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TR Y, EFRAGFENL(P=0.000); 5RBG AR, RTRE S + LR AIZ E MK TN RN S, 2R A0t
FX(P=0.000), S0 % KEZF PCR AN LR BT, BTRE B 2 F 3 m LIF mRNA 69483t £k 2, B 2 a4 Bk (F = 128. 776,
P =0.000), Western blot ¥ % % 2 7, & FiE B 2 Z 5% e STAT3 B G A B 1L e Fa st £k 3, B 2 Bt 4R Hikk (F =73.493 P =
0.000) , £t HIRE B STALMA B R 2 B dm RO AR AR B AR AP 4B R, 2L 7T ki i sk 7% LIF/STAT3 43 53838 K 4EE A

[K8A] AEE; LRZE; ahmdrd BT, L8y
[FESZ%EE] R774.1

JeIEE RSB A T 1B T, T REIE H Y
WL [ ] sz A SO A AR SE 1R 5 (EUE , 2502k
A3 EE DI ) St 1 WL B R A2 T, K2
e AN R AR , e R BOL I S AR AE T, 4k
15 R E AT T o KR AT = S
B WE 5T 2T, K3 52 5 O U 2 A0 I IR AT 1R A
AR FE PR AR a0 RS 5 RS 0 A X i Y453 47 A
SRR BER A TR BB R AL L
BB AR B F AR P, 12 F AR ZOe e A
O T R AT LA P JE X A i R SR8 ) IR T
3 AR o EE N B A15 B R R A 4
WL YEIE A2 i A AR A7 PR A, R R B Ol LR
VR BRI, BIF 5 56 U IO 2 75 %) 40 I ' 5z 45
AN PR A FH B T BE A AL A o

1 RS

1.1 ##
1.1.1 SRIeh# e M@ B i % BALB/c /MR

42 2,5 ~6 JAk KB 15 ~ 18 g, EHEFRE , HERR
IRFREE R SCR s G ARVO A, BT fy
NSRS 4ERRAE (23 £1) C /N A RS &
YAoK AN PR NS 50 .

1.1.2 FERFRNE YRR (HARRFIE
Wik tt) s DR B (14 ( 56 [ Diagnosys 23 ) 5
SEIEERE B PCR {7 & PrimeScript RT reagent Kit
(Perfect Real Time) ; SYBR Premix Ex Taqll Y&$}i%7¢
e I (REFEEMAF) s RP/MRZ wfE
STAT3 2 HHLIA  Ahi/N R 2 5ol p-Tyr705-STAT3
HEHPUA(ZEE Cell Signaling Technology /2] ) o

1.2 FHiE

1.2.1 HYREWET

1.2.1.1 L4 A 42 H/NRBEL /0 1E 5 X IR
HO12 H) Sefifhg (6 H) SBHud i + St fhd
(6 H) FGHHE A (18 H) o i EE X4 6
12 BR) /NERATIN G A0 W JEE 8] (flash electroreti-
nogram , FERG ) FIZH 4V Hl w4, 73 /b 6 H (12 HR)
/NG AT SE I S E i PCR G 6 R A Western
blot FEAGIN 6 R 518 HOG i3 1 41 /1y BRAR 98 06 i ik
NEEE 53R 2 d 2H(6 H) 4 dZH(6 H)F6 d4(6
H) & W /N B AT 2 a8 5 PCR A (6 HR)
1 Western blot FEA&M (6 HR) .

1.2.1.2 /MNEMMEXRGENWESL BALB/c
/INERBEIE I 12 e, 6 o 1 e i R V0 TR F30K e L S
HCE T B R BT 6 BRAE Hh, O 5 E 4E FF 7E 4000

Lux #4714 h 22884, GIEE/DNRTRFE T
Ti3% 8 h G EIEH YIS N (J6/5:12 h/12 h,
SR E 29k 60 Lux) , ¥ #AHF% 5 d J547 FERG TJj
R 2 ARSI T4 O S 21 200 P22 A A

