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(& E] B80S LSS 38 (glycogen synthase kinase, GSK-3B) Xt B HLI AR 245 1 B s ik AL . ik iz A
ALAE (lithium chloride, LiC1)38 /N2 3% ¥ GSK-3B8 Bl p-GSK-3B ik, MTT i A3 19 LiCl ¥ B2 VR FH A ) e T IGUAEET Fed > 4
PR EE , BRSO p-GSK-3B (ser9) IR & , Gy B CMER HLAMMI P E (1B, L5 5R - 4 MTT 455368 LiCl 20 mmol/L b
6 h, LIRS 24 48 72 h,SKOV3 21 L IEA A4 1 B30 i vie B2 AR AT A9 (20.37 + 0.56) . (7.79 + 0.72) (2.8 = 0.32) pg/ml 3
JNZ(27.57 + 0.81) . (12.15 + 1.00) . (5.84 + 0.64) pg/ml, ZF¥HEFGITEE XL, LR B~ LiCl 45 SKOV3 41
I p-GSK-3B (ser9) 1428 6o i AL BERTAY 661.67 + 37.63 B4/ME 1 191.33 = 30.37, 2R A G2 L (P < 0.05), HpEw
Feah R AR, LiCl A BLJS SKOV3 A% p-GSK-3B (ser9) ik i, 4518 : LiCl T BILS BP S 588 40 M4 it 244 (38580 vl fg-5
GSK-3B 2R 1E PRSI AL A1 0, U IR 5% P KF B IA 56,

(S8R IS B 3B ; DR SR ; AR it 25
[(RESES] R737.31
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N EE BRI i S R E MR 2, L 5 4R
HARAC 30%!", LIRSS FIEAZIBE A RERA AL 777
STt H TIPSR I — 2T I 28 (H R T
LIRFAERRSEN 1 SR ELR AR R T RO | ELBI
HUR TN 251U S A, IRATFEER Al
B T 3B (glycogen synthase kinase, GSK-3B)7E
i i R 2o o e o 1 WS el 57
AP EE R, SR, BT GSK-3B8
S M IIRETAG , HOA ON SR M 25 PR A2 iR FIAH G
BLEFEAEFSL, A FEE i 2 T GSK-3B i
FI4HALEE (Lithium chloride, LiCl) 2k 78 0I5 P A0 2 il
WRENL, PRITHAEEAH 25 IR, E— 20 W
GSK-3B Xof B SLI 5} 24 1) 52 - B i Hew] BERILRI , Ay
LA GSK-3B SAHIL i 10 NSRS 25 S (e LAt

1 #RF7EE
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IR SR AN R SKOV3 (Hr ERF 2B s 35 3R
TR ZE bl 2 B AN ) 5 B4R (LiC1 . MTT .DMSO
(Sigma 23 #], E[E);p-GSK-3B (ser9) Rabbit mAb
IgG Isotype Control FTIA (Cell Signal A H], ),
Alexa Four 488 FRic -4 IeG Bk (AL b2 4
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My 3 W) ) s DAPL, B L2 L3 | Triton X-100,
BSA 4%ZRHE HEEAURREFERPHEABRAR);
DMEM 25 0555 352 M (Gibeo 2371, 2618 ) ; JG 48 1
(GEMINI A ), JEH), Wwxl4iMifl (BD A+, 3%
), MM AR A F], G E) PG E A 22 W i EE
(BARET A, HAS),
12 F#%
12.1 i

SKOV3 41 & 10% Jf24E 17 (1) =08 DMEM
SERIGIRLAE 37°C . 5%CO, AHRTRLEE 90% 135 5748
HhE SR AR S RE AR
1.2.2 MTT #m| LiCl &} 28 i3 58 64 % v

