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[BE] BH RTHAR 3 #F#HRME I(WipDARETTARBAR PO AZXRAS@RATH XA, A #R
FTEABRBEELE S, TEARRLEAEAEBF 04, FEREFTTTRAEALAFAA N, BHATETRNERE®EZ ECC1
(ER ra#) 4= KLE(ER B 1), ¥ m fe 5 % Wip-1 siRNA 28 siRNA st R fex G- B4, AMEN X LT TR OHEX AL
(PCROFEARLM REARE R #Emmpy Wip-1 A B R & . v9 7 fheked 5 (MTT) b & k460 R B 4 22 240 4m B0 3 78 48 71 . An-
nexin V-F AL A8 % & & (FITO /#it g (PD R E & rR A Za@me A - @B, £R FEAERAL F Wip-l
mRNA xR F(2.3720. 10 FFFTRERERNE A B R(.59H0. 1OFEFFTHABRAR.14420.12), L FF A BERE
AANRGTFEFRFETARAR, ZFHALTFEN(P<0.01); FFERNBEHZEAEL T Wip-l mRNA R ZKF 5525 4.5
BBk B A p53 A A (P<C0.01); Wip-1 siRNA 41 ECC-1 %m fi = KLE %1 o2 3 % j5 24.48.96 h m jo 5 7 & 3 4% T siR-
NA 2B 4L Fn % & sF R4, £ 3 A %t % & 3L (P<C0.05) ; Wip-1 siRNA 41 ECC-1 4 fe#= KLE % e G, + G, 3 & T siR-

NA st B G sr B4, f SHA G, +M B 3946 T siRNA st B afer gt B, £ 78 H %t 3 & L (P<0.01); Wip-1
siRNA 41 ECC-1 ta e KLE i 8 = %3 3 T siRNA st B w g st B4, £ FH A % FEL(P<0.05) ., it Wipl
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[Abstract] Objective To investigate the expression of Wip-1 gene in endometrial carcinoma and its correlation with apopto-
sis. Methods Totally 68 cases of patients with endometrial carcinoma, 30 cases of patients with endometrial atypical hyperplasia
and 40 cases of normal endometrium specimens were selected. The endometrial carcinoma cell line ECC-1(ER-positive) and KLE
(ER-negative) were cultured. The cells were divided into Wip-1 siRNA group,siRNA-control group and blank control group. The
expressions of Wip-1 in different tissues and different transfected cells were detected by real-time fluorescence quantitative PCR.
The cell proliferations in different groups were tested by MTT assay. The cell apoptosis and cell cycle of the different transfected
groups were detected by Annexin V-FITC/PI double staining method. Results The expression level of Wip-1 mRNA in endometri-
al carcinoma tissues were(2. 3740. 16) , which were higher than that of atypical endometrial hyperplasia tissues and normal endom-
etrial tissues,which were(1.5940. 14) and(1. 14 £0. 12), respectively, and that of atypical endometrial hyperplasia tissues were
higher than that of normal endometrium tissues, the differences were statistically significant(P<C0. 01). The expression level of
Wip-1 mRNA in endometrial carcinoma tissues were related with pathological stage, pathological grade,lymph node metastasis and
p53(P<C0.001). The cell survival rates after transfected 24,48,96 h of ECC-1 cells and KLE cells in Wip-1 siRNA group were low-
er than those in siRNA-control group and blank control group,the differences were statistically significant(P<Z0. 05). The propor-
tions of G, + G, phase of ECC-1 cells and KLE cells in Wip-1 siRNA group were higher than those in siRNA-control group and
blank control group,while the proportions of S stage and G, + M stage were lower than those in siRNA-control group and blank
control group,the differences were statistically significant(P<Z0. 01). The cell apoptosis rates of ECC-1 cells and KLE cells in Wip-
1 siRNA group were higher than those in siRNA-control group and blank control group,the differences were statistically significant
(P<C0.05). Conclusion Wip-1 gene is involved in the processes of proliferation and apoptosis in endometrial carcinoma cells.
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it , B Gk RO A A p53 M M p53 FkIFIE S ps3 RAEN .
WREW . Wip-1 25 T Mg e\ ms . A5
X Wip-1 Je PR 78 P4 B8 41 23 v 1) 3% 58 25 I PR 8 B4 ¢
FEZ 18] 2% R AT 3R T 35 AN 40 F T 48 RNAGIRNA)
ARSI Wip-1 JE B W88k 27 P 988 4 i 3% 5 % 0
TR0 o LU SR 8 P e AL 1 A % £ 4 A ik B R

