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OB HA] BTk R S AR EE-2(COX-2) M il 7 celecoxib X A 51 5 J i 25 41 J bk
SKOV-3/DDP (1) 3% 5 # il 78 F I 400 2 5 bl . [ k] AR E celecoxib 1E H
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A A B R Ak B4 A L celecoxib BT R SKOV-3/DDP 4 il ' survivin X GST-m
mRNA ) %35 (P<0.01) ,FCM 3 K 8 7% celecoxib 1] F P 41 survivin & GST-m % 14
ik (P<0.01), [45i8 ] celecoxib g il SKOV-3/DDP 4 Jitg 18 5 | 7 5% ¥ J& K i [a] 4 i |
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Ko HAT, COX-2 #5704 46 7 th— 7€ i e b e 7k
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1.12 25 & KA

celecoxib A 2Lt Fi B 4% A FR 2 & 7= b . %A
HZR & W25 BR | 77 . RPMI 1640 15 5% 5
W [ 2 [E GIBCO/BRL A ], Pt A survivin £ 5l
Ui [ A gAY TRIT AR RA A, Fhih
IeG —Hi. FHR 1gC —HUM BRI GST-7 £ 5%
PR ¥4 [ 5% [F Santa Cruz Biotechnology 7y Fl
Trizol Reagent 4 H 116 Gene Ray £ TFE/AF .
1.13 ZZ2MEEE

CO, 18 I K5 72 44 (TC2323) 4 5% [/ SHELDON 72y
AP b B T AR 5 (SW-CI-IF) A I3 M v Al 14 45 4
7=, PCR #7384 (PE9700) 4 55 [ ABI 28w 7= i , it
K ML (Epics-XL [T #89) 5 [ BC 24 w) 7™ iy, 48] ¥
AH 22 WA EE(LHS0A) A H A OLYMPUS /24 5] 7™ i
1.2 ZWH*
12,1 mpasik

% SKOV-3/DDP 41 g & T pH7.2~7.4 195 10%
AR LT (FCS) 1Y 1640 TR (HLhHFE R
100U/ml, 5 % % 100U/ml) ", 7€ SKOV-3/DDP 4 fits
B SRR PO AR BE A L wg/ml 19 15040 A 4 R 1 25
P, 7E 37°C 5%CO, FIE AN 50 T 5537 , 3d i
PR, BN EBI 20 i ] T S 56
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1.2.2  MTT A ) 2m 4k 913 58 4 4] oL

OBk K SKOV-3/DDP 40 g, LA 8.0x10*
LR T 96 fLIGFRMR i 6 D E AL, TE 37°C 5%
CO, KM AR JEE N 5535 24h Ji /N0 W HE 4% FL N 8 97
W, SEBS AN AN R FE celecoxib B35 77 5E 100l
LYk N 2.5umol/L , Spumol/L . 10mol/L . 20mol/L
40pmol/L .80pwmol/L, 4kZE 5 5% 24h 48h [ 72h J5 % 45
FEELIMA MTT(Smg/ml)20pl, &G EE 3% 4h J5 |, 525
i, A BImA 10%DMSO 150pl/4L., 4R 45 = %
15min, % MTT J& , F 4= A 2l B br ORI 25 FL G %
FE{H(ODyy), R 3 WK, # F F1A 5 celecoxib X
SKOV-3/DDP 4t ffd ()41 1 %% (inhibitory rate,IR) :IR=
[1-(S250 41 OD fE-=5 X IR 4L OD {H)/(% i 41 OD
{H—25 FIA TR 4L OD {1) 1x100% ., L) 254y kb BT 6] g
T A, 005 3 S G\l 2 o 3 G A it 2
123 ¥ %% RT-PCR %0

W 4% S 56 41 40 i, TRIZOL 32 2 B 40 Al &
RNA, 355 B fL Uk 2 48 7 RNA 19 &, IR
SE SO 5 R RS SRR & A B cDNA, Bl 5 i
— Y AT B0 B, BAR N 451 GAPDH:
(94°C 5min,94°C 1min,64°C 40s,72°C 30s, & 30
), survivin :(94°C 2min,94°C 45s,58°C 45s,72°C
Imin, 7&# 30 K ); GST-7: (94°C 2min,94°C 45s,
57°C 45s,72°C 1min, JG5 30 ), ¥ =W 1F 2%
BRVHEERE AT RS, BER LR BT R Gedn itid
T A ERE 3 W BCFEE PCR 51 R A LK 1,

