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Ag-Tetrahydrocannabinol (THC), the psychologically active component from marijuana
(Cannabis sativa L.), is. emerging as one of potentially new anticancer agents. THC is kpown to
act via cannabinoid receptors [cannabinoid 1 (CB1) and cannabinoid 2 (CB2) receptor].
Cholangiocarcinoma cell lines (HUCCA1 and RMCCA1) expressed both of CB1 and CB2
receptors mRNA. Using human chdlangiocarcinoma cell line RMCCAT, THC induces
cholangiocarcinoma cell apoptosis at concentrations of 40-100 LLM. Cancer cell profiferation was
inhibited at high concentrations of THC (40-100 LLM). We also observed that cancer cell invasion
was inhibited at low concentrations of THC (10 and 20 M) in a dose-dependent manner.
Moreover, THC at concentrations of 5, 10 and 20 LM decreased actin polymerization of
RMCCA1. lnvaddition, anoikis assay demonstrated that 10 LLM THC reduced tumor cell survival
upon challenge of detachment. THC-treated RMCCA1 cells demonstrated the lower extent of the
phosphorylation of MEK1/2, JNK and Akt than untreated cells at THC concentrations of 40 and
60 M. These results indicated that THC could inhibit cholangiocarcinoma cell proliferation and
invasion via CB1 and CB2 receptoré. Consequently, THC is potentially used to retard

cholangiocarcinoma cell growth and metastasis.