B 40A: K491 SKOV3 giifigfzfh T 96 FLAR , 14
AN E N 5 x 10 4~/ml, RFFLEEFR 200 pl, 4
Hi% 6 NMEAL, R 7% 24 h J5HA 20 mmol/L ) LiCl,
25 AT HECA AR SRR, BFIPAE XS BE R A A B 4 Ak
W, AR SR SR 1.3.6 24 h )5, BALINA 5 /L 1Y
MTT W 20 pl, 08 4 h BREFEFRI, T A DMSO
150 wl, #&2) 15 min, BEHR{CIE 490 nm WO EE
B =AU A XTI 40 m sl (%)= 1-
(IR0 2 WY B -2 O BR A RO B {E ) / (R BR
IR (-7 % FRALROE R ) Tx100%, S50
HA 3 W, RN HIR/N T 109% 0 55K I E] g i
T R85
1.2.3  MTT M 205 48 A dp )
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B A K491 SKOV3 giifadzfh T 96 FLAR, 14
AN TN 5 x 10° A~/ml, FFLIERP 200 wl, 45
Hi% 6 NEFL,KiFE 24 h JFIngy, =5 X BRI E:
T BIMT BRI AR AL B AG AN E 5 A dInAR
[ ¥ B %A (0.75.1.50.3.00.6.00,12.00,24.00
48.00 we/ml) FEFE ;B 4L5EMA 20 mmol/L %) LiCl
TALEE 6 h J5 , PRI R AN B2 A , 40 e 4k 252
Hidi 24 48 72 h 5, BALINA 5 o/L B9 MTT i
20 wl,95E 4 h BREIEFEWE, A DMSO 150 pl, $225
15 min, BEFR{GIE 490 nm AMOGRE( . #0121
Ikl b R ek R PG T B0 i ok B
(ICs) , SEHHR 3 1K,

1.2.4 A g0 s Az AL GSK-3p &AL

ORI, 259410 A 20 mmol /L [
LiCl 5557 6 h, BP0 FELH AR AU RELH | SRR
IR 4, PBS VRIS INA 1 ml 4% 2 W EE
37°CIEE 10 min, 7K 1 min, JIA 9 ml 7K HI vk
1% 30 min, PBS VB 2 WK, IEE ANV E N 1 x 10°
A~/ml, 100wl ZHHEER , 25920 FBIPEXT BRZH
A 1:200 Fi B p-GSK-3B (ser9) FLAR A , [ 8 %F
FRATIAAH ) e B 14 [R) 8006 BRI, =IREE 1 h,
PBS ¥E#% 2 ¥, 100 wl PBS EEAHME A 1:200
FiBERY Alexa Four 488 FRic lL=EHTfabiik, ==
A 30 min, PBS Pk 2 ¥K,200 wl PBS H 241, i
AN, A ER 3K,

1.2.5  %J& 3 rem GSK-3B ZAx

JERRETH LSRN, VRN 4 x 10° ~/ml,
24 FLARFPAEFLINA 500 wl A0SR, 55597 24 h, 5K
BN 20 mmol/L ¥ LiCl 463 6 h, FIPER B4
T G SR R FRI, PBS YRR S RALINA
1 ml 4% 2 R W ER W % R [ 5E 20 min, PBS ¥
PE 3 W, BRR S ming, BELIMA 500 pl SR E RS
A1 h, FEEBPA, BEFLINA 400 pl 1:400 FikEny
p-GSK-3B(ser9)Pifh,4°Cit 1%, PBS I3k 3 ¥k, F4L
JIA 400 wl 1:200 i B Alexa Four 488 Fric L=

Yok, = EEEHFE 30 min, PBS 9 3 K,
FLINA 400 wl 5 pweg/ml f) DAPI Y2 (0% = IRAE
15 min LA b, PBS 0L 3 IR, 7EDO L& W idRE N
58 AR BUR RS Es
13 %itsss

i ] SPSS18.0 GE T+ %) 55 4 Bt i AT G it
AT, SESREES IR TORE, YR + bR
(X + 8)Fn, P LLECRH ¢ k56, LA P < 0.05
EZRAGIEE L,

2 # B

2.1 LiCl *F SKOV3 48 L3 75 7 1 69 %@

20 mmol/L LiCl 43 SKOV3 4HJifd 1 3.6 .24 h
o B R BN (1.83 = 0.35)% | (477 =
0.55)%.(9.45 + 0.53)% . (12.65 + 0.86)%. K, N
ST REHIREAR LiCl XS | SKOV3 4 e 356 1%
PERITHE, TR SCREM LiCl 784346 1 T 1 5598 40
i, J5 S5 5% ) 20 mmol/L LiCl #5756 h,

