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[ =] HM: BTS2 EE2F 48 5 2 (NR2F2) xi A G0 £ 98 SKOV 3 40 g 4= W14 17 I 1Y
2, O B B AL, R B SR I DR A T PR AR I L . R R AR Rk g s B A by
(GEPIA) 48 15 5 b B0 L4121 p NR2F2 25 B R 357K F, I 40 He 5 09 51958 8 I IR 1005 10 40 oG4k
W B0 H 98 SKOV 3 4i i 43 %t BUZH FI NR2F2 3 ik 41 (NR2F2 OE41), 18 20 M % B 35 2] 70 %6 B,
53 5 5% Y2 mCherry X} % 8 /I NR2F2 OE i iAW 8, 48 h /Rl IEMRE £ (puro) ik E 5 YL
SKOV34iit & . RS 586 i PCR (RT-qPCR) ¥:H Western blotting ¥ K I 2 25 20 Jif 8 YL 308
RT-qPCR 2 £ U 2 41 20 Jfd o NR2F2 #1451 P 5E [X Y-box 2 (SOX2) mRNA £ ik K ¥, Western
blotting WKz 2 ZH AN ML NR2F2, SOX2, =M RIT4s A itia A GBERHEM G 2 (ABCG2) FIfe
AL T ECAR 1T (PD-L1) A FRKAKE, CCK-8 KM 2 2H 41 fitg 5 78 36 1, 40 it K I 52 56 46 2 21
MR R, Transwell /NG S50 K I 2 21 28 IS A0 M40, BGBR S50 60 00 2 200 40 A 3R 85, &0 ) of B A 4
ffl (PBMCs) A5 e 200 B 376 14 S 50K 00 2 4470 P s 200 e ) L X 85 18, CCK-8 Ikl 26 A28 (PTX)
F-R41 (CBP) X 24140 iy Bl v (1C,) . S55R . SIEW U H A2 thde, B0 5 P 4140
NR2F2 mRNA R X AKFREAL (P<<0.05), FfRE TR 5L Mrbogg i RO 3o 4 @ i B A% ;. NR2F2 mRNA ik
IKV-85 v 0 SR I R UG 5t Al 5t 36 35 NR2F2 19 SKOV 34, 5 xf M4 %, NR2F2 OE 41
4 gt NR2F2 mRNA FZE H 2 kK EB I BT E (P<<0.001); CCK-852Hy, HxFM4A i, N
BFEIAS (1. 2. 3F14d) NR2F2 OE 41 4 i 34 58 1% M AR (P<<0. 058 P<<0.01); 2 Ma Rl IR 525,
5 xp A A, NR2F2 OF 4 40 i # R &K (P<<0.001); Transwell /NE 5086, 5 %F B4 Ho %,
NR2F2 OE 4 g B A E 08 /> (P<<0.01); S5XFHR4 g, NR2F2 OF A4 i BR B8 /> (P<<0.05),
SKOV3 41 jfi 1 SOX2 mRNA (P<<0.01) F#E 1 (P<<0.001) FRikKFHREM; 55X A K,
NR2F2 OFE 20 47 1 I Ja 40 i i) A X 25 BERR AR, (B2 R G #8 L (P>0.05), PD-L1EFRIEKFERE
it (P<<0.05); SXJME4itbir, NR2F2 OF 4403 55 3% v 59 (P<<0.05), X PTX Hl CBP 9 254 i
JEAPE SR, PTX A IC, MR/, CBP Y IC,, K H Wik B id = AR BB T3 s ABCG2 48R 1 R Ik 7K FEAR
(P<<0.05) . S : NR2F2 i 3R 3k a4l A 5P 519 SKOV3 40 i iy 3 58 . iE R FfZ 2868 01, FRAR
SOX2., PD-L1FIABCG2 8 H&EAKN-, Mk 0§ SKOV3 4 i iy P fe e b g g, 345 A
b &9 SKOV 3 40 g 3 PTX Fl CBP (1) Ut .
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Effect of over-expression of NR2F2 on biological behaviors of
human ovarian cancer SKOV3 cells
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ABSTRACT Objective: To investigate the effect of nuclear receptor subfamily 2 group F member 2
(NR2F2) on the biological behaviors of human ovarian cancer SKOV3 cells, and to clarify its molecular
mechauism and provide the new idea for treatment of ovarian cancer. Methods: Gene Expression Profiling
Interactive Analysis (GEPIA) Database analyse the expression level of NR2F2 gene in ovarian tissue, and
analyse its correlation with clinical prognosis of ovarian cancer patients. The human ovarian cancer SKOV 3
cells were divided into control group and NR2F2 over-expression (NR2F2 OE) group, which were
transfected with mCherry control virus and NR2F2 OE over-expression virus, respectively, when the cell
