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Conclusions

* Docetaxel treatment increases production and
secretion of ACh which persists in docetaxel
resistance

* Docetaxel treatment increases the expression
of CHRM1 and inhibition of this receptor
enhances DT X-induced cell death. This is
enhanced in docetaxel-resistant cells

« ACh signaling activates the ERK/CREB
cascade which is mediated by muscarinic
receptor signaling.

* Inhibition of ERK or CREB enhances DTX-
induced cell death in a synergistic manner

* Inhibition of CHRM?1 signaling may be useful
for sensitizing and even reversing
chemotherapy resistance in PCa.
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