*1 PCR3I¥F3

e 519 51 EIE7RNi 3

GAPDH 5'-ACCACAGTCCATGCCATCACT-3’ 452bp
5'-TCCACCACCCTGTTGCTGTA-3’

GST-r  5'- CCGTGGTCTATTTCCCAGTTCG-3' 466bp
5'- CAGCAAGTCCAGCAGGTTGTAG-3'

survivin 5'- GGACCACCGCATCTCTACAT-3’ 350bp

5'- GCACTTTCTTCGCAGTTTCC-3'

1.2.4  FCM #: survivin #= GST-m & & 64 & ik

I3 B 2% S g A A0 L, 70% L BE R R (4°C TR
) 182 40 il ,RNase FEIH AL )5, I A survivin £
GST-m L 3g BEHUIA , 2 hRic —Ht , K I w5 2 14 Y
ik, PA9 A8 4 (florence index, F1)FE 8 H £ ik
FRRE DG 3 A, FI=S92 30 R iy 249 T8 (/00 BRRE it 12738 (8
(138 = 1g(X—mode {H)x340) , FH£H B 3 K, BT
B,
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1.3 SEitZ4aeE

JH SPSS13.0 G i27 B A 47 Bt Ab 11, 4% 2H %K
P Lh xts Fom . BT SLAEA YL BB ¢ K
B, Z2H B S LR H SR R Jr 2245 1T (one-
way ANOVA), Ll P<0.05 B 5 BHA G228 L,

2 & R

2.1 celecoxib X SKOV-3/DDP 48 A1 {2 5 12 58 B 54 1)
MTT 32 A6 0 45 S &b s [R] — Asf 0] 4% vk i 4 5 %
WL H 82, 2.5wmol/L 41 (24h) TEH] i 22 5, HiA &% 41
5550k B LA 22 5 W 3 (P<0.01) , 1 ELFf 5 25 Wy e i 14
[T (1 B D= R 7 3 N A R 1 T 11 1 e
b [l iE HAT 3 M 22 57 (P<0.01) , HL B 25 B[] ZE K
PRI (H 48h S5 Il kg, Wk 2 K1,

K2 ARERE celecoxib ¥t SKOV-3/DDP 48 i & 5
ERKBIMFIERA (n=6)

25 Ml 2 (%)

(umol/L) 24h 48h 72h

2.5 0.564:0.063  5.611:0.451" 11.685+0.605"
5 4.992+1.885°  15.660.706" 18.38420.473"
10 9.089+0.397" 25.448+1.139" 30.635+0.929"
20 24.074+1.478° 40.862+1.169" 42.886+0.792"
40 44.104£1.225° 64.988+0.633" 71.065+0.941°
80 59.323+1.788° 89.320+0.583" 94.829+0.909"

TE % 50 B L &L, P<0.01

celecoxib #¢J% (pmol/L)

1 celecoxib 3 SKOV-3/DDP 48 B {2k 4b &= 1< 1 30 %1 1€ B

2.2 celecoxib ¥ SKOV-3/DDP #f B & survivin,
GST- mRNA ik B 20

2 5E i RT-PCR Kl & 8L, 28 10pmol/L cele-
coxib 43 9 4E FH} SKOV-3/DDP 4 Jifd 24h .48h . 72h )& ,
I FHBE I A% 22 45 % mRNA A XT38 504 . &
celecoxib 1E M [B] 2E K | survivin mRNA ik W
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SRR, 5 X R4 L, 225 5 8 3 (P<0.01), GST-w/ %3 RT-PCR E®A survivin 1 GST-m #& SKOV-3/DDP

GAPDH 5%t HEZH K I, A 24h 5 48h #5545 T 1%, 4B P B9 R 3K (0=3)