deusity reached 70% , and the stable transfection SKOV3 cell lines were screened with puromycin (puro)
48 h lafter. Real-time fluorescence quantitative PCR (RT-qPCR) and Western blotting methods were used
to detect the transfection efficiencies of the cells; RT-qPCR method was used to detect the expression
levels of NR2F2 and sex-determining region Y-box 2 (SOX2) mRNA in the cells in two groups; Western
blotting method was used to detect the expression levels of NR2F2, ATP-binding cassette superfamily G
member 2 (ABCG2), and programmed cell death 1-ligand 1 (PD-1.1) protcins in the cells in two groups.
CCK-8 assay was used to detect the proliferation activities of the cells in two groups; Wound assay was
used to detect the migration rates of the cells in two groups; Transwell chamber assay was used to detect
the number of transmembrane cells; Spheroidization assay was used to detect the numbers of spheroids in
the cells; peripheral blood mononuclear cells (PBMCs) -mediated tumor cell killing assay was used to
detect the relative densities of surviving tumor cells; CCK-8 assay was used to detect the half maximal
inhibitory concentration (ICs,) of paclitaxel (PTX) and carboplatin (CBP). Results: Compared with
normal ovarian tissue, the expression level of NR2F2 gene in ovarian tumor tissue was decreased (P<C
0.05), and decreased with the improvement of clinical pathological grading of ovarian tumor. The patients
with higher expression level of NR2F2 gene had better clincal prognosis. The SKOV3 cells with NR2F2
over-expresson were successfully constructed, and the expression levels of NR2F2 mRNA and protein in
the cells in NR2F2 OE group were increased compared with control group (P<C0.001). The CCK-8 assay
results showed that compared with control group, the proliferation activities of the cells in NR2F2 OE
group were decreased at different time points (1, 2, 3, and 4 d) (P<C0. 05 or P<C0.01). The cell wound
assay results showed that compared with control group, the migration rate of the cells in NR2F2 OE group
was decreased (P<C0.001). The Transwell assay results showed that compared with control group, the
number of transmembrane cells in NR2F2 OE group was decreased (P<Z0.01). Compared with control
group, the number of the spheroids in NR2F2 OE group was decreased (P<C0.05), and the expression
levels of SOX2 mRNA (P<C0. 01) and protein (P<Z0.001) were increased. Compared with control group,
the relative density of surviving tumor cells in NR2F2 OE group was decreased, but the difference was not
significant (P<C0.05) , and the expression level of PD-L.1 protein was decreased (P<C0.05). Compared
with control group, the proliferation activities of cells in NR2F2 OE group were decreased (P<Z0.05), and
the drug sensitivities of the cells to PTX and CBP were enhanced (P<C0.05) ; the ICs, of PTX was
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significantly reduced, while the ICj;,0of CBP could not be calculated due to excessively high drug

