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Abstract: Objective  To validate whether miR-217 could directly regulate the expression of DNA DNA methyltransferasel
(DNMT1) by targeting on DNMT1 3’ untranslated region(3'UTR) in breast cancer cells,and to lay the foundation for the further
research of animal experiments and clinical trials. Methods The expression of miR-217 in human mammary epithelial cell lines of
HBL-100, MCF-7 and MDA-MB-231 were detected by real-time polymerase chain reaction(RT-PCR). miR-217 minics was trans-
fected in the low expression of miR-217 cell line,and miR-217 inhibitor was transfected in the high expression of miR-217 cell line.
The expression of DNMTT protein in the transfected cells was analyzed by Western blot. The psiCHECK-2 reporter vectors contai-
ning 312-bp DNMT1 3'UTR with the wild-type(WT) and mutations(MUT) miR-217 recognizing sites were respectively transfect-
ed 293T cells and the relative luciferase activity was measured after 48 h. Results Upregulation of miR-217 expression in MDA-
MB-231 cells(low expression of miR-217) could decrease the expression level of DNMT1 protein. the downregulation of miR-217
expression in HBL-100 cells(high expression of miR-217) could increase the expression level of DNMT1 protein. The results of du-
al-luciferase activity assay showed that the relative luciferase activity of DNMT1-UTR-WT was significantly lower than DNMT1-
UTR-MUT(P<C0. 05). Conclusion

on DNMT1 3'UTR.

In breast cancer cells,miR-217 could directly regulate the expression of DNMT1 by targeting

Key words: miR-217; DNA methyltransferasel 3'untranslated region; HBL-100; MCF-7; MDA-MB-231
AMEM R E KRR ZHE ZHBEMIE, LA 1 #8l5A%

HE AL ) DNA H b S R T EEMEAT, A
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& ( GenePharma QPM-010 ). miR-217 minics ( GenePharma
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2 & R
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