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Study on the effect of SGK3 on the biological behavior of nasopharyngeal

carcinoma cell line CNE1 and its mechanism "
YANG Qiang ,L1U Chunmiao”
(Department of ENT ,People’s Hospital of Baodi District , Tianjin 301800,China)

[Abstract] Objective To investigate the effect of serum and glucocorticoid-regulated kinase 3 (SGK3)
on the biological behavior of nasopharyngeal carcinoma cell line CNE1 and its mechanism. Methods The na-
sopharyngeal carcinoma cell line CNE1 was divided into the blank control group, the negative transfection
group and the SGK3-siRNA transfection group,the negative transfection group transfected blank siRNA and
SGK3-siRNA transfection group transfected SGK3-siRNA, CCK-8 method was used to detect cell prolifera-
tion,scratch test was used to detect cell migration, Transwell chamber method was used to detect cell inva-
sion, flow cytometry was used to detect cell apoptosis, Western blot was used to detect the expression of SGK3
and p-extracellular regulated protein kinases (ERK). Results The optical density (OD) values of SGK3-siR-
NA group at 24,48 h were 0.462=+0. 081 and 0. 615+0. 106, which were significantly lower than those in the
blank control group and the negative transfection group (P <C0. 05). The apoptotic rate of SGK3-siRNA group
was (16.84 1. 20) % ,which was significantly higher than that in the blank control group and the negative
transfection group (P <C0.05). The relative cell mobility and number of invasion in the SGK3-siRNA group
were (0.21240.084) % and (56. 87 +19. 87) , which were significantly lower than those in the blank control
group and the negative transfection group (P<C0. 05). The relative expression of SGK3 and p-ERK proteins in
the SGK3-siRNA group were 0.42240. 104 and 0. 41540, 101, which were significantly lower than those in
the blank control group and the negative transfection group (P<Z0. 05). Conclusion SGK3 affects the biological
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behavior of CNEI1 cells, which is related to the regulation of ERK pathway.
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