concentration; the expression level of ABCG2 protein was decreased (P<C0.05). Conclusion: The over-

expression of NR2F2 may inhibit the proliferation, migration, and invasion of the human ovarian cancer
SKOV3 cells, decrease the expression levels of SOX2, PD-LL1 and ABCG2 proteins, suppress the

stemness and immune evasion ability of the SKOV 3 cells, and enhance the sensitivities of the SKOV 3 cells

to PTX and CBP.

KEYWORDS Nuclear receptor subfamily 2 group F member 2; Ovarian neoplasm; Tumor stemness;

Immune escape; Drug resistance

B 55 9 2 4t L P T I Y — > R R )
R, H SR AR, R TE S, ZARNE
PEMRRE TR S KRBT IR Y 2R S R TR
W C 28 % J S Ja B S RN I B RS R L I
RIGIF A B, WK UG ANE . SRR w2
Py A2 KA D8 T AR 2 O BLI8 A AR I — 2B TR
W, AR TR 245 1 e B B R Ak s R 1 T
T, 38 24 1 Y R B2 KR O e T AR Y
A RMBET, RS HOB IR T DA M ek s
B S5 95 28 X 24 W 0 O AT AR O — I Ak
i o M2 R R 2F 4 % 51 2 (nuclear receptor
subfamily 2 group F member 2, NR2F2) J&—ff
T = T HAY IR AR TRC AR T 4 UH 28 R L 1 R 32 AR
[ AMIF ST 7 & B NR2F 278 2 B i v 53 o &
I8, LA PR R 0 AN i g A 2 R b vh R AR
—E W PTG A MU B E T o NR2F 2 8 4 i %
(il 1 ORI = A R 728 e el v R N = R B N1 )
WA FAT A R, S5 A0 HE . e
B FE RN DI RE A S . NR2F2 4 A XF 2 ik 7K F
i 5 98 20 X 245 ) A O A ORI, AT L AR e
240 it X by B S R M U 3R 2 RO . B
W AEFE A NR2F 2 5 988 0 #E J 1) JCHE P AF 5 S 41 1
ARG . NR2F2 78 B $U8 th A7 78 5 ik Y,
{HLJ2 H AT OC T NR2F 2 4 B 829 48 ) 5 47 4 5% ) 114
FHOC B 9E 0 A il o Ao i R GR
NR2F2 (i A B9 § 955 SKOV3 40 il . #£1F NR2F2 Xt
N B0 9 SKOV S 40 i A= My 2 47 M I R0, O B 5L
It T R YE T 3 A 1) BEOB AR 3l A6 7 48 A A
1 MBEFE
L1 i . E2&2&XAAE  A0HEE SKOV3 Y
Jio W T 5% B AL UG SR ) 4 A7 % (American Type
Culture Collection, ATCC), FRAFF M B2 B
J& & B BE 2 b g bl o AR 0T T B e AR Y
PHEAEBRAF, 100 F-#EHRUE T4 TAEY T

B (ki) BhARAR, McCoy’s 5a k7= £ Al
RPMI 1640 85 7% F Wy F 2008 75 78 28 dn B AT BR A
i), NR2F2 mCherry #i§ # . NR2F2 OE Ji% & Fl £ %
e i Polybrene 4 F 17 M = S+ 4= ) B H2 B 4 A R
A, B EFE (puromycin, puro) . CCK-8i 5l
& B (paclitaxel, PTX) Fl-K41 (carboplatin,
CBP) W F X EMCE 2~ #, PCRIIWHETAEY
TR (L) BmARAR SR, & RNAEBOL
&0 T 36 B Omega A A, 108 5% 550 &0 T 52
Thermo Fisher Scientific /A & , 5Z B %€ )6 € &=
PCR (real-time quantitative PCR,
RT-qPCR) &l & . A4t CO3HUIRA 41/ 5 2
(interleukin-2, T1L-2) WA F IR EAARA A,
NR2F2 Hifk iy T R OE W& s A R A IR A
A, PRSP X Y-box 2 (sex-determining region
Y-box 2, SOX2) HuihFI =BEM MR H 4Gz E A
G R A 2 (ATP-binding cassette superfamily
G member 2, ABCG2) $Hi/&F 3 E ImmunoWay
N, BRI TR 1 (programmed cell
death-ligand 1, PD-L1) #T{& M F 3¢ E Proteintech
Al PlafEHE A (a-Tubulin) FUMA . BRI K
1t ¥ B (horseradish peroxidase, HRP) #5ic B9
W FE iR yiik (H+L) . HRP #xic 09 1 3¢ 5t iR
Uk (H+L) FURR & O 9 A6 & % (enhanced
chemiluminescence, ECL) I} FH &9 W F 270
LAEAY TRAMRAR, RIPAZME . BCAEN
i T 3R G R O A A3 B VR T I RS E
EYHEARARAFE . COMMBEHH (RS .
Thermo3541) FIAYL42AE (B45: Airstream®A2
RL) g TR Y Esco 2 R, 4 B 3 40 i 2
(#5 . 1C1000) T bl EEE YR A BRA A,
Bl E e (%, CKX53) T H A Olympus
AH, ZIRERAL AR I (B1% . SynergyNeo2)
T REZERRHEARAR, WmEEON (B
. 400C) 4 F 18 FE Eppendorf /A 7, RT-qPCR

fluorescence
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 (H % . CFX Connect) IR RS (M5 .
ChemiDocXRS+) 14T 3 H Bio-Rad 24 Hl o

