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HE . BH R Zeste AR 3G 52T R R4 2( EZH2 ) ) 7 s3I e e T24 2m B L & R R A54L(EMT ) 69%
s R HAEAME . TTiE BTSRRI T24 e i, REALS = & 28 GSK 12645 48 .GSK 126 F 7 & 41 . GSK126
B F, A E SAEIL, 5 R LASE A 0 pmol /L 10 pmol/L.20 pmol/L.40 pmol/L # GSK126 48 fL3E #x &
g, KA MTT M35 24 h 48 h.72 h 28 Me38 7H AL 77 , Transwell i&Fn X JB 52 340 35 75 48 h 20 fiofZ 52 Amif 45
#8771, qRT—PCR #= Western blotting 4 3% 7 48 h 28 i, ¥ £ B 18] Jf 4% & # E—cadherin, Vimentin ., B —catenin &
EZH2 mRNAFBEG st £ A5, R FHHEAGSKI26MK. P &7 S Mm%/ 24 h.48 h.72 h 4438 5t 4E
Yo, KR E AN T £ o4, R DR R B Rl 4a 3G s A B £ 5+ (F =15.498, P =0.000) ;24 2820 fL3%
AN A Z5+(F =5.162, P =0.013) ; D4 L4 i03G 48 N A HA 25+ (F=12.314,P=0.000), 5= &L,
GSK1261& ., ¥ & 7 2 20 F B dm AL 44 i 45 & AR EZH2 Vimentin,B—catenin mRNA o2& & 483 £ 15 &3 HAK
(P<0.05), L GSK126 7l &9t & m AR (P <0.05). 5% G4LER, GSK1264%., ¥ . %7 & 4L E—cadherin mRINA #=
Eaast it EH I EH (P <0.05), B GSK126 7 & & m At & (P <0.05), 52 aabiR, GSKI1264& . 7 & /&
41 p—JAK2/JAK2.p—STAT3/STAT3 % &G 8 F ik FH K (P <0.05) , FLEE GSK 126 7 27 & fy AR (P <0.05) .
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Effect of EZH2 inhibitor on epithelial-mesenchymal transition of
T24 bladder cancer cells and its mechanism*

Xiang Chen, Tian-ji He, Jun-wu Ran, Wei Wang, Yuan Yao, Yi Zhou, Hai-lin Shi
(Department of Urology, Liuzhou people's Hospital, Liuzhou, Guangxi 545000, China)

Abstract: Objective To investigate the effect and mechanism of enhancer of zeste homolog 2 (EZH2)
inhibitor on the epithelial-mesenchymal transition (EMT) of T24 bladder cancer cells. Methods T24 cells in the log
phase were randomly divided into blank group, low-dose GSK126 group, medium-dose GSK126 group, and high-
dose GSK 126 group in quintuplicate, with the final concentrations of GSK126 being 0 pmol/L, 10 pmol/L, 20 pmol/
L, and 40 pmol/L, respectively in the cell culture medium. MTT assay was used to detect the proliferation ability of
cells cultured for 24 h, 48 h, and 72 h. Transwell assay and scratch assay were performed to evaluate the invasion
and migration ability of cells cultured for 48 hours. The mRNA and protein expressions of biomarkers for EMT

