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Long non-coding RNA OIP5-AS1 promotes epithelial-mesenchymal transition in colorectal cancer cells
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Abstract Objective To explore the effect of the long non-coding RNA, Opa interacting protein 5-antisense RNA 1 (OIP5-AS1),0n
colorectal cancer metastasis and elucidate the underlying mechanisms. Methods OIP5-AS1 expression levels were analyzed in various
colorectal cancer cell lines (SW480, HCT116, HT-29,and Caco-2) via real-time polymerase chain reaction. Cell lines with high OIP5-AS1
expression levels were selected and randomly transfected with the control sequence (NC group), interference sequence 1 (OIP5-ASI
siRNA1 group),or interference sequence 2 (OIP5-AS1 siRNA2 group). Transwell assay was used to assess cell migration. Additionally,
the effects of OIP5-AS1 on the expression levels of epithelial-mesenchymal transition-related proteins, including E-cadherin, N-cadherin,
and Vimentin, were examined via Western blotting. Immunofluorescence assay was used to evaluate the effects of OIP5-AS1 on the pro-
tein expression levels and cellular localization of E-cadherin and N-cadherin. Results  Expression levels of OIP5-AS1 were significantly
higher in the SW480 and HCT116 highly invasive cell lines than in the HT-29 and Caco-2 low invasive cell lines (P < 0.05). OIP5-AS1
silencing decreased cell migration, increased E-cadherin levels,and decreased N-cadherin and Vimentin levels in SW480 and HCT116
cells. Conclusion Our findings suggest that OIP5-AS1 promotes metastasis by inducing epithelial-mesenchymal transition and migration
of colorectal cancer cells.
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A, relative expression levels of OIP5-AS1 in SW480,HCT116,HT-29,and Caco-2 cells; B, relative expression levels of OIP5-AS1 in silenced (OTP5-AS1
siRNAT and OIP5-AS1 siRNA2) and normal control (NC) groups. A P < 0.05 vs. HCT116 cells; [ P < 0.05 vs. HT-29 cells; O P < 0.05 vs. Caco-2

cells. #*% P < 0.01;#%* P < 0.001.
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Fig.2 Migration of HCT116 and SW480 cells x 200
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Fig.3 Expression levels of epithelial-mesenchymal transition-related proteins in HCT116 and SW480 cells
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Fig.4 Effect of OIP5-AS1 silencing on localization of epithelial-mesenchymal transition-related proteins in SW480 cells x 200
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