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Molecular mechanism of cancer cell pluripotency responding to stress
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Despite an increasing prevalence of patients with docetaxel refractory prostate ca
ncer, little is known about its tumour biology. In this study, we demonstrated that the tumourigenic poten
tial was increased in the docetaxel-resistant residual prostate cancer cells compared with the parental pr
ostate cancer cells. An enhanced tumourigenic potential was controlled by the CXCR4, ERK1/2 and c-Myc sign
alling loop activation. Furthermore, the constitutive CXCR4, ERK1/2 and c-Myc signalling activation was de
monstrated in clinical cancerous tissue samples from human patients with docetaxel-resistant prostate canc
er. These signalling pathways may become treatment targets for inhibiting aggressive residual tumour cells

after chemotherapy.
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