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Norcantharidin induces G2/M cell cycle arrest though disrupting a-Tubulin cytoskeleton WANG Tian-yang,
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[ Abstract] Objective To explore the mechanisms of Norcantharidin's anti-tumor effect by investigating cell
cycle and a-Tubulin cytoskeleton changes in cholangiocarcinoma cell line RBE after treated by Norcantharidin.
Methods The RBE cells were cultured in vitro, followed by treating with various concentration of norcantharidin
for 24 h. Cell cycle changes were detected by flow cytometric analysis. We used immunohistochemical (IHC) to
observe a-Tubulin cytoskeleton changes, and real-time PCR was used to detect o-Tubulin mRNA transcript levels.
Results  The result of flow cytometric analysis shown the cell cycle arrested at G2/M. The damages of a-Tubulin
cytoskeleton under the treatment of Norcantharidin were observed by IHC, and real-time PCR determined that
a-Tubulin was decreased at mRNA level. Conclusions Norcantharidin can prevent the formation of spindle to
arrest the cell cycle in G2/M phase, by disrupting Tubulin cytoskeleton, inhibiting a-Tubulin mRNA expression,
which is one of the mechanisms of Norcantharidin's anti-tumor effect.
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