1 #RE5HZE

11—kl HEHC 2014 48 2 H = 2015 48 8 HFEH it Tk
363 BB FRIAAT T ARG YT I B R RE AR 68 1L BT A R
IR G MBE 212, AR § K22 MIEI7 F i 29~71
% PE(55.6£9. D% T 1 48 4, 11 B3 11 41, 1T 81 9 4 Gy
13 B, G, 34 41,Gs 21 ), [, EHUAE % B T RGBT 75
PN RS ML TR0 2 R 30 MBI, 3 B BUIE F 8 R SUAR AR 40
B, A ALFRARRET —80 TR A T LI&K . A5
o B2 B AR B L s UE TR DR SR X R 3 AN [R) 2

1.2 X285t Trizol s RNA $2BGH &8 A F 4%
YRR BR A A s DNA 3 5% 5% K PCR R & ¥ i b ifg A=
T A E $EAE; Wip-1 3% 5 5 51 il siRNA K9 S 51438 h 5 4
WO R A BR A A Bt 4 B 75 P9 4i il R ECC-1
(ER FHPE F1 KLECER B ) #4) By 58 [ 3 8 50 A= 99 3 O 5k
Do RPMI 1640 Fl DMEN/F-12 8% 73 3% i 4 I 75 1[5 ity
¥ B 25 F Gibeo 23w s OPT1 JG I ¥ 85 3% 2 1 Lipofectimane
2000 g BT A %% Je ik 7 G 3 E 36 [ Invitrogen A W] 5 PY B 5L g
T i CMUTT) 490 346 7 A 000 &0 0 B i 2 B E 2= B A TR
ANEGRERE IR TS ZFRIE K Annexin-V(FITC-Annexin V) 4f
MagA TR & B R A2 R R | SR R e
PCR U A 26 E ABI 23w 5 Ji 2040 ML A W B 3% B Beckman 23
Al 5 4 3 Sl AR X 3 26 [ Bio-Rad A,

1.3 ik

1.3.1 4 R ¥ ECC-1 41 H T RPMI 1640(5
10 % 6 4 1 ¥ ) 1% 5% 5 b, KLE 40 g 5 F DMEM/F-12 (&
0% BR4F M Br g3k b, 37 °C 5% CO, £53%48 k47 K;
Ft. dNM A gL A BTG 24 b, 43 B iE & ECC-1 40 g #il KLE 4
MR T 6 FLA P, T 40 M AR K E 3K B 8006 £2 A i, A
Lipofectimane 2000 Jg 57 14 % Y 420 7] & % 40 M 15 47 %% g . AR 4l
K QL) BT L 43 AR 0 43 o Wip-1 siRNA 2] siRNA Xf if
AFZS XHIELL . Wip-1 siRNA 41 40 i %5 ¢ Wip-1 siRNA J&
ki, Wip-1 #5 5 ¥ siRNA ¥ ¥ 41 5'-CCA ATG AAG ATG
AGT TAT G-3';siRNA X B8 4] 40 1 5% Yt Wip-1 siRNA JEH
[i] 95 M B 9 1 X BB 1) .57 -C TG GAC TTT CAG AAG AAC
A-3" 525 [ ) 2 440 2 e =S 1 R

