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Study on the relationship between HPV18-E7 and epithelial-mesenchymal transition in cervical adenocarci-
noma cells
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Abstract Objective: To determine the role of HPV18—-E7 oncogene in the epithelial to mesenchymal transition (EMT) like process.
Methods: HPV18-E7 siRNAs were transfected in human cervical cancer HeLa cells. Real-time PCR, western blot and immunofluorescence
technique were performed to examine the localization and expression of E7 and EMT markers, respectively. Furthermore, the wound healing
assay and matrigel invasion assay were used to evaluate the invasion and migration ability. Results: On the mRNA and protein levels, E7
depletion significantly induced the expression of E-caderin. Furthermore, N—caderin, Vimetin, and fibronectin expression were decreased
in HeLa-SIE7 cells. E—cadherin was up-regulated and mainly observed in contact areas between cells in HeLa/SIE7 cells, while the
mesenchymal markers such as N—caderin, and fibronectin were reduced and detected mainly in the cytoplasm. Down-regulation of HPV18—
E7 by transient transfection of HPV18-E7 siRNAs in Helaa cells caused significant inhibition of cell invasion and migration compared with
the siNC transfected cells. Conclusion: In HeLa cells HPV18-E7 can enhance invasion and migration by inducing EMT.
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Fig 1 HPV18-E7 depletion induced MET in HeLa cells
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Fig2 Down-regulation of HPV18-E7 inhibited invasion and migration of HeLa cells
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