including E-cadherin, vimentin and B-catenin as well as those of EZH2 were determined by qRT-PCR and Western
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blotting, respectively. Results The repeated measures analysis of variance was performed to compared the
proliferation ability of cells in blank group, low-dose GSK126 group, medium-dose GSK126 group, and high-dose
GSK 126 group after 24 h, 48 h and 72 h of culture. The results showed that the proliferation ability of cells was
different among distinct time points (' =15.498, P =0.000) and among distinct groups (¥ = 5.162, P = 0.013), and
that the change trend of proliferation ability of cells was different among the groups (¥ = 12.314, P = 0.000).
Compared with the blank group, the number of cells passing the porous membranes, the migration rate, and the
mRNA and protein expressions of EZH2, vimentin and -catenin were lower in low-dose GSK126 group, medium-
dose GSK126 group, and high-dose GSK126 group and decreased as the dose of GSK126 increased (P < 0.05). In
contrast, the mRNA and protein expressions of E-cadherin were higher in low-dose GSK126 group, medium-dose
GSK126 group, and high-dose GSK126 group than those in the blank group, and increased with the increase of the
dose of GSK126 (P < 0.05). Besides, the relative protein expressions of p-JAK2/JAK2 and p-STAT3/STAT3 were
lower in low-dose GSK126 group, medium-dose GSK126 group, and high-dose GSK126 group compared with the
blank group, and decreased as the dose of GSK126 increased (P < 0.05). Conclusions EZH?2 inhibitor can
effectively suppress the EMT of T24 bladder cancer cells, and the underlying mechanism may be related to the
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blockade of JAK2 and STAT3 phosphorylation in the JAK2/STAT3 signaling pathway.

Keywords: bladder cancer; enhancer of zeste homolog 2; epithelial-mesenchymal transition; invasion;

migration

5 e 68 2 A PR 2R G0 WL R, R R
TR IR T A L HL e ORI BE R AR T
o T e AN TR O PR R AR, A AT R
7~ , b 7 8] i 4% 4k (epithelial mesenchymal transition,
EMT) s b 5 o Y50 1 s 40 4% 28 S e R 1) 32 2L
R Z—, S HERCRBEUIY, Zeste i [H 1Y 58
T [F) Y5 4 2 (enhancer of zeste homolog 2, EZH2) &£
WA M E S RGN Z—, A HE A
H3 I EAL e, S 5REZSREERTUR.
WIS, EZH2 SBEIEAE . A S0 A5 2 FhOE
MR B K R R DIV, GSK126 & —Fh T
T FR EZH2 F0 0 ), w0 gl R A0 o EZH2 R
ARA . BT, T GSKI126 %t e 4 41 i EMT st
PR IR, AWESE T 72 PR 5T H X 55 e i
T24 2 i EMT 1o #2199 52000 L T REAIL] , Sk 1B e 98 11
1HYT P AT I %

1 RS

B
NI I 9 400 L 2R 124 W) F v B RL 2 B L it A
FleE BT BE 40 M BT IR G, BT 100 w/ml H R
100 mg/L 7 % & 1 RPMI 1640 15 3% 3 | 7E 37°C . 5%
TR A B AR R B SRR B R
1.2 FERAFRNEE

EZH2 41 ] 5 GSK126, — H 3& F il (dimethyl
sulfoxide, DMSO ) ( 3£ Sigma NEID Matrigel B i

1.1

(25 [H Corning 23 7] ) , RPMI 1640 1% 7% & | fifs 2F 1L 75
(RS AR IR AR, X700 E =R
4 it £ 2V (quantitative real—time polymerase chain
reaction, qRT-PCR) il 7| & ( 3% [¥ Thermo Fisher 2%
H ), S Pt AN EZH2 . B —catenin P T . /N BLPT A E-
cadherin . Vimentin | 4 52 {& %I % 22 {2 & 11 3% i 2
(JAK2) \BRPR AL JAK2 (p-JAK2) A5 5 e 5 K B s 1
P T 3(STAT3) |2 b STAT3 (p-STAT3 ) FLdii (5%
[ Abcam 23 w] ), B AR i A 1k ¥ B (horseradish
peroxidase, HRP) #7512 i 1gG AH I — 4t (b5 i A2 4
B ARARAF])

Transwell /N2 ( € [E Corning Incorporated 23 ] ) ,
7300 qRT-PCR 1% ( 3& & ABI 2 #] ) , HL k% ( 35 [
Bio—Rad A )

