 1 Specific surface markers of PCSCs

L) 55— Bt
CD44"CD24"ESA* Li, £ 2007"
CD133" Hermann, 45 2007
CD133*/CXCR4* Hermann, %5 2007
CD133"/ABCG2 Olempska, % 2007""
ALDHI Jimeno, Z& 2009

Nestin Jimeno, %5 20097
CD44"/c-Met'"" Li, & 2011™

26S proteasome Adikirisna, 5 2012!"!
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Muller: S E B Shhi # A4 40 41 57 R A8 B . mTOR
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(2) ;3 YKARECSCEY 245 2 45 vh iy 1 1] o 4
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BT 119 5

#&2 PCSC AXmEmEiasr
Table 2 Target therapy associated with PCSCs
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mTOR EE S
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CXCR4 AMD3100™", Z{mgs B
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miRNA Anti-miR-125b siRNA™', miR-200¢™
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