2.2 LiCl 2t SKOV3 2m i 4h 1Cs, 49% ¥R

AR BEIEOVE RIS A 4H 24 48 72h (1) ICs 43
A (2037 +0.56) (7.79 +0.72) . (2.8 + 0.32) pg/ml,
28 20 mmol/L LiCl FiAZbFHT) B 4 24 48 .72 h 1Y 1Cs
29k (2757 + 0.81), (12.15 + 1.00) . (5.84 +
0.64)ng/ml, 22 7 HAA G225 L (P=0.000 2.,0.003
6.0.001 9) ,#&/R~ LiCl FiALEE 5 15 SKOV3 4 ffd Xt I
FHRTN 25 PRSI
2.3 SKOV3 4afie AL GSK-3B & ik &

FACS 253 B, BAMEXT A4 p-GSK-3B (ser9)
B9 GHR R 661.67 + 37.63, LiCl TiALFE 4
p-GSK-3B  (ser9) BYFIJo¢ Yeum E A 1 19133 +
30.37, R A G 2AE L (P = 0.005, & 1), B
LiCl AT 5 2538 i O 53 98 240 it PN 2% 3% PR IR Tk GSK-
3B IR, 454G IR MTT BI45 5 HoR e i M
R At GSK-3B Rkt (1) i8] AT A3 O S5 90 240 if o)
I 24 1

3503 ] R
3003 2503 2507

im P3 2003 P2 P3 i P2 P3
250 3 3 200
£ 2003 £ 1503 2 1507
31503 < 100 S T
100; 3 1oo§
503 507 507
03 AL L B R 0E O:

ol 102 103 104 10 1ol 102 103 10 100 1ol 102 103 104 10°
[ F %t B PR X e 2 LiCl TiiAbFHL

B 1 SKOV3 4l p-GSK-3B (ser9)Feik ik
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2.4 SKOV3 zmfig M B AL GSK-3B 9 2 A%

Fa e o e B R (| 2) , BIPEXT B 4] SKOV3
AL 1Y p-GSK-3B (ser9) B 7 T M3 N , & LiCl
A PR 9 SKOV3 iU BR T Ma 2%, B PaRmT U p-
GSK-3B(ser9) Bk a8, Ml LiCl 4b 5 SKOV3

B R AL

DAPIL p-CSK-3B (ser9)

Merge

YA ) p-GSK-3B (ser9) ik [, HaxX — I 7E
RN TG B3, 454 MTT A4S R P S5 40
JH XS A ) i 25 PEBR T 5 p-GSK-3B (ser9) 23k &
B I 56 1 5 p-GSK-3B (ser9) TEAIL PN 5E 17 1
BUBEA K,

LiCl Fikb3 2

K2 SKOV3 Z4iMfiA p-GSK-3B (ser9)E (B (HBEDE , x200)

3 3

Y L R A R SR 3 T HLRI AR L2y 2214 ) HL gk
ZARBERINSW T, I IR 2 e 8, Ay
i 245 A7 3™ 5 1 B SR BT RO TS, DA
T30 T N S v S R R AL, AR 2
H Hi N SR AT 0 SR i — 4 28, T LA R B
ST M S U 4 i 2 ALt R A B A PR S

JIev e 24 BT 245 1 9407 A A B N 52 2R ) £ 5
%5 A AP A S HAR A R . Hirp GSK-
3B SRR A TR MR T T R —,
KA EAE Wit PI3K Hedgehog NF-kB 5 2 {55 54%

3 5 PR S R TR S S il I
1) S 5 T A0 1 5 3 A A 2 R R A O
GSK-3B e R ABA N & —Fp T iE R AR i) 2 A
TG AR BEE TFIE I RIWHR A, & B GSK-38
R—MEZUREE AN, © 55 TRIENE S 4
JESIET | MR AR 2R R L S R T R SR £
96 240 B P A 2 VR . GSK-3B S —Fh 2
W2/ R RIS, IR AL G M (%) =T 7
3, GSK-3B B AR I Ser9 17 S HEMRAL G 2 BE
R GSK-3pB 161, [RIFT, GSK-3B ML M4 16 18
SHAEMBEHN RN A K, T & GSK-38
MR A% N G I PEESR, SRR IR 7R
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PESERS) HAFEES R GSK-3B FEUP SR
SKOV3 H TG RN 2 PN 2 L Y A et — 20 e ]
GSK-3B TEIPSLm AT 24 - A R CHA L