1.3 FHik
131 ZmE B GSKI126 % T DMSO H1 3815 ik

J& 42 000 wmol/L Y BEW, B T -20°CUKF R VR IR A7
AT, SEEGHT A RPMI 1640 1 3% 5L B = 4 ¥l
10 pmol/L . 20 pmol/L. 40 wmol/L ] GSK126 ¥ -
132 ATk BOSEA KA T24 41
JHL, T R Ak, TR A A 28 R 1.5 x 10° > /mL, H
BT 96 FLAR , BEAL 3R 25 1140 GSK126 IG5
ZH . GSK126 h 5 4H . GSK126 & #H 4H , B 4H i% 541
AL M REAE K, W R R IR B AW R
0 wmol/L . 10 wmol/L .20 pmol/L .40 wmol/L ff¥) GSK126
G Jp 35 7 S AR S R SR
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1.3.3 MTTAnmmpigsase ) B4l TH24h,
48 h, 72 h I T24 4, HEFLINA S /L ff il 5 1
MTT R, Akeedisidah, WAREFRRE, BHMA
DMSO 150 wL, Fu4-IRA1 il 25 &, FH bR 4SOk )
290 nm J% K Ak B9 W2 Y6 (Absorbance, A){H , A {H
AR R4 M 5% BB =y, BG B e ) B

1.3.4 Transwell B4 4g oAz 2 48 1 B4 4T T
24 h I T24 4, JBREE H R 1k, RPMI 1640 35 5%
R R, R E D 2.0x 10° S /mL & H .
RPMI 1640 15 % £ 5 Matrigel £ 5 K% 1 6 Fi B,
B Transwell /NEJERE, & T 24 fLMk, LZEMA
2 40 R 2.0 x 10° 4 /mL, FJ2 A& 10% i
A= 1MLV ) RPMI 1640 152 5L, 48201557 48 h, LW
MRS BR IR IS [ 2 A M, 25 sk e fa, FRALER S 4
LB, THECE RS A A

135  XVRSFEIRAAN mAeEASEE ) B4 4] T24 4
FeL 2 b 2 24 FL AR, FE A AR AL A o B2 A M S RO
PR Sk 76 15 IR 0 b R B2, 3% 3% v vk R R A H A
SR ST, H0 MR T 46 S0 TE R, 45 AL A N v
JE B 24 15 55 IS TR) SR A AR S B 5 48 h, FEUAT R
HRR YR A AT A TR R %= (Y]
Iy T IR 9 FE -48 h R 98 EE ) /4] b W) 98 ] x
100% .,

1.3.6 gRT—PCR #: M EZH2 .E—cadherin.Vimentin
B —catenin mRINA #j F ok WHE & 2H GSK126 T Tl
48 h 4 IS, 2K 1] TRIzol 15 4 B i RNA , BN 4 5E
JiE R UK 5, B bR AN RNA MR BE 3 5% S
¢DNA, #£47 qRT-PCR [ [/ . ¢ B ) 65 16 BH 5 15
20 uL WA Z : SYBR Premix Ex Taq 10.5 pL, 10 pmol/L
B 514145 1.0 L, cDNA 2 pl,ddH,0 5.5 wL. X
I 2% A+ 94°C T A8 % 5 min ; 94°C 25 P 15 s, 28°C B
K45 s, T2°CHEMH 60 s, 238 MIEHA ., LA B-actin N
X IR 270 B H SR AR X R A & 5
JPAI L 1,

1.3.7  Western blotting # ] EZH2, EMT #= JAK2/
STAT3fZ 5l AR % &G ey ik AU GSKI26
9048 h 40, L RS E LA, A S00 wlL 41 ifs 24
fif W, vK | Z4#% 25 min, 12 000 r/min &.0> 15 min, &
L2242 10 em , B _F 35 W 7K 7K ¥ 10 min, BCA 39
FE SV T, 50 g B P HEAT 1E 2 HL I A T ke
T 22 0 2R A9 s T e R g LK, L 3 AN A 8 G 22 1
PR AT AE 20, ISR & i 2 b, In A EZH2(1:

