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[(FE] a6 WLES b p M 0P 5 40 bk &2 IR 41 20 microRNA-200c(miR-200¢) f 2 35 7K 3 , 45 35 1 0] B 9 s PR A 1.
% & % JH Real-time RT-PCR H A Ho 48 A 01 5458 11 40 2 (HO-8910) | BI L5 w5 55 B4 B 148 53 4l i Bk (HO-8910PM) & HO-
8910 4t fitd A1 ' miR-141 . miR-200c R RIEZE ST, LM & [ P60 S8 (n=283) 3¢ ML IF HL I (n=13) Je IE % 9 HL 4 4
(n=8)H miR-141.miR-200¢ 1k , It 40 M1 U1 HLiE ARG RO BAFIE T 8 MRk 2R, 4% 5 HO-8910,HO-8910PM
AHLE , HO-8910 48 i 7% 1 miR-200c 3k T 8 (P<C0. 05) ; IE# GU S 4121 9 528 FEPE I | 01 S8 ' miR-141 \miR-200c¢ Rk
K I (P<C0. 05), SER4E 09 SR 1K 21 O SRR 2 7 BH 40 i B B9 P miR-200c¢ 235 T I (P<C0. 05), miR-200c = ik #
H PR TF miR-200c¢ lKFEIEH (P<C0.05), £ 4  miR-200c 235 N JH 5 U0 SL00 JF B A OC , AT AE #2725 0P 5108 BUR A KL,
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Changes of miRNA-200c expression in ovarian cancer and its clinical significance
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[Abstract] Objective To observe the expression of microRNA-200c (miR-200c¢) in ovarian cancer cell line and tissues,

and to assess its possible clinical value. Methods Real-time PCR was used to analyze the expression of miR-200c and miR-141
in HO-8910 (human ovarian cancer cell line) , HO-8910PM (highly metastatic ovarian cancer cell line) , and HO-8910 cluster
cells. We also determined the expression of miR-200c and miR-141 in 83 ovarian cancer tissues, 13 borderline ovarian tumors,
and 8 normal ovary tissues; the expression was compared between tumors of different pathological characters. Results

Expression of miR-200c was down-regulated in HO-8910 cluster cells compared with those in HO-8910 and HO-8910PM cells
(P<C0.05). Expressions of miR-141 and miR-200c were gradually up-regulated from the normal ovary tissue to borderline
ovarian tumors, then to ovarian cancer tissues (P <C0. 05). Expression of miR-200c was down-regulated in the metastatic
ovarian cancer and ovarian clear cell tumors and undifferentiated ovarian cancer cells(P<C0. 05). Patients with high miR-200c
expression had a better prognosis than those with a low expression of miR-200c (P <C0. 05). Conclusion  The decreased
expression of miR-200c is correlated with the progression of ovarian cancer patients, and it is a risk factor of poor prognosis.
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Fig 1 Expression of miR-200¢(A) and miR-141(B)
in HO-8910 cluster cells, HO-8910, and HO-8910PM cells
* P<C0.05 vs HO-8910; n=3. =+
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Fig 2 Expression of miR-200¢(A) and miR-141(B)
in ovarian cancer, borderline ovarian cancer,
and normal ovarian tissues

1: Normal ovary; 2: Borderline ovarian tumor; 3: Ovarian cancer
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Fig 3 Expression of miR-200¢(A) and

miR-141(B) in different stages of ovarian cancer
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Fig 7 Changes of miR-200c expression in the development of ovarian cancer
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