1.3.2 APt E 5 PCR AR KW A 7] 20 23 B O [R) % e 21
i Wip-1 SEPH ik BUR R A SR W85 I FH 40 it 24 1
WS WU YL i 37 48 h J5 (1 ECC-1 Fl KLE 40 i . i A 40 Jifg
ZLMR UL $ IR Trizol 5 RNA 2 BUK I & Ui 9 % & RNA g 47
PRI, IR S0 B 260 nm 5 280 nm 4b ) B OK (A L E
(Agso /Anso ) =1, 80 B i AE G A A b o FH 0 % S ial Rl G0F 2
RNA i 5% 5 R 4E cDNA, L cDNA 47, 4% B8 PCR it
4 F ok 3 /7 PCR, Wip-1 2| #. Eiif 5-GTT CGT AGC
AAT GCC TTC TCA-3', Fii 5'-CAC TTT CTT GGG CTT
TCA TTT G-3'; pactin 5|1 4: I 5'-CAC TGT GTT GGC
GTA CAG GTC T-3', Fiif 5-GCG AGA TGA CCC AGA
TCA T-3', PCR Jx i & #4:94 °C 2 min, 92 °C 60 s,56 C
30 5,74 °C 30 s, ELHAT 38 MEH . FHFER T E 3 AT
TRNES. NS hSH,H 2 22O B A R AL LA
[ % Je H A g v Wip-1 BRI R ik &,

1.3.3 MTT M g 4a A [/ 4 2120 20 MO 3G 5 B8 7 HROXH 4K
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A K& A BEZE AR, 3R T 96 LA LR AR 200 pLL &
Y 5X10° 4>, A BIFERE 57 24.48.72.96 h B2 R K555 %
20 pL MTT iR TR EE 71T 4 b A k855 3% 0 &5 LS
FE LB A B E W (DMSO) , %4348 % )5 - 4 A 3 i
FRAXTF 490 nm PR ALK &L A fH. BN 3 AF
TR AL
1.3.4 Annexin V-FITC/#1b 75 i (PT) B4 €4 & JU A [8] 4b ¥
LN M PR T S A M R B G B SR A8 h T A% Ak B 2 4 M
T Ak S5 CHE 40 B 40 B T AR . 4 °C TR B R SR R vh
(PBS)#: 3 ¥k,1 000 r/min B.0» 5 min, 3 b3 W, A5 4 2w
YFE U T R AT R A v 5 O R 22 T 1 X 10° 4, B 100 L
I MW B T U N L 43 A Annexin V-FITC A1 PI, i
HHE ST 15 min. b AL DU 290 B 08 T AR 0 . 40 B R A - A
70 Y0 T & BN 40 1 AT 0 B B a2 L B0 AR AT . PBS
VRV AN 3 W, A % BE A% B8R B (RNase) T37 C T & 25
min, I A PI F 4 ‘CTF &M E 25 min, F 3 20 40 H (R I 20
it & S 1 2
1.4 Ziil2ab3 R SPSS21. 0 & it 4 i #1547 S it
SRR YRR T s FoR L PR L AR T ¢ KR . 24
) Lt 458 SR PR B0 DRV 2R 7 25 40 B - 4 1R R LL 35 R T LSD-¢ 46 56
P P<C0.05 AZERAFITFE L.
2 & 7
2.1 ARALSH Wipl EERFHLE FENBEEAS
Wip-1 mRNA FEik7KFH 2. 3720, 16, 5 F F 75 N A i o5
WAAS R 1.5920. 14 MIEH FEMNRHALRR 1. 14+
0.12, H 75 BRI 0 A 0 T IEH T I 4L, 22
BHE G E X (F=955.008,P<C0.01),
2.2 FEABERALD Wip-1l mRNA F£IKKF 5 I R i 8
FERIRR T ENBEAL S Wip-1 mRNA EikKFE54E
W% TE 2 (P>>0. 05) , 1 5 955 B4 43 301 L 995 2L 43 % bk 2L 45 %% 7% L p53
HF(P<0.0D), WLFE1,

x1 FERNEEALAS Wip-1 mRNA FRiZKFEIGEK

RERENXR(TLS)