%1 gRT-PCR3|¥1F %!
EILYS
HEH Eib7)s 2l
J&/bp
1] 5'-TGCTAGTATCGTGATGC=3"
EZH?2 730
JZIf] : 5'-CCTGATGCTGATGCTAA-3'
1E 6] : 5'-ATAGCTGGGCTAGTGCTAG-3'
E-cadherin 1094
JZIf] : 5'-CTGATCGTAGCCACTGCTC=3"
1E6: 5'-CGTAGGCTGATGCTGATCGTA-3"
Vimentin , 503
J I : 5'-CATGTGATGCTGTGATGGCTC-3'
1F1A : 5'-ACTGATGTGATGCTGTG-3'
B—catenin , 839
JZ il : 5'-GATGCTGATGCTGTGCA-3'
1E 6 : 5'-AGTAGCTGTAGGGCTAGTCG-3'
B-actin 386

JZ 1A : 5'-CGTGGCTGATGTCTGTACTG-3'

200) | E—cadherin (1: 200) . Vimentin (1: 400) . B -
catenin (1:200) . p-JAK2(1:400) ,JAK2(1:400) . p-
STAT3(1:200) ,STAT3 —#7(1:200),4°Cit %, TBST
FEATVEUC, A 1:2 000 7 BEAH R, — 40, EIRMFH 4 h,
TBST FRIR PE ¥ , b2 KOGk 5% o oK A Image J BI&
ST T R AR K EE L THRE MR SN
% B-actin JK FE{E Y FLAEL, BRI 26 AR ik i
1.4 HIrFEFHE

Bd o A R FH SPSS 22.0 it a4k . RO
DASH = bR s (xx )RR, HWRCR BRI R 7 2
AT e E B R T 22500, LR
B SNK-q . P<0.05 WS A S5 X,

2 R

ZHMPEIETERE S LR

25 21 B GSK126 i% v s 7] £ 2 48 i 1% 57
24 h .48 h .72 h (Y34 R e J) L, R FH 8 & I it i 1
() 77 22 50 A, 245 5 - QO[] Bsf i) 200 Jife 344 5 B T A 25
5t (F=15.498, P =0.000) ; @4 21 41 Jitd 34 58 fE S F 2
S (F=5.162, P =0.013) ; 34 £H 41 iy B 5 e J1 A8 {4
oAy 25 7 (F =12.314, P =0.000) . #F — 2 W W L 4%
S5 AN RS 3% 24 h, GSK126 | 55 7] 2 2H 41 it 1 4
e KT 25 141 (P <0.05) , H GSK126 1= 5] & 4 1%
T GSK126 H 541 (P <0.05) ; 40 3% 55 48 h #1172 h,
GSKI26 i . E i L g fE 3 s e K T 4l
(P <0.05) , H Fifi GSK126 5 &2 T & 1 B I (P <0.05) ;
B & B (] E K, 4% 2 20 i 3 5 BB ) B G R (P <
0.05). W32,

2.1
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#

R2 BEMIEEEALR (rxs)
Eibl 24h 48 h 72h
E=E] 0.314 = 0.041 0.571 £ 0.062" 0.950 + 0.0727%
GSK126 ik 41 0.301 = 0.038 0.511 = 0.060"% 0.701  0.0677>%
GSK126 1l 4l 0.294 +0.042° 0494+ 0.054"%% 0.621 +0.060"2%%
GSK126 il 4 0.280 + 0.035°" 0.350 £ 0.05273%9 0.422 £ 0.05672%%

. D524 h b4, P<0.05; @548 h [bEr, P<0.05; @545 4 LA, P<0.05; @5 GSKI126 ik 4H LA, P <0.05; (515 GSK126 Hi7)

