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Icariin Inhibits Survival, Invasion and Migration of Nasopharyngeal
Carcinoma CNE-2 Cells in Vitro and in Vivo
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Abstract: Objective To explore the effects of icariin on survival, invasion and migration of nasopharyngeal
carcinoma CNE-2 cells. Methods (DIn vitro: Nasopharyngeal carcinoma CNE-2 cells were treated with different
concentrations of icariin, and then cell count kit 8 (CCK8) assay was used to detect cells viability to select
appropriate dosages for subsequent experiment. The cell invasion ability was observed by Transwell assay, cell
migration ability was observed by scratch—wound assay, expression levels of vascular endothelial growth factor
(VEGF), E-cadherin, N-cadherin, Vimentin and phosphorylation levels of Ca’*/calcium— and calmodulin—
dependent protein kinase Il (CaMK II ) and c—Jun N-terminalkinase (JNK) were detected by Western blotting
assay. Furthermore, to observe the effects of JNK inhibitor SP600125 alone or combination on JNK activation
degrees, the phosphorylation level of JNK was detected by Western blotting assay. @ /In vivo: a nasopharyngeal
carcinoma CNE-2-bearing nude mouse model was established. The xenograft mass, apoptosis and expression of
VEGF, and microvascular density (MVD) in Xenografts from nude mice were measured. Results The
concentrations (10, 20, 50 wmol/L) with low cytotoxicity of icariin were selected for subsequent experiment.

Compared with the blank control group (icariin of 0 wmol/L) , the number of migrating cells and scratch—wound
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healing rate were decreased in the icariin 10, 20, 50 pmol/L groups, expression levels of VEGF, N-cadherin,

Vimentin in cells were decreased, and expression level of E-cadherin and phosphorylation levels of CaMK Il and

JNK in cells were increased (all P < 0.05), all the effects being in dose—dependent mode. Icariin had weakened
the inhibitory effect of JNK inhibitor SP600125 on JNK phosphorylation level. Compared with the model group, the

xenograft mass, rate of cell apoptosis, expression level of VEGF and MVD in Xenografts were up—regulated in the

icariin group (all P < 0.05). Conclusion Icariin is effective for inhibiting the survival, invasion and migration of

nasopharyngeal carcinoma CNE-2 cells in vitro and in vivo via promoting activation of CaMK II /JNK pathway.

Keywords: icariin; nasopharyngeal carcinoma; calcium— and calmodulin—dependent protein kinase Il (CaMK II );

JNK; CNE-2 cells; nude mice
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Figure 1  Effect of icariin on the survival ability of
CNE-2 cells
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Figure 2 Effects of icariin on the invasion and migration of CNE-2 cells
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Figure 4 Effects of icariin on the phosphorylation levels of CaMK || and JNK in CNE-2 cells
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Figure 5 Effects of icariin on tumor growth of nude mice with asopharyngeal carcinoma
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