i H n Wip-1 mRNA 235K t P
) 1.522  0.066
>55 41 2.3540.15

<55 27 2.39740.12
ik B 43 4 26.831 <<0.01
I ~1# 59 1.8640. 12

1§22 9 2.9140.17
9 Ly S 37.948 <C0.01
G ~Gy 47 1.714+0.15

G 21 2.9970.19
WO 21.894 <C0.01
J 62 1.7640.13

A 6 2.8640.18
p53 42.061 <<0.01
[ER 30 1.62+0. 11

P 38 3.12+0.17

2.3 ARFEJAQME S Wip-1 mRNA FEKF K Wip-l
siRNA 4] ECC-1 411 /1 KLE #4i g ff Wip-1 mRNA ik Kk F
KT siRNA X IR Mz xR, Z R WA S it % E X
(P<<0.05), L3 2,

2.4 R[EEEYLL AN MG A 55 Wip-1 siRNA 4] ECC-1 41 iy
Fil KLE g0 /e 55 U5 24.48.96 h I HIAT 16 R MK T siRNA Xt
BRIz (xR AL, 22 R S L (P<<0.05) , LAl 1.2,
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*2 AEHEFEMEH Wip-1 mRNA RikKF B (TLs)
205 ECC-1 411 KLE 4 Jf1
Wip-1 siRNA 4] 1.7240.15 1.69740.13
siRNA X} i 21 1.9640. 14 0540, 14"
25 6 BR 1.9940.13" 2.03+0.12"
F 63. 657 114. 466
P <0.01 <20. 01
* . P<C0.05, 5 Wip-1 siRNA 4 Fr %,
2 AE#LA KLE At EER
2.5 ARIFERAAMBHABER  Wip-1 siRNA 21 ECC-1 41
ML KLE 4008 Go + Gy 1 L B34 75 F siRNA X B2 A28 (1 X
WEZH LT S WA G, +M T B B4R T siRNA XF BRZH il =5 1 %
MRZH, 22 5 3R Giit % 2 L (P<<0. 01) L L3R 3.
2.6 REFELAAMMPMTIER  Wip-1 siRNA 4 ECC-1 4
JIFn KLE 240 i 6 - R 4 & T siRNA X IR 2 Fl 28 (1 % B 4 L 2%
1 TEERE ECC1 MR mEE R S G E R L (P<<0. 0D, W3 4.8 3.
*3 AREHEFASHBMBAYPLLGILLE (L5, 0)
15 ECC1 4t KLE 41 fi
Go+G) # S G, +M Go+G, # S Gy +M H#
Wip-1 siRNA 4] 63.74£2.9 17.6+1.4 18.741.8 59.8+1.9 19.241.7 21.0%£1.8
siRNA X} 7 2 43.9+2.7°" 26.2+2.6" 29.9+2.1" 38.7+£2.1* 28.7+2.5" 32.642.3"
75 % B 44,8+2.3" 26.14+2.2" 29.1+1.9" 39.442.3" 27.8+2.2% 32.8+2.1"
F 926. 726 895. 684 729,534 695. 612 595.157 538. 746
P <0.01 <0.01 <0.01 <0.01 <0.01 <0.01

* ,P<C0. 05,5 Wip-1 siRNA 4 H%¢ .

