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[ ABSTRACT] Aim  To investigate the effects of miR-200b and miR-200c targeted DNA methyltransferase 1
(DNMT1), DNMT3A and DNMT3B on cisplatin resistance of ovarian cancer cells. Methods Human ovarian cancer
cell line (A2780) and human ovarian cancer cisplatin-resistant cell line ( A2780/DDP) were used as research objects,
and the expression levels of miR -200b and miR -200C in A2780 and A2780/DDP cells were detected by real-time quanti-
tative PCR (qRT-PCR).  Drug-resistant cell line A2780/DDP were transfected into si-miR -200b group, si-miR -200¢
group and si-NC group.  IC50 values of the three groups were detected by MTT assay.  Western blotting was used to de-
tect the protein expression levels of DNMT1, DNMT3A and DNMT3B after transfection.  The apoptosis rate of transfected
cells was detected by flow cytometry. Results gRT-PCR showed that the expression of miR-200b and miR-200c¢ in
A2780 cell line was higher than that in A2780/DDP cell line (P<0.05). The IC50 value and protein expression levels of
DNMT1, DNMT3A and DNMT3B in si-miR-200b and si-miR-200C groups were lower than those in si-NC group ( P<
0.05). Conclusion High expression of miR-200b and miR-200c¢ can inhibit the expression of DNMT1, DNMT3A

and DNMT3B genes, thereby reversing the resistance of ovarian cancer cells.
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