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(Abstract]) Objective To investigate the effects of evodiamine on proliferation and apoptosis of 5-8F cells in nasopharyngeal
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carcinoma cells and the role of PI3K/AKT signaling pathway. Methods The 5-8F cells were divided into solvent control group, evo-
diamine (0.5, 1.0, 2.0, 40 pmol-L™) groups and cisplatin (40 pgmol-L™) group; in addition, the 5-8F cells were divided into 5
groups: solvent control group, SC79 (2.5 wmol -L7) group, SC79+evodiamine (2.0 pmol-L™) group, evodiamine (2.0 pmol-L") group,
and 1Y294002 (50 pwmol-I) group. The cell proliferation was monitored by real time cellular analysis technology (RTCA), the apoptosis
rate was detected by annexin V-FITC/PI double fluorescence staining, and the apoptosis morphology was observed by Hoechest
33342 staining. The expression levels of phosphatidylinositol 3-kinase (PI3K), phosphorylated protein kinase B (p—AKT), proliferating
cell nuclear antigen (PCNA), X-linked inhibitor of apoptosis (XIAP) and Survivin were detected by Western blot. Results Compared
with the solvent control group, different concentrations of evodiamine (0.5, 1.0, 2.0, 40 wmol-1.") significantly inhibited the prolifera-
tion of 5-8F cells (P<0.05 or P<0.01), and the nuclear fluorescence staining and apoptosis rate of cells in evodiamine group (1.0,
2.0 pmol-L7) increased significantly (P<0.01). The protein expression of PI3K, p—AKT, PCNA, XIAP and Survivin decreased signifi-
cantly (P<0.05 or P<0.01). Compared with evodiamine (2.0 pwmol-L™) group, the protein expression levels of PI3K, p—~AKT, PCNA, XI-
AP and Survivin in SC79+evodiamine (2.0 wmol-L™) group were elevated (P<0.05 or P<0.01), and the effects of evodiamine on in-
hibiting proliferation and inducing apoptosis of 5-8F cells decreased (P<0.05 or P<0.01). Conclusion Evodiamine may inhibit prolif-

eration and induce apoptosis of nasopharyngeal carcinoma cells by inhibiting the activity of PI3K/AKT signaling pathway and

down-regulating the expression of proliferation and apoptosis-—related proteins PCNA, XIAP and Survivin.
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