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The Regulation of Ct-OATP1B3 Gene on Migration, Invasion and

Proliferation of Human Ovarian Cancer Cells

Huang Jiafeng', Huang Yutang', Dai Yi', Shi Jingjing', Wen Chunjie', Wu Lanxiang'*, Zhou Honghao'*
(‘Institute of Life Sciences, Chongqing Medical University, Chongqing 400016, China,
*Institute of Clinical Pharmacology, Central South University, Changsha 410008, China)

Abstract Ct-OATP1B3 (cancer-type organic anion transporting polypeptide 1B3) is a molecules
discovered in a variety of malignant tumor cells recently. It is a splicing isomer of solute carrier (SLC) superfamily
member OATP1B3 which expressed in the liver, but its biological function in tumor cells is unclear so far. This
study used immunohistochemical staining method to observe the expression of Ct-OATP1B3 in the tissues of
normal ovary and ovarian cancer, and analyze the relationship between the expression positive rate and the
clinicopathological characteristics of ovarian cancer. The expression of Ct-OATP1B3 in ovarian cancer cell lines
SKOV3 and OVCAR3 were observed by Real-time PCR and Western blot. The localization of Ct-OATP1B3 in
ovarian cancer cell lines SKOV3 and OVCAR3 were observed by cellular immunofluorescence staining. The effect
of Ct-OATP1B3 on migration and invasion of ovarian cancer cells tested by Transwell. CCK-8 was employed to
observe the effect of Ct-OATP1B3 on proliferation of ovarian cancer cells. The results showed that Ct-OATP1B3 was
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not expressed in normal ovarian tissues and cell line, and the expression of Ct-OATP1B3 was significantly increased

in the ovarian cancer tissue, and the later in the clinical stage of ovarian cancer, the higher the positive rate of Ct-

OATP1B3 was expressed. There was also a high expression of Ct-OATP1B3 in ovarian cancer cell line SKOV3 and
OVCAR3, mainly in the cytoplasm. Our results showed that, although Ct-OATP1B3 had a moderate effect on the

proliferation of ovarian cancer cells, its major role was to promote the abilities of ovarian cancer cell migration and

invasion.
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A: IEH BPEZH 24 B: 1; C: T0Y; D: 1Y .

A: normal ovarian tissue; B: stage I; C: stage II; D: stage III.

E1 Ct-OATPIB37E AIEEUNE FFAAR FREMHINEREHEAFIRIE

Fig.1 Ct-OATP1B3 expression in normal epithelial ovarian tissue and epithelial ovarian cancer tissue

1 Ct-OATPIB3FRIASIREREIRRTNM 3 HAX H
Table 1 Relationship between Ct-OATP1B3 expression and TNM staging of epithelial ovarian cancer

4151 ) BH 23 % (%) P Pl
Group Number () Positive expression rate (%) P values
Normal 8 0 (0/8)
Stage [ 12 25.0 (3/12) 2353 0.125
Stage Il 19 57.9 (11/19) 7.816 0.005%*
Stage 111 48 83.3 (40/48) 23.333 0.000 1%*%**
#%P<0.01, ***P<0.001, 5 1% GY ELA UL
**P<0.01, ***P<0.001 vs normal group.
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E2 ZEAEREINE ERFMAK R4 I0E R+
Ct-OATPIB3 mRNAKF
Fig.2 The mRNA levels of Ct-OATP1B3 in normal

epithelial ovarian cells and epithelial ovarian cancer cells
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A: HOSE4H; B: SKOV34ififd; C: OVCAR34HfE.
A: HOSE cells; B: SKOV3 cells; C: OVCAR3 cells.

E3 fEAIEEUNE ER e B MO E A Ct-OATPIB3HIRIA ENL

Fig.3 The Ct-OATP1B3 protrin and its location in normal epithelial ovarian cells and epithelial ovarian cancer cells
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A: SKOV3HIOVCAR3ANEH1 C1-OATP1B3 mRNAZRIL /KT ##P<0.01, 5% AL HAL B: SKOV3HIOVCARIZANE H1ct-OATPIB3 &t AR IE KT
A: the mRNA level of Ct-OATP1B3 in SKOV3 and OVCAR3 cells; **P<0.01 vs control group; B: the protein level of ct-OATP1B3 in SKOV3 and
OVCARS3 cells.

El4 SKOV3FOVCAR34fE - Ct-OATP1B3id FiA AR B A2 L
Fig.4 Establishment of SKOV3 and OVCARS3 cell lines with Ct-OATP1B3 overexpression or knockdown
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FR 7K ST 43 501 oA ok B8 2 77 4485 FN28.015 (34 v P<0.01), 0.

Ct-OATPIB3 & A B /KP4 B RALRI1.6/5 5 2.4 Ct-OATP1B3X} DR & 252 4 AT 75 RE AV S0
2.0f%. SKOV350VCAR3YH MUK Ct-OATPIB3), KR 5256 B R, 55X AL g0 Mo AH e, i Rk Ct-
5565 BR ZH 40 Mk HL, Ct-OATP1B3#E mRNA K43 5l OATP1B3JSKOV350VCAR3YH I 7E48 hN [HIiE#%
N T75.7%1574.8%(35 N P<0.01), £ & H K ARG T 2.0/ 1. 765 (3 8 P<0.01); T UK Cr-
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Fig.5 Effect of Ct-OATP1B3 on the migration of epithelial ovarian cancer cells
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Fig.6 Effect of Ct-OATP1B3 on the invasion of epithelial ovarian cancer cells
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Fig.7 Effect of Ct-OATP1B3 on the proliferation of epithelial ovarian cancer cells
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