AL, P<0.05,

22 FHEMMEEMIBENILE

25 [ 2H B GSK126 1I% L e 771 o2 20 2 JE 400 i
BB RWK, &) 200, ERA5itFE X
(F =79.685 F152.3001, ] P =0.000) . #F— P # Lt
AR s A B, GSKI26 % v L i ) 4 o
I 240 Jf 5 A A SR I B AR (P <0.05) , HL il GSK126 7]
I E MK (P <0.05) . WLEE3,
23 & % EZH2. E-cadherin, Vimentin, g -
catenin mMRNA 83} RiA= LI

25 FV2H f GSK126 fif b | i f) 5 24H EZH2 | E-
cadherin , Vimentin , B —catenin mRNA A %} & i& & [t
B, A7 200, 2 R A Gt B L (F =198.091
95.147 . 85.140 F1 60.217, ¥4 P =0.000) . #F— & ¥ %
PR B . a8 4L Fe e, GSKI26 1% i 71 401
EZH2 . Vimentin . B—catenin mRNA X} 3¢ ik & 1 F A%

x3 BAFTREMHEBELE (xxs)
2151 SRS (4~/HP) EREI%
IR Ei 120.40 + 11.37 85.49 +9.20
GSK126 {5 41 94.20 + 10.26" 62.31+9.117
GSK126 H5 41 53.80 + 10.207% 4320 + 8.547%
GSK126 5l 41 31.60 +9.517%% 36.87. + 6.2172%
F1H 79.685 52.301
PfH 0.000 0.000

o Q55 A HE, P<0.05; @5 GSK126 A4 ik, P<
0.05; @5 GSK126 34 L4, P<0.05.

(P <0.05) , H Fifi GSK126 5 £ Ft & 1fi K ik (P <0.05)
523 F A S, GSK126 1% . 1 | 15 51l it 4 E—cadherin
mRNA A X 35 5 B 7 5 (P <0.05) , HLFifi GSK126 5]
TR TR (P<0.05) . W34,

* 4 #£HAEZH2 E-cadherin,Vimentin,B-catenin MRNAFEXTRIAELLE (xxs)

215 EZH2 Vimentin E-cadherin B—catenin
2 HA 2.05+0.13 1.05+0.07 0.78 +0.08 1.890.13
GSK126 L5 H:41 1.64 +0.107 0.84 +0.07% 0.91 + 0.09"” 1.56 +0.127
GSK126 Hr 20 1.020.1172 0.62 +0.06"% 1.200.1172 1.12£0.1072
GSK126 = 7l k41 053 0.08"2% 0.35£0.052% 1.54 +0.107%% 0.91+0.117%%
FAg 198.091 95.147 85.140 60.217
Pl 0.000 0.000 0.000 0.000

- @52 A AL, P<0.05; @5 GSKI26MGHI R LA, P<0.05; 345 GSK126 Hil 4 HL#, P<0.05.

2.4 H{HEEZH2 EMTHXEHHEWNRZZELE

25 A K GSKI26 %, L iR i 21 EZH2  E-
cadherin , Vimentin , B —catenin 2 [ AH X} 2% ik & L #¢,
g7 200, 25 A 4T B X (F=532016,
107.842 .253.016 F11305.871, ) P =0.000) , #F—E74
P LR A AR - 528 UL U B, GSKI26 1% L g )
2l EZH2 | Vimentin . B —catenin &5 [ AH X} & ik & ¥4 [

% (P <0.05) , H B GSK126 7| & F+ & i FE A% (P <
0.05) ; 525 4 &, GSK126 ik . 3 1 5 4 E-
cadherin 25 [ A X % 15 & F+ & (P <0.05) , H Ff
GSK126 7 = T+ = 1 T (P <0.05) . W& 5 FiE 1.
2.5 KHIAK2/STATI =S EBEXEFLMBMR
L2

