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Effect of Long Non-coding RNA AFAP1-AS1 on Proliferation of
Human Tongue Cancer Cell
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[ Abstract ] Objective: To investigate AFAP1-AS1 expression in tongue squamous cell carcinoma
(TSCC) and the effect of AFAP1-AS1 on the proliferation of tongue cancer cell. Methods: Fresh tissue
samples of 3 patients with tongue squamous cell carcinomas were collected as TSSC group ,while 3 ca-
ses of normal tissue adjacent to carcinoma were taken as the normal control group. The expression of
AFAP1-AS1 in the two groups was detected by real-time quantitative PCR ( qRT-PCR). After tongue
cancer cells were transfected with siRNA of AFAP1-AS1, MTS assay was used to examine the prolifera-
tion ability of human tongue cancer cell. And flow cytometry was applied to detect cell cycle. Results:
The expression of AFAP1-AS1 in TSCC group was significantly higher than in normal control group.
AFAP1-AS1 silence inhibited the proliferation of tongue cancer cell and induced cell cycle arrest, the
difference was statistically significant( P <0.05). Conclusion; AFAP1-AS1 in the expression of TSCC
tissue could significantly promote the proliferation of tongue cancer cell, which made a promising new
therapeutic target for tongue cancer.
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Fig.2 The expression of AFAP1-ASI in Tca8113 cells
after transfection of siRNA of AFAP1-AS1
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