M AEF 72h J5 FOAE S i TH e (B 48h 4 & 6 215 survivin #k it GST-m Rikk

W25, SRR W W S S (P<0.01) , g AR 0.71120.016 0.87720.071

3 E 2 SEEH 24h 0.701+0.092 0.624+0.038
Ve 48h 0.518+0.037 0.463+0.015

2.3 (:ele(:oxib 'ﬁE FH ;F IEJ HTJ- |‘ET.| XTJ- SKOV-3/DDP ﬁﬂ H@ 72}1 0.4—7510.082 0'54510.042

survivin (GST-m & B R IZ KMy
it 20 L ASCAG I /s 4 2 Kt
B survivin . GST-m & FH ) FI {H .
% celecoxib 4b F 24h 48h.72h
Jii ,survivin X GST-m & H 14 FI1 {4
A% %ok BE 20 9/ (P<0.01), HL B % 1F
F I [R] #E K | survivin 85 FH A9 FL{E
R /b | 50 B AR T 25 55 0 3
(P<0.01),48h J&5 98 2z, o HZ
48h 5 H12y 72h AH L FIHIESE T
FE N, A GST-m Y FI A
2 celecoxib /£ [ 24h 48h . 72h &
435 :0.973.0.941 F1 0.963, E
H1 720 J5 B4 RT 48h i A BT TH
=, (RSB 2 55 0 R ALt A, St
27255 .(P<0.01), L3R 4 K 3,

survivin

GAPDH

B 2 RT-PCR E#ll survivin 1 GST-m #£ SKOV-3/DDP 4 B R i) 3% 3%

21 51) survivin 7 ik GST-m XL &

Xif R 2] 1 1

SIR A 24h 0.994+0.011 0.973+0.004
48h 0.951+0.002 0.941+0.003
72h 0.945+0.002 0.963+0.041

A xR

B fEH] 24h J

C 1EF 48h 5
GST-m ik

D YEH 72h J&

B 3 celecoxib 10pmol/L 432 SKOV-3/DDP 4B X survivin, GST-7 2| H 3 1% B9 &2 M
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YR B 98 2 R =R M 22—, T O S
RJE AR S 3 A7, L HAEXT TR 89 A IA IR
IS WG JriE S THORIERE , (HI2 B AR A7 5478
HARAAS BT o A7 J2 B9 S8 B 2R Tk 22— BRI
PRI G AT P 1 M B B n 7 AL, (H BRI fR
W 300 B 398 T AR B G AT 5 I K 2 3k 58 2 G i A8
= A 50%~T5% W KT RE . R R b R g R XS Ak
T UL 5 77 HE T 24 34 R B 25 A W T B, {ELIX 2
B 24 % i 245 5P S0 1w h BEE A AL (A RCR Y 20%),
PRl M T 24 B B89 ) TR 97 AT 2 4 T p TR, -4k
TR TR 200 i 22 245 T 24 1 S0 W R B e AT
R G 2 —

COX-2 5 J i 1 OC 28 16 Se R IR T Wi A7 o ¢
BE, I AR SR04 25 W N0 45 W 9o R
UL, HRoE R B COX-2 7EIEH A4 A%
IRELR IR AR H 20 E 52 2] & S0 ) 5
JaaRika B, COX-2 55 09 5L 00 K A A e Jovt 2]
Yy T AE IR AT 4R AE . Lee 4% Bl COX-2 78 Bl
Fah ARk, TREIR SR 1 E 2 R K FURLpGe-
nesil-1-siRNA-COX-2, /& 3 H A& W & 410 il B 5298 4
Motk COX-2 ik, J- 4l Jifv g 4 i A= I AT A%
(BT T B9 S 98 T 24 40 i i) A R 4

