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Abstract 29() 7 5 9

Myristoylated alanine-rich C kinase substrate (MARCKS), a subétrate of protein kinase C has
been suggested to be implicated in cell adhesion, secretion and motility through regulation of the actin
cytoskeletal structure. The previous study demonstated that MARCKS mRNA was
significantly overexpressed in Ov/NDMA-associated cholangiocarcinoma (CCA) hamster
livers by using SYBR Green real time RT-PCR and mRNA in situ hybridization. This study
aims to determine the role(s) of MARCKS in controlling of CCA cell lines. KKU-M156 cell
line was subjected to introduce for MARCKS overexpression by stable trasfection using
retroviral system. MARCKS protein was determined by fluorescence microscopic technique.
When adding TPA (PKC activator) into the MARCKS overexpressing cell line, we could
detect the phosphorylated MARCKS (p-MARCKS) that increased after 15 min of incubation.
Decrease in cell adhesion but increase in cell migration has been observed in TPA-activated
cell line containing overexpressing MARCKS. This study concludes that CCA cell line with
highly expressipg MARCKS could be stimulated by PKC signaling pathway and leads to
enhance cancer metastasis. This data could be useful for challenging the new therapeutic

strategy for CCA therapy in the future.