H T GSK-3B J2—FP Z IIieiims, X iE BA
XU A5 AE T 7E i o A s e R
Tl BRI VE T, SR Al LA
JEAEH BN, BAA RO LI GSK-3B &5
Feak 0! E S P e X B L0 ) 1V TR A7 1 —
G, Hilliard S5 HIBR BN SE95E A ] GSK -
3B I , DS ANS AR AR 0k 5s , A A
Pl GSK-3B [AIEPE T LA iR 7 O SRH8 (A58 ek,
ISR SE T LA B {HJ& | Vergara
ST L IR TE MR RR 1L GSK-3B YU/ J2 P 3 o s
JE SO0 ERANN OVCAR-3 PR 0] R Ay S
AT, BRUREEPNIESE T 5 SUm A 2bR A p-GSK-
3B (Ser9) & 1114 BH: 2 I 3 5 T R M RN A8 AL B L
it | EL-5 50 S8 0 SRR B R PR 25 DA G
FEF A2 (PTX) (RBTEER (EADM) it (CDDP)
FI-RE1(CBP) X} 40 il B SLIEEARAS HEA T 4450 245 5k
B} % PR, p-GSK-3B (Ser9) 75 1 2 1k FH 2 i by 7
PP ER B2E FRE . AMIfSH GSK-3p 8%
R ALKV AT LA iR B SRR 20 M 25 PE 2518

MU B HAMER 1, 16 GSK-3B T 7E
) B R A 15 1 [ P 3858 T B S YT 259 Y
it 24k , T AR E T 25 05T, AR HIESY
JE ] MTT 054 6k B SR8 SKOV3 21 g 78 14
S AR Y GSK-3B P fi 57) LiCl B 5] & AR FH s
], S 7E AT RERAAR LiCl T B 295 20 M 3 s 4 i 4
FHHTHE N GSK-3B 1 X B S48 40 i 501 i
PRI, Bk RE LiCl 20 mmol /L /EH 6 h &
BTN O S A0 M N 22 E R 9 7 s BERR TL Y GSK-3B
BOZIk, U AS & = 283k p-GSK-3B (ser9) 1 41 it 52
MRZS  MTT 4553 875 | LiCl Bk HS SKOV3 %
1 1Cs 7F 24 .48 .72 h Y45 W 3 7 , #4704
i rh GSK-3 (ser9) i R Ab /K ~F- 0 184 Jim e 3 i %t
A i 257 i 2R Eh SR R LiCl Fikb B SKOV3
HHMIN p-GSK-3B (ser9) B i i IES2 T LiCl kb
L B9 595 40 A i 245 44 1 15 58 T B2 GSK-3B
(ser9) BERRALIG TR, (A5 —$2H2 , AP
Ttz A LSO 7 L P TR Ak B 1 A ek it AHAS T
S0 Western blot 25, Tt U HEARS A Ho A 1] 54
YN p-GSK-3B (ser9) M1k i, BE T 4f S e B L
JEANM N GSK-3B (ser9) FUBEIR LRSS . 734, K&
WFFEAUIE R 1k GSK-3B MK, AR H M

WENE O, ARSI Hh G ge DO 45 SRR Licl &k
P A0 MR N Y p-GSK-3B (ser9) 4T, 156 B B 83 9
S L X MU Tk 245 1 () B SR R T 5 p-GSK-3B (ser9)
FIBENINA OC 305 AR P 2 067 () i 2R B DA G
EORAN AL N B p-GSK-3B (ser9) 2 HI %N GSK-3B8
BRI Rt J2 I 1 GSK-3B WAL IS i =%
IR A RFiE—2AIESE

ARSI SR GSK-3B #4151 LiCl ES2 , B
HUR ALY GSK-3B (ser9) B B Ak K- 1 7 w3 LA K
Y HUAZ N p-GSK-3B (ser9) K- 14 | i ] LUER &5 it
I 2, DR D R L R AL I RS 2 N
P AN AZ Y p-GSK-3B (ser9) B 7K - 47 B2 Jl o 306 7
) B9 1 BT 245 P8 1Y) ik 2 — L GSK-3B A
A IR EETRTT BT TS, (R — S5 A R
PRI — 2B UE S
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