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Effect of mitochondrion mediated apoptosis induced by icotinib in

human salivary adenoid cystic carcinoma cell line ACC-M
Yang Cailing' Cui Weigang® Zhang Yinghua® et al
(' Dept of Oral and Maxillofacial Surgery The First Affiliated Hospital of Xinxiang Medical University
Xinxiang 453100;° Dept of Human Anatomy Xinxiang Medical University Xinxiang 453003)

Abstract Objective To investigate the role of mitochondrion in the induction of the apoptosis in human salivary
adenoid cystic carcinoma cells through icotinib and to observe the effect of different concentrations of icotinib on the
apoptosis. Methods The ACC-M cells were exposed to icotinib and (or) the P53 inhibitor PFT. The cell viability
of ACC-M was measured by MTT assay. Expression of P53 and Cyt C was determined by Western blot analysis.
The apoptosis of ACC-M cells was measured by Caspase-3 apoptosis related protein activity. Results icotinib inhib—
ited the viability in ACC-M. icotinib significantly increased the protein levels of P53 in mitochondrion and Cyt C in
cytoplasm and induced apoptosis in ACC-M. However pretreatment with P53 inhibitor(PFT) the inhibitory effect
of icotinib on ACC-M cells was significantly reversed. The level of the Caspase-3 apoptosis related protein activity
and the expression of P53 in mitochondrion and Cyt C in cytoplasm were also decreased significantly. Conclusion
icotinib may induce apoptosis of ACC-M through the P53 mitochondrial translocation.
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