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i miR-140-5p F il VEGFA [f) 1A /KF, Mifi {2 i HeLa 41 il 12 2% iER & EMT(P<0.05 B{ P<0.01). £ # : IncRNA SBF2-AS1
i 1 miR-140-5p/VEGFA 73 T-Hlifi ik HeLa 4Hfl EMT .
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IncRNA SBF2-AS1 promotes epithelial-mesenchymal transition of cervical cancer
cells via regulating miR-140-5p/VEGFA axis

FANG Shufen®, XIONG Shuhua®, HUANG Ouping®, WAN Yuzhen® (a. Department of Gynaecology; b. Department of Oncology, Mater-
nal and Child Health Center of Jiangxi Province, Nanchang 330006, Jiangxi, China)

[Abstract] Objective: To investigate the effect of IncRNA SBF2-AS1 on epithelial-mesenchymal transition (EMT) of cervical cancer
HeLa cell via regulating miR-140-5p/VEGFA (vascular endothelial growth factor A) axis. Methods: After cell culture and transfection,
the cells were divided into 5 groups: NC group, miR-140-5p mimic group, miR-140-5p mimic+pcDNA-VEGFA group, si-IncRNA
SBF2-AS1+pcDNA-VEGFA group and si-IncRNA SBF2-AS1+miR-140-5p mimic group. The expression level of IncRNA SBF2-AS1
in cervical cancer tissues and cell lines was detected by qPCR. The targeted relationship between IncRNA SBF2-AS1, miR-140-5p and
VEGFA was confirmed by Dual luciferase reporter gene assay. The expression levels of VEGFA and EMT-related proteins N-cadherin,
Vimentin and E-cadherin in HeLa cells were detected by WB. The invasion and migration of HeLa cells were detected by Transwell.
Results: IncRNA SBF2-AS1 was highly expressed in cervical cancer tissues and cell lines (P<0.05 or P<0.01). Dual luciferase reporter
gene assay confirmed that IncRNA SBF2-AS1 targetedly combined with miR-140-5p and VEGFA was a target gene of miR-140-5p (P<
0.05). Knockdown of IncRNA SBF2-AS1 inhibited invasion and migration as well as EMT of HeLa cells. Further experiment con-
firmed that IncRNA SBF2-AS1 up-regulated the expression level of VEGFA via miR-140-5p, thereby promoting invasion, migration
and EMT of HeLa cells. Conclusion: IncRNA SBF2-AS1 promotes EMT of HeLa cells via miR-140-5p/VEGFA axis.
[Key words] IncRNA SBF2-AS1; miR-140-5p; vascular endothelial growth factor A (VEGFA); cervical cancer; HeLa cell; epithelial-
mesenchymal transition (EMT)
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A: The expression of IncRNA SBF2-AS1 in cervical cancer tissues and Para-cancer tissues detected by qPCR;

B: The expression of IncRNA SBF2-AS1 in cervical cancer cell lines measured by qPCR
&1 IncRNA SBF2-AS1 £ EHEHEA R AR FR haIFRIAKF

Fig.1 Expression level of IncRNA SBF2-AS1 in cervical cancer tissues and cell lines
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A: The expression of IncRNA SBF2-AS1 detected by qPCR; B and C: Expressions of EMT related proteins in
HeLa cells measured by WB; D and E: The invasion and migration of HeLa cells detected by Transwell assay (x200)
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Fig.2 Effect of IncRNA SBF2-AS1 knockdown on EMT of HeLa cells
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A: The targeted bond site of IncRNA SBF2-AS, miR-140-5p and VEGFA verified by starBase database; B and D: The luciferase activi-
ty detected by dual luciferase reporter gene assay; C: The regulated relationship of IncRNA SBF2-AS1 and miR-140-5p measured by
gPCR; E and F: The regulated relationship of miR-140-5p and VEGFA measured by WB
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Fig.3 miR-140-5p was competitively sponged by IncRNA SBF2-AS1 and VEGFA
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A: The expression of miR-140-5p in HeLa cells detected by qPCR; B and C: The EMT related proteins in HeLa cells measured by WB;
D and E: The invasion and migration of HeLa cells detected by Transwell assay (x200)
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Fig.4 IncRNA SBF2-AS1 promoted EMT of HeLa cells via miR-140-5p/VEGFA axis
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