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Abstract 2908 5

The overexpression of PRKAR1TA has involved in a Varieﬁes of tumors and cancer
cell lines including CCA, although its role in the control of CCA cells growth is still unclear.
In this study, we evaiuated the effect of selective targeting PRKAR]A/PKA on CCA cells
proliferation. Our results showed that M156 and OCA17 CCA cell lines showed abundantly
express PRKAR1TA while lacked the PRKAR2B. Silencing PRKAR1A expression by stable
transfection induced growth inhibition and apoptosis of CCA cells that associated with
decreased activity of the MAPKs and PI3K/Akt pathway signaling, respectively. The
inhibition of PKA using a PKA inhibitor and cAMP analogues also led to a significant cell
growth inhibition. In conclusion, this study first reports the overexpression as well as a
molecular mechanism by which PRKAR1A/PKA regulates of human CCA cells growth.
Importantly, abrogation of the gene expression and function cause significant induce CCA

cell growth inhibition and apoptosis suggested the potential drug target of CCA therapy.