B3 RAABBARGNTEERAMARATERL

3 9 it
T8 P 2 AR 3 LB T R L R T B SR
KE S, 5T RO R B Y R AR R 4% B AT R
SERN R IER B ST KBTS N RN L4 R EW
T 22 TN 22 40 TR 00 A 2 o A0 A 5 410 98 5 IR 4 38 R 2 TR
WG . Wip-1 BT AR @K 17q22/q24 K8, o] g ik B A
22 /9 S TR WS M 0 2R W R W, 2 PP2C AN p53 #E ) Ak B K
TR B B A I T A2 o ) 7 AR 0 I 3R IR p5 3 WA Mk ik
RGN T p53 RIET SN & A R R TR
FW L Wip-1 fE 2R MR8 p R R k™ . sk EED R
RI . Wip-1 I mRNA ZEFREHAL P R G RE HS5H
PRI I L 25 T A% L R O R 0 B e R A Ak 6. B R
%:”]Eﬂﬁd\éﬂiﬂ@ﬂﬁiﬁéﬂiﬂ@ﬂi H69AR Fl H69 ft Wip-1 2 & 3%
S5 TN M 225 2 R A . E MDY BT & B
EEEFUUL%L Wip-1 Jik PR RT 658 25 485 in 5 e wols e %o T J 99 44K L 344 7
BAmEIER . AR ER, T8 NEEAHH H Wip mRNA 3£
RIK 1 F 15 NS S R 06 A 2 SURNIE B R RS, J
TE A S TR 8 A A 2 FIE R TR R, B Wip-1
HRFEFENBEBALS R R SRS, AR DR, TENEE
AT Wip-1 mRNA 37K 7K - 595 243 397 5 240 9 bk L 45
SRS p53 BT A G, o J 4 0T e A R
KA E LR K p53 BIPEAL41H . Wip-1 mRNA 357K T #

x4 TREELAMBATREER (T, %0) B — U Wip-1 NS5 T 75 B i 0% Bk
2 5] ECC-1 4 Jfl KLE 40 o Hlﬁ p53 RIGKREY, H— %LE%,TE}%%ﬁS Wip-1 HH
Wip-1 siRNA 41 15.5+0.8 20.7+1.2 AT R A N R R A N BRBE L i 5 (i p53 4 30 1 A2 2k b R i &
SIRNA % f8 41 5.7+0.2" 9.740. 3" A
25 [ 0 B 2 6.1+0.3" 10.240.5" A5 Ry 32E— 25 DA 20 M K RO Wip-1 2 AE 15 K
F 69. 835 99,572 g KA RY 3 X, Wip-1 siRNA 4 ECC-1 40 ig #1 KLE 41 jig
P <0.01 <0.01 Wip-1 mRNA kK EE T siRNA i I 40 F1 28 15 0 18 41,
* . P<C0.05,5 Wip-1 siRNA 41 %, MMl siIRNA X B4 A as (1 0 BAH JE B 38 25 55, ol B AR 3 56 ] LA
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¥ Wip-1 Sy PR UUER . A B 5245 5 o - Wip-1 siRNA 41
ECC-1 4 i fl KLE 4 i 7E 5 YL J5 24.48.96 h 4 i 42 1% 2 1y
AT SIRNA X B %S (100 B8 41 38 W0 45 5 ok 150 % Wiip-1 2
RS0 4 7 B 9 B ECC-1 F1 KLE 48 Ji 1 58 G /7. Tan
402 R Y SIRNA HEA 0 ) U0 3K T2 U8 4018 HeLa 40K
Wip-1 4 K 7% % BTk 55 200 00 A Ry o R 9T % Wip-1
SIRNA £ ECC-1 41 fl KLE 41 Go + Gy W H 1 % T siR-
NA B8 241 %5 (0 B TS IR G - M LG 1 4% T
SIRNA % BB 2H F1 25 1 % B 41, Wip-1 siRNA 20 ECC-1 4§ s fn
KLE 400 38 - e R Y & F siRNA X BR2H 0125 19 % BR4H . 104 BH
ST Wi~ 1 K A1 BT S 5 0 40 300 T B
S ECC-1 #1 KLE i 1=, 2T 5e 45 4. Wip-1 iTiES 5
T F-kB(NF-«B) . Wnt £: (% 5 3@ % o #2 , 1 X 285 5 5 1%
5 2 M A S0 O R T e AR S

L5 LT Wip-1 46 T2 P9 B 4140 22 9 33k L 5 2
SM AFAYOE T LA F RS 053 AT 3 A S T 4k Wip-1
HE B AT X 5 R ECC-1 #1 KLE 41 A 3 58 . 94 1 K% 41 il J&)
W= A S B R Wip-1 25 T 77 oA J0J 40 a4 g L - %
EX/EZog N
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