1.2 A B & ki X Z X 5 # (Gene Expression
Profiling Interactive Analysis, GEPIA) 3% B 447 97
RAZ ¥ NRZFZA R KX AKF  RH GEPIA $(4
J 43 Bt NR2F 2 J DX 7 01 55 1F 5 21 23 R0 b Jg 21 21
B3R KT LA B BB 598 S [R] il PR ik B 43 4% Hh NR2F 2
N ik K5 M4 Kaplan-Meier Plotter 24 & ,
2z il B B 9 T iF B AR A 1 (progression-free
survival, PFS) £k, 4r#r NR2F2 & [H 3 ik K F
SELE Ry 37 SR BNy

1.3 @mpe3 i AU SKOVS 4 Ml K5 5 T
B 102 JiG 4R Vs A 12 -85 % R 1Y McCoy s ba
Brgedkh, JRE T 37 °C. 5% CO,fH 7 £ 724 b
R,

1.4 mias i RE#EEmBFrfmpesa K
b T BUE KB SKOV3 il R 473150, 5% R A
£l 22X 1074~ 20 H 1Y) %5 B2 45 b T 6 L 4t i 5% 3R A v
R 9% 1 5 A B R SR 7096 ~90%, 15 X HE 4l A
NR2F2if ik 4 (NR2F2 OE41), *fHa 414545 1L
2 pL ¥ 4 mCherry Xf B 3, NR2F2 OE 4 4% % L
2 pL ¥ Y« NR2F2 OE if & ik W 8, 1 fL ¥ #& I
1 mL-L7'm A AR % 4% ik 55 Polybrene, 1 mL-L™"
puro I THUAE R ik, 5 5d, LLRTHRRE % 3
) 240 AR o

1.5 RT-qPCR @ 2 48 49 fg P NR2F2 #= SOX2
mRNA RZAF X LR NR2F 2 OF 41 44 fl
DOUE, ZMULHI AT, (G RNA £ B0 0 & 48 e
A B RNA, 0058 5% & i cDNAAE S qPCR B,
A5 SYBR Green 28t i i 51 & 130 W1 45 #4790
GERYHG bR -3- 1 R I & (glyceraldehyde-3-
phosphate dehydrogenase, GAPDH) £ & X} 18 - 17§~
R 27k T A L A0 B rh H 3k R R TR K
Vo BIEII L,

#1 PCRBIHFA
Tab. 1 Primer sequences of PCR

Gene Primer sequence

F:5-CGGATTTGGTCGTATTGGG-3'
R:5-TCTCGCTCCTGGAAGATGG-3'
F:5-TGCCTGTGGTCTCTCTGATG-3'
R:5-ATATCCCGGATGAGGGTTTC-3'

SOX2 F:5-GGGAAATGGGAGGGGTGCAAAAGA-3'
R:5-TTGCGTGAGTGTGGATGGGATTGG-3'

GAPDH

NR2F2

1.6 Western blotting 3 #& @ 2 42 48 Ji&. # NR2F2,
SOX2.ABCG2# PD-L1 & & k& KF BH.OlE
Y DTTE , (A A R BB R SR RIPA 246 22 wp
W AE VK 2 30 min, 12 700 remin '&5 0> 15 min
Je, WA BEW, I BCA SRR & e & Ak
BE o b I B R A - 2R TN A T G O e R YK
(sodium
electrophoresis, SDS-PAGE) 7 & & H i, 4%
#% 2 E W & #  (polyvinylidene fluoride,
PVDF) & E, 5% WMBIEA = RE M 1 hE, #
SRR —40 (1: 1000M B ) fE4°CTFIHE
HR, & TBSTHWWENG, 37 CTF5 =4t
(1: 2000 B ) & 2h, 2 TBST & W Uk
&, MAECL R W#T R, V474 H o-Tubulin
PoORME Ry 3BT BE o R F Tmage J #1847 JK iR
A, R ENEAREKE . HEARKKE=
H 8 A K AR/ N S8R A0 K BE AL

1.7 CCK-8k#&m 2 mmdgAiEmn X AR
NR2F2 OE 41 SKOV3 4il it i1 % J5 , 4% &5 4L 3 X
1O 40 B 11 5 55 B2 0 T 96 FLAN MBS F b b, 32 %%
6N FL, FO0. 1. 2. 3f4dafLNA 10 pl. CCK-8
W, 37°C. 5% COIEFAATEOLIEE 2h, WHis
AR DU 4 450 nm ARG EE (A) fE, THE &4
O A TE M . AR A TE M = (LA AE =
HAAM) / (MEAAE-FHHAAHE) X
100%6 o 225 il Bifi B[] 22 £k 1 200 A A 4 %

