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Study on correlation between epithelial-mesenchymal transition and cisplatin resistance in ovarian cancer cells”
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[Abstract] Objective To study the relationship between cisplatin resistance and epithelial-mesenchymal
transition (EMT) in human ovarian cancer cells. Methods The cisplatin resistant cell lines A2780/DDP and
OVCAR3/DDP of ovarian cancer were established by low dose induction combined with interval large dose of
cisplatin. The morphology of parent cells(A2780,OVCAR3) and drug-resistant cells (A2780/DDP,OVCAR3/
DDP ) were observed. The migration and invasion abilities of above cells were detected by Transwell cell mi-
gration test and cell invasion experiment. The expressions of EMT markers E-cadherin and Vimentin were de-
tected by Western blot. And the subcellular localization of E-cadherin was detected by immunofluorescence.
The EMT change in ovarian cancer cells A2780 occurred by 5 ng/mL TGF-8 in vitro induction. Its influence on
the sensitivity of cisplatin chemotherapy was detected by MTS. Results The IC;, of A2780/DDP and
OVCAR3/DDP increased by 9. 58 times and 13. 19 times of their parent cell lines A2780 and OVCAR3. Both
A2780/DDP and OVCAR3/DDP cells were characterized by mesenchymal cell morphology.and acquired the a-
bility of invasion and migration, moreover the expression of epithelial marker protein E-cadherin was down-
regulated and that of mesenchymal marker protein Vimentin was up-regulated. In addition, the sensitivity of o-
varian cancer cells to cisplatin after TGF-8 inducing EMT change in vitro was significantly reduced. Conclusion

EMT is closely correlated with the cisplatin resistance in ovarian cancer cells.
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