25 4] K GSK126 i | = 5 4 p-JAK2/
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ERE ] A, 25 . EZH2 M50 X B DI T24 211t R 18] 7 Ak A s i K LRI I 5
x5 HAEZH2 EMTHXFZABEMETEELE (rzxs)
25 EZH2 Vinentin E—cadherin B—catenin
EEE| 0.85 £ 0.07 1.87 £0.12 0.15 £0.04 1.21£0.10
GSK126 {41 0.42 + 0.04% 0.95 + 0.08" 0.26 + 0.05Y 0.91+0.07%
GSK126 Hijil 4 0.16 +0.04"% 0.62 +0.07"2 0.42 +0.06" 0.70 = 0.08"*
GSK126 554 0.07 £ 0.0202® 0.37 £ 0.0622% 0.79 + 0.0722® 0.34 + 0.05V%%
FIH 532.006 107.842 253.016 305.871
P{E 0.000 0.000 0.000 0.000
o D5 A, P <0.05; @5 GSKI26MKHI R HLE:, P <0.05; 345 GSK126 H 4 %, P <0.05.
1 2 3 4 1 2 3 4
EZH2 —— — — 80 kD p-JAK2 " ﬂ W S 131 LD
— A — K T GE—— S SE—
E-cadherin — - -— - 120 kD p—STAT3 S TR S — | )
B—catenin 92 kD STAT3 - S . A 0> D
—acti 42 kD
s-cin D D D D Bricll e — — — 2 kD

1: 25 F 4 2: GSK126 I 7] & 2H 5 3: GSKI126 H | i 4 ;5 4.
GSK126 574 .

1 &HEEZH2 EMTHEEEAMNRIZE

JAK2 , p-STAT3/STAT3 £ [ AH X 3k & LA, &0
2500, 22 A GE i 58 S (F =159.007 F1217.835,
¥1P=0.000) . #t— LW LRGSR 5S4l
B, GSK126 ik . v | & 5] & 20 p-JAK2/JAK2 | p-
STAT3/STAT3 & [ A X ik = I RE AL (P <0.05) , H
BE GSK126 71 & Ft w5 1 B A% (P <0.05) . UL 3 6
2,

K6 FHIAK/STATIESEREXEAEMNRESE

b8 (vxs)
25 51 p-JAK2/JAK2 p—STAT3/STAT3
= HA 0.95 +0.07 0.91 £0.12
GSK126 K5 24l 0.61 = 0.05Y 0.75 = 0.08%
GSK126 H 20 0.43 £0.047? 0.46 + 0.07"?

GSK126 @i 4H 0.15 + 0.0372® 0.22 +0.0572%
FE
P{H

T O5% AL, P<0.05; @4 GSK126 K &4 L #, P<

0.05; @5 GSK126 7l L, P<0.05,

159.007 217.835

0.000 0.000

1:25 20 52 GSK 126K 21 5 3 : GSK126 Hh 4 ;4 : GSK126
[E e
2 HBHAJIAK2/STATIEEEHIEXEBNRIE

o

3 itig

IAEK, BEEFHIZEAIT WG & 4y 1
] 25 ) (0 07 FH % e g B 3 A A A R A B
P, AEERE 30 T B S AR S T
S EESESE STV 3 R NER=W 2 2 N x  d=
ARIG 120 HNE R FEHN10% ~ 60%, FilJ5 4147
JE RS e JE T AR I R AN, AR
IERE RS M R 2 S BB M S S T i E R
VLA R 5T o , B R EMT o 72 02 & & #5 5 1)
SCHEIRTT, R L R Al AE AN R TR 1 A
A R Ak, % R v 2 1) 8RR R,
20 e ) O vy (R 2R MG AL e ) 30k, e & R B0 AL
R MRS RIS Iei A . R Rh k&
FEEBAVEH, EZH2 5L R 845 200 5 1% iy £ 22
TzZ—, ZH5HAEATPRA. EMT SR, H
I, ] EZH2 BE PR 38 Be A0 I BE Dt s EMT o 72,
T g JB% e 98 (4096 97 AR B A 0 5 7 Il