1.8 @i REREMN2HEmMEHFE XHEY
FINR2F2 OE 41 SKOV3 40 fl i+ %), #e L 2%
TO™™ 20 M f 255 B2 2 b T 12 FL 4 e 3 S dle b, 494
W3NS, MM WE, 200 pL Mk +5 07
] 5 %) 40 M, W R #h 28 v M (phosphate  buffer
saline, PBS) iyt 3k, SRAMAIE BHE THEIC
SEOhRF R RDEIE R (L,), 48 h/5 78 [F — 7 & fF K
RGOSR RREE R (L), ITE TR, 4
THE= (L,—L,) /L,X100%.

1.9 Transwell N E LB 2L F M X
W41 1 NR2F2 OE 41 SKOV3 41 it it %% J5
Transwell /N2 28 B ¥ T 24 FLANBEEE F2 b rp L 43 31
£ B AR A 200 ul & 1< 104 40 i /Y 8
L3 McCoy’s 5a 1% 35 5 K 800 pL £ 20 % i 4 1fiL 1
B McCoy’s batiFr %, F 37 °CfHil . 5% CO, K #
FhE 3R, WHE72h)5, PBSZE b bk 1k,
4% Z B E 15 min, PBS 250k R 0P ¥E 11Kk,

dodecyl  sulfate-polyacrylamide gel
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SRIG S Ry 2 h, 1 PBS &Pyl v vk 31K,
FAM AR ER L h R A 400, SR 8] s
TR, Gt ERA R, TR EE 3R, IR
TEHC3 /AL ETHA B, SROFME, MRS 3 E B S
ERGIER .

1.10 MR EBRAEMN 2 mB AR LILTHN
McCoy’ s 5a 15 57 3 # & % I8 41 Ml NR2F2 OE 41
SKOV34ufifl, TH40E £l 3 000/~ 4 At i) %5 i 4%
T 12 fL AN M R AR, A B 3ANAEAL, BEALAN
A 20 pg L' & 4K KW T (epidermal growth
factor, EGF), 20 pg-L 7" B £F 4k 40 j £ K N F
(fibroblast growth factor, FGF) #1 50XB27, F
37 °CHHE . 5% COKEFRAA T HEFR, 5 T UM MIRLER
2 )G, RAENE DA NI, AR sk G B
it B AR KT 50 wm (L ER %L .

1.11 4F A & ¥ 4 % A& (peripheral blood
mononuclear cells, PBMCs) #& 4 #F 5% 48 J 7& 1+ 55
oA M 2 4H A5 V6 T B R e AR X B (ke AN
U = A YN 2 > NG £ 7 N 1 2l o= R
PBMCs, PRAFTE A 10% M 2F i 1) RPMI 1640
R gk, SRS M 100 pg- LAY A BT CD3 40 44 A
10 pg L "B 1L-2 ¥ 1% PBMCs. XF #8241 1 NR2F2
OE 241 SKOV3 4l ffl 3+ )5 , 4% 45 AL 1< 10" 4> 4H Jifd
PR 1290 = b, MRS R E,
5 16 B9 PBMCs 3¢ 55 L 4 < 10" 4 40 J B9 25 B2 A 4%
Fi A7 0 BE SKOV3 4 A i 12 fL 28 Jf 35 57 A b
PBMCs il SKOV3 4 g e i5 52 10 d. 5% HIE W,
K I PBS 2% Wi vk U W BE AN M 3k, B 4% £
R PP R 1 5 O FH 45 f S8 e £ o SR ) B 8 O b e
M DP73 ¥ A PRI 1%, R Image J 8
HEATRE B Gr 0, geitotse B R OLE B, ARRAENE
e 240 L %) R 5

