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KA, FRETULAN S Y AT AT e 41, MITT 3246 I AS [] e JBE 58 A2 12 B 645 miR~200c XoF B9 5L 957 441 it 38 78 B 5 A9 52 5
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miR-200c induced ovarian cancer cell sensitivity to paclitaxel by targeting DNMT1. TAN Zhi—qin, WAN Lan, YANG
Chun-xiu, WEN Yu—hua. Department of Obstetrics and Gynecology, the 458" Hospital of Chinese PLA, Guangzhou 510060,
Guangdong, CHINA

[Abstract] Objective To study the effect of miR-200c on the sensitivity of human ovarian cancer to pacli-
taxel and its mechanism. Methods Ovarian cancer SKOV3 cells were cultured. The SKOV3 cells were divided into
miR-200c mimics group, unrelated sequence control group and single drug group. All three groups were treated with
0 ng/mL, 25 ng/mL, 100 ng/mL, 400 ng/mL paclitaxel, respectively. The miR-200c mimic was transfected into the
miR-200c mimic group, the unrelated sequence negative group was transfected with unrelated sequence, and the single
drug group was not transfected with any sequence. The proliferation ability of SKOV3 cells in the different concentra-
tions of paclitaxel and combined miR-200c were detected by tetrazolium (MTT) assay. The apoptosis rate of SKOV3
cells in different concentrations of paclitaxel and combined miR-200c were detected by AnnexinV-FITC/PI assay. The
protein expression of DNMT1 of SKOV3 cells in paclitaxel and combined miR-200c mimic was detected by Western
blot. Results MTT results showed that the proliferation ability of SKOV3 cells decreased gradually with the increase
of paclitaxel concentration in different concentrations of paclitaxel-treated groups, and the proliferative capacity of
SKOV3 cells in the miR-200c mimics group was significantly decreased compared with the unrelated sequence control
group and single drug group (P<0.05), with no significant difference between the unrelated sequence control group and
single drug group (P>0.05). The AnnexinV-FITC/PI method showed that the apoptotic rate of SKOV3 cells gradually in-
creased with the increase of paclitaxel concentration in different concentrations of paclitaxel-treated groups, and the
apoptotic rate of SKOV3 cells in the miR-200c mimics group was significantly increased compared with the unrelated
sequence control group and single drug group (P<0.05), with no significant difference between the unrelated sequence
control group and single drug group (P>0.05). Western blot results showed that the expression of DNMTT1 protein in the
SKOV3 cells co-treated with miR-200c mimic and paclitaxel was significantly lower than that of miR-200c mimic
alone (P<0.05). Conclusion miR-200c can promote the sensitivity of ovarian cancer cells to paclitaxel by targeting the
DNMT]I.
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AnnexinV-FITC/PI 2 ffg i T 344 50 & e FAb st A 4
B A B H] 5 SR B H Roche 23 F] s MTT Il T35
Sigma 2\ 7] ; RIPA 2L T HilFH = KA
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SL(P<0.05), T JC KPP A% A4 5 B2 4 L IR £ 57
Giit i E X (P>0.05), WK 1.

*R1 RAMAEODERLE B (rts,n=3)

215 L2 (ng/mL)

0 25 100 400
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