T AR & B T2 & H A @ - (inhibitor of
apoptosis proteins,IAPs) 7E i Z 4 F i 300 1 41 i 7
Toad B R AR, e A A0 T
HF 22—  NERIN IAPs ZGEA 8 A iR, H
survivin 55 K H 40 Caspase £ [, 8 12 417 1 94
T2 38 % B UiF 70 4 &L Caspase-3 Fil Caspase-7 i &
FEPUI TAE R H KR 7 W) survivin 48 2 1997
4F Ambrosini %5 & BLAY TAP R AU BT LR, L E 2
LIy BE 2 400 ] Frbr e 2000 v R T, ) Bk R A 9T 4 i
WIEAERT, survivin S840 1k % B fe o 50
i1 oS R 24 Z TR e 5 R N i B R R S 2 45
2L, HHG R AL ™ (8 50 A M b B cele-
coxib PJ DA A @30 survivin 25 H B2k, FLUIRE
celecoxib A% 1 U 40 L XS T 07 I UE, S50
il survivin #9238 7R A U A L HE I FE celecoxib
0] iR 20 B SR AR v, 3] survivin 28 R GA
A RERE —EAE M o AS SEER W 5T BN ] celecoxib Ifil
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2 B 3R A T 20 BB A B R M i survivin
ik, 5 Sakoguchi-Okada %5 Fukada % 'Bf 57 45 2%
ML, #F—E0 8 &K B survivin BB A FE A E TR
PRI )R A, 48h 2055 24h £ Fo A R R 2 Bl S
TR G, 5 MTT 45 5 op 338 58 31 i #3540 )
Ao SR RT-PCR W57 % 3 48h 415 72h 41 HeAi 4%
WAL, G222 5, 4R 48h J5 259 (4 il /8
A BRI W 55 A, AR I A R A
W SKOV-3/DDP 4 il 1 survivin 2 1 7E #2232 A [ 4b
IS A4k, & B celecoxib 1 FH A [R] Bsf [a] 24 AT R
survivin 2 [ B F 8 5, 5 AR oF— 25 50 E
celecoxib 5 SR T & A4 5 T V8 T4 i JE X e H 4R
F survivin AH¢

4 I H K (glutathione , GSH) A4 i 14 i 25 if 3 4t
SEAEE T8 MY EE MRS, b s
25 e H K -S-55 B2 BiH(GST), B & — 4 HA L Flg:
PRTIRE R/ 0L, s o AL TR T S GSH AHZS
G B R 2 O 2ORH AR A S B HE AR A
ok B e IR AT DA Ak 5 M e A6 500 5 28 o H IR
ghGr A TN sR AMHE 28 1T B R
Y g & I ER AR R A, O i 5 20
ENRN, F 2P 259, 1 CTX MEL,CLB,
BCUN .DDP ADM F1 MMC % nl 3 i % R Ge 2k % , %
XL LY 25 5 1% F Go i PR R g ot A
78 & BB AR 25 - 1 (PG- 1) A 25 48 4 ik 1 371 2% s
W55 2 GST a7, Mellwain 258858 & 3 GST-1r
REMS AL A Fh N AMIEPE SR T A 1 =0, B e
WYY GSH 45 5 25 ¥ GSH 45 &
(GSHX), Xk Sb455 1y il 5 B A7 7E /9 GSHX 2228 (i
MRP)ZE 1 40 i &1 55 228 H R P 43 A1, DT AR 25 40
FE AT P A B R, 0 e 440 e 3 S B 9 25
RO AR, I & T 3 2 25T 25 1 & 2E  Beeghly %511
KB, S0 GST B9 ThBE R LA 2 01 S g (R 3 R
Je AT R B AR AR R 9 X AT 24 R )
SEHIZE LY VT RE A AR 25, SR A SUE B %
feI7 et B R RS A O, S kBN cele-
coxib Ji 1l N i SKOV-3/DDP 4 Jfil i GST-7 & H ,
F7AE I TR | B ] 48h & R B A i, 72h 21
55 48h £ A L 52 1 3 5, RT-PCR 45 28 5 7 X 41 i
ARG 25 S e $— 3 (H AR SR R AN B 5 g — DA
G 48h J5 25 AR AN ML N VR A R A, LS
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259X GST-m M H By & B HAE W ss . 0 #r
celecoxib 75 7 I I #0140 JfL B A6 T~ 1] B8 5 L H cele-
coxib J& T 18 40 L i 245 40 G HE ) GST-r mRNA M 4
H 2R IR A OG

Z8 BT AR SZEUESE T M COX-2 i 5

celecoxib 1] DLVl B 529 i 25 41 e SKOV-3/DDP 4
Me ¥ g, FHALH AT eSS T U8 8 T30 2 survivin
AR R 258 H GST-m FR ik AHE
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