EZH2 32 TN 75 Yok, gifid 746 &
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FEPR , 5R R E (2) 8 H A RIS 60.5%" . EZH2
Z 501 2 OB Mo B gF R . BEAEE R B,
EZH2 7645 11 1E % Bh 41 20 | KM 28 K g v Y
PR 22 28 RAKR T i, UL WA EZH2 2 5 45 5 g 9 A8
R SEBEIT S, EZH2 16 JJUZ 12 0 5 R
MRkt mRE HS KOS HBXREY i
7~ EZH2 AT 62 5 15 M 4 EMT o 72, (EA7 75 E 48 52
R M 9T S A EZH2 410 7] GSK 126 %if
85 e Je T S A, 45 2R R R, Al iKY 3R 24 h,
GSK126 H | ey 771 5 25 4H A 184 5 A 1 AR T 25 1 4
525 4L BB, GSKI126 I | v s 7 4 2 4t if 1k 7%
48 h .72 h 1) 20 M 1S E e ) K 5 24 h i o 2 i
B R RE R B RRAR, HEL A ) S AR 1 45
EZH2 7] 45 %30 T24 41 g 3% 5 =R 28 FE RS ik
EZH2 5 % e Ji 20 M 05 PR 25 DO AH OG . kb , A58
I K EMT A 56 3 R R B [ 0k, 45 R R B,
GSK126 4% 5] & 41 Vimentin . B —catenin mRNA Fl £
AXT 2R KT 45 H4 , E-cadherin mRNA Fl 2 H
Xk T A (AL, B A R R RO E
— A UE S AN ) EZH2 B 68 9 i T24 40 il EMT 2 72 .
Vimentin J& T 40 Jfl B 42286 11, )2 20 A0 T 0 B 4 A
I U 440 2 ) S 0 M, SR AR EMT R BB 1 A
WFFEIESE , Vimentin 255 179 40 6 i 96 J2 240 Jfd 25
Z A0 i EMT & #2159 B —catenin /&5 5 EMT 11
B 5K, K UG 1L A B—catenin 5 E—cadherin 2%
A, T ZERE bR A0 M TR A5 K 40 A 1] A 266 RV T, 24
E—cadherin 215 g 111k , [B—catenin =N i T
JiL 5 rp AN W R 3R B KT R e A AR
PR 28 TR R I N Y F kT

BeAh AR LI, 525 A LA, GSK126 1% .
H L R R 2 p-JAK2/JAK2 | p-STAT3/STAT3 £ 11
Xof 223k B Y FEAR , HLBE GSK126 # & T =5 1 FE A% , 32
7 EZH2 S0 500 AT e 52 90 1] JAK2/STAT3 {5538 %
H JAK2 Fl STAT3 25 H B R AL , 490 1] 155 e s T24 400 Jfd
EMT, H HA R SR8 . JAK2/STAT3 {5 538 % 2
20 M DR - S 0% OC S I, JAK2 W) 3E S 0E T UEE
STAT I S N, V8 42 98 A B 3 9 L iE B S ad /. BE
BEA WS B, I JAK2/STAT3 {5 518 A1 G 2 1
A AR ) S N = i1 R AR NP b e R B i s A
Tl R R W 2 AT R R L R 0 A
EZH2 3 35 B8 30 1 155 B 98 EMT i 72 , 7T 68 5 310 1

JAK2/STAT3 {5 538 A7 56 o

£l T S N R 3£ I N 7 A £ A I
AR 0046 B S AR T24 AN s B 1R B AL RE S, H
AT R ) J I Je T24 40 EMT i A, L 2 AL )
A RE 5 0 JAK2/STAT3 {5 5 18 % 71 JAK2 A1 STAT3
AR LA O, 1T Ay I DR I I Jes 1) R o 36 7 4 43t

2 % X M

BT, 42T 0R, B, 55 2014 45 v [ B I g 0% RIBE T 4y
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