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Effects of ILK regulating epithelial-mesenchymal transition
on invasion and migration in nasopharyngeal cancer
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Abstract Objective: To investigate the effect of integrin-linked kinase (ILK) on migration and epithelial-mesenchymal
transition of nasopharyngeal carcinoma cells and its mechanism. Methods: ILK SiRNA was transfected into

CNE2 nasopharyngeal carcinoma cell line by liposome. The cells were divided into siILK group, positive control
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group siGAPDH and siControl negative control group. RT-PCR and Western blot were used to detect the changes
of ILK RNA and protein levels in nasopharyngeal carcinoma cell line CNE2. The effects of ILK siRNA on cell
migration and invasion were observed by Transwell assay and scratch assay. The expression level of related Marker
in epithelial-mesenchymal transition (EMT) was detected by RT-PCR. Results: After transfection of ILK siRNA,
the expression of ILK mRNA and protein in CNE2 cells decreased significantly. ILK siRNA could significantly
inhibit the migration and invasion of CNE2 cells; up-regulate the expression of E-cadherin and down-regulate
the expression of OCLN, Vimentin, Twistl and FN1, inhibit the occurrence of epithelial-mesenchymal transition
process. Conclusion: ILK is highly expressed in the nasopharyngeal carcinoma cell line CNE2. Decreasing ILK
expression induces the development of mesenchymal-epithelial cell transition in nasopharyngeal carcinoma cells,
and thus significantly reduces its invasion and metastatic potential.

integrin-linked kinase; nasopharyngeal carcinoma; biomarkers; metastasis; cell migration; epithelial-mesenchymal

transition
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Figure 1 Expression of ILK in nasopharyngeal carcinoma cell line CNE2 by RT-PCR (A) and Western blotting (B) analysis

HjsiControlZHAH I, **P<0.001.
Compared with the siControl group, **P<0.001.
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Figure 2 Low-expression of ILK inhibit the migration of nasopharyngeal carcinoma cell by scratch-wound assay

(A)SiILKZ jsiControl 4 40 KJR RIS ; (B)silLKZH SsiControlZH A JERIIE @1 & K L8, HsiControlZHAH L, *P<0.05,
**P<0.001,

(A) Comparison of wound scratch assay between the silLK group and the siControl group; (B) Comparison of scar healing rate between the

siILK group and the siControl group. Compared with the siControl group, *P<0.0S, **P<0.001.
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Figure 3 Effects of ILK SiRNA on the migration (A, B) and invasion (C, D) of nasopharyngeal carcinoma cells by Transwell

experiments
HsiControlZLH I, *P<0.05, **P<0.01,
Compared with the siControl group, *P<0.05, **P<0.01.
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EMT markers in nasopharyngeal carcinoma cells by RT-PCR

HsiControl4IAILL, *P<0.05, **P<0.01,
Compared with the siControl group, *P<0.05, **P<0.01.
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