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Effect of Glimepiride on Inhibiting the Proliferation of Human Breast Cancer Cell Line

MCF -7 by Down — Regulating the Expression of miRNA -214
Fang Zhihua', Liang Junwei’, Lii Xiying’

(1. Chengde No. 3 Hospital, Chengde, Hebei, China 0670005 2. Affiliated Hospital of Chengde Medical College, Chengde, Hebei, China  067000)
Abstract: Objective To investigate the mechanism of glimepiride in inhibiting the proliferation of human breast cancer cell line MCF -7
by down - regulating the expression of miRNA —214. Methods The human breast cancer cell line MCF -7 was cultured in wvitro and
divided into the blank control group and glimepiride group with low,medium and high dose. The effects of glimepiride on the prolifera-
tion of human breast cancer cell line MCF -7 cells were measured by MTT after 48 h of exposure to different doses of glimepiride.
The relative expression of miRNA -214,Bax,Bcl -2 and Caspase —3 mRNA was detected by RT - PCR. The apoptosis rate of MCF -7
cells was detected by flow cytometry. Results With the increase of glimepiride dose, the proliferation rate of MCF —7 cells was
decreased, and which was 54.22% at 20 pg/mL, the difference was statistically significant compared with 0 pg/mL of glimepiride
(F=8.52, P < 0.05). Compared with the blank control group,the relative expression levels of miRNA —214 mRNA of MCF -7 cells
in glimepiride —treated group were decreased, while the relative expression levels of Caspase —3,Bax and Bcl -2 mRNA and the ratio of
Bax/Bcl -2 were significantly increased, the differences were statistically significant( F=12.20,20.41,6.31,4.42,6.12, P < 0.05).
Compared with the blank control group,the apoptosis rates of MCF —7 cells in the glimepiride — treated group were increased, and the
statistic difference was found in high and medium dose of glimepiride group( F =8.35, P < 0.05). Conclusion Glimepiride can inhibit
the proliferation of human breast cancer cell line MCF -7 with a concentration — dependent effect. Glimepiride initiates the apoptosis
program and induces the apoptosis of MCF -7 cells by down regulating the level of miRNA —214.
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FITC/PL 8 T & i i ) & ( B3 = KR AW, 575
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53R 7S U6 BRZH KA 9 SR IRAG o e ) B A S X R

HAEHAN S R AR K B R AOIRAS  IEH 55 5% 48 h, 4%
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0 48 96.42 +9.73
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10 48 72.34 +6.47*
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£ 2 HF)E AT AU 49 i MCF — 7 miRNA - 214 #=
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AR B I % RNA
28 3| miRNA - 214 Caspase -3
(h) (ng/pL)
EaxTRA 43 31.24+£2.48 1.00+0.08 1.00+0.10
&A 24 48 35.12+5.71  0.91+0.17 1.15+0.21
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Bel =2 FRIEAH G HE 11 2200 A T 20 i A I 1 >4 32 3]
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