1.12 CCK-8:%# M PTX = CBP *} 248 45 i #9 k H
# #) % B (half maximal inhibitory concentration,
ICs )44 *F M 2H F1 NR2F2 OE 4 ) SKOV 3 41 Jifd 31
B, FEAEAL 3X10°4/100 pL $£ 70T 96 L 40 ffd 15
Fedh, AR 6NEF, T37°C. 5% CO, 3%
iR, 12~24 h NNy, PTX 641
6 (0. 2.5, 5, 10, 501100 umol-L.""), CBP
WSAWERE (0, 3. 6. 9F112 pmol L"), k5
J748him, HfLINA 10 pL CCK-8iRH, MICM &
2 h, FEEARACKS UK 450 nm b AR, &4
YN AT M, AN TR M= (LA AE %

HAAM) / OFTHRAAE-FSHAAME) X100%.
THE PTX A CBP X 2 40 40 i 119 1C,, 18 -

1.13 %t ¥ 54 K GraphPad Prism 8.0. 14t
T8 AT S8 1 2 5y B . 2 4 40 B NR2F2 il
SOX2 mRNA # ik KV, 4% 4 40 Ml b NR2F2,
SOX2, PD-L1 Ml ABCG2 8 [ #£AKF, 244111
BEGHIEME . AR RS A . RN MOEL . R BCRAE
% IobJRE A0 AR B, A IE A, Mlats
TN, 2 2 IRDRE A B R b A R P T A ST RE AR 2 R 5
Z AR A BB LB R B R 2 5 22 47, A [e)
AT B0 T B R T LSD-e A 5. L P<<0. 05 R 2
SAGIEE X

2 & B

21 EEFSHE ARG LN BYERF
NR2FZmRNA (K FRA A H & F G emE R
GEPIA ¥4l E A 25 R ow . 5 IE# O 44
Fods, B 5 41 401 NR2F2 mRNA 3 3k K SF
ik (P<<0.05) (BI1A), I E K 15 i i R 2
SRR, NR2F2 mRNA £BKFREE (K 1B) .
Kaplan-Meier Plotter ¥ JiE fIPFS 4347 45 R B 7w .
NR2F2 mRNA £ ik 7K - 85 e 19 8 & i PR B J5 45 4
(K1C).
2.2 NRZF23 A A RmEHFHHR HxHEA
(1.00% =+ 0.01% M1 1.00% + 0.37%) I #,
NR2F2 OE 21 NR2F2 mRNA (12.20% +1.28%)
MEHA (24.25%+0.57%) FKik/KFH 0 8T+ &
(P<<0.001), FWINR2F2 LM, WK 2,
2.3 2mpedgAELE SXEY4 (1.004+2.00,
3.0042.20, 5.20+3.53 1 8.72+2.18) It #,
AN [A] e s (1. 2, 3 F1 4 d) NR2F2 OE 4]
SKOV3 4i s 5 i (1. 001,04, 2.0441. 23,
3.274+2.54 1 5.8140.72) ¥ AL (P<<0.05 &
P<<0.01). WK 3.
24 2amBEBE SXMAH (40.94% L
3.12%) #, NR2F2 OE 41 SKOV3 41 ffl if # %
(25.00% £1.35%) K&K (P<<0.001). W& 4.
2.5 2 FEmEs S5X R4 (248.70 4+
22.054%) H#, NR2F2 OE 4 SKOV 3 4 ifl 1) 2 [l
40 % (93.67 4> £30.73 4 ) W (P<<0.01) .
UL 5,
2.6 244 MR R KR SKOV3 & i+ SOX
mRNA Fo & & R EARP R TG0 A 45 R R
X4 (37.00446.934) H4E, NR2F2 OE4]
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sk ’7 * Lor HR=0.83(0.66—1.03)

: st Fvalue=4.33 Logrank P<0.095

B Pr(>F)=0.013 7 osl
6L K \ T

6 / \ / \ Z 06
| ] / \ %
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A': Comparison of the expression levels of NR2F2 between normal ovarian tissue and tumor tissue ; B : Expression levels of NR2F2 in

different clinicopathologic grades of ovarian tumors; C: Correlation between the expression level of NR2F2 and the clinical prognosis in

ovarian cancer patiems;*P<0.05.

B 1 E3 5P SLLH A0 BN SLAR 2 40 BB NR2F2 mRNA Fik K K& = 5 B # 1 RS B AE 36

Fig. 1 Expression levels of NR2F2 mRNA in normal ovarian tissue ovarian tumor tissue and its correlation with clinical

prognosis in patients
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A': Expression of NR2F2 mRNA in SKOV3 cells; B : Electrophoregram of expression of NR2F2 protein in SKOV3 cells (Lane 1:
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