1.2.1.3 /NRUMMEREXATUEN JEHuE N AL/ RTE
IEHFCRRIREE T (OB/I5:12 h/12 h, B REER JE 25k 60
Lux) F R IR 7 d J5 #EA7 6TE N (6112 h/12
h, JERRSR 27 600 Lux) , FHEHUE S 2 d.4 d F16
d A3 SR BRI B IS s RNA 1R (4T SE 38 6 8
i PCR K1 Western blot Bk, SEHUE R + 6
g/ NRAEE TS B (O/ 5 : 12 h/12 h, R B2
7600 Lux) 5 6 d, 47 4000 Lux $54:085f 4 h, )58
NERCFHREIAEE MR 8 h 5B B IEH YIS T O/
212 h/12 h SGRREREEZY R 60 Lux) , HALESR S d 5
17 FERG T REZAASI FIRR I FEZH 20 B A A
1.2.2 FERG #&ilN# MR Z R MAaThaEF T
 NEUCHE TR ENEITRGE RN 12 ~ 16 h, i
N ERG 1E G2 N A 2006 T kAT, /N BRURR A 5T
R I HI PR BER (20 mg - kg ™) FIEUICHR (40 mg -
kg ™) RE T S PRI, 6 T iz AR 8037k AR HOK e L )5
B /NBRUBCE AE 37 CRIIMERER | 4 ¢ - L7 55 E IR
VBOSLHR R THIRR I o 5 42 275 F AR 422 b AR A A/
SR 91 235 M 1 R R 5, RCHR A I PP e 22 A o BRI
o, W% ERG 447 0.001 cd - s -
m>.0.010cd s +m>.1.000 cd +s' +m7,
100.000 cd + s™' «+ m 2.200.000 cd + s™' + m?,
400.000 cd + s~ « m™> 6 FAS [ 5 5 1) BAUR OB 4
LI DAL T S 000 PR Do R R A7 2 A L D fig o 458
VERT RIS AR B B 2R R, 0 SRS
N ERG a PRI

1.2.3 NNEAMBEHERAREZEE  FiHED AL
AEFEA ARG T BRARER, B 40 g - L' Z R HE
HEE 24 h, B OEEK, B RE, I 2
DR AN ) AL R BR 5 R R0 0 i ) 5 R o
YR IR S wm, BT HUCERB 2R3 A L, 5
ARG (HE ) Yefa, Sei Bl F X oMZ 26
IR B TR RO R R, L
0.48 mm [y [EIFF 77 F1 R 7 IS 5K 4 %)
1.2.4 WK EE PCR &/NR MR & 5 M
i EI EF mRNA BT RIAKFT  FHER A2
AR/ N BRI SR B AU I S, A Trizol 3501 2 HCEL RNA,
FERER AR o3 TG BTk fi o A7 3 5 SR OB B K
cDNA, DL R B A i 47 52 B 26 6 8 i PCR, AR 4
GenBank 1 LIF JER FF 51331519, LIF 519751
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EUWE 5 ¥ 5° -TGAGATGCAGGGATTGTGCCCTTA-
3’ TS 8.5 -AAATGAAGAGAGCATTGGCGCT-
GC-3" , KJEF 187 bp, PCR J i 4544:95 C A1 10
min,95 ‘CA5 M 30 5,60 CiE ‘k 30 s, FLFFF 40 ¥k,
Vs M SR FE 65 ~ 95 °C o /Iy BRI JEE v 1 i
4] K7 (leukemia inhibitory factor, LIF) mRNA AH X}
TR EHATI,

1.2.5 Western blot ;%#& M /NR LM I STAT3 &
BREERIL K T SUME G F R AL AR /)N BRUS 125 P I
L RIE R T, WA E 55 S A S Bas K7 3
('signal transducer and activator of transcription 3,
STAT3) I H.#k 21k 85 H ( phosphorylated signal trans-
ducer and activator of transcription 3, pSTAT3) i) —37
PG HA T HOR L AL Y B AR IC i) —hiE &, AR5
AT RS RS ER . KM Bandscan 5.0 #A{F5Hr
FATRIROLRE (A) . pSTAT3 H X EK ik =
pSTAT3 4 A {H/STAT3 & A {H.,

1.3 S@itZEHAE LRBIEL v £ FoR, R
SPSS 16. 0 Ge it F e it AT g it o3 Mo 1E % IR
H OCH A FOGTIE B + DG 45 4 = 20 [A] B 3
ERG a i A B A% )22 40 it A% 500 L S 4 1) LIF
mRNA Fl pSTAT3 Z& [ A X 1k 12 1) FL R FH O 22
O3 AT R AT AR, 2% 4H P Z (R 1Y 25 SR
LSD-t K545, P <0.05 HZERAGI#E L.

2 #FR

2.1 SeTE Rz w0y BR AR P AR St % 52 2% 40 B T e Bt
M WHE N ERG KA 25 R s, 6 FhAS IR 58 O

FIPCR, =41 a JWIRIE 2 R A SR 2= B L (F =
19.553,P =0.000) ., 5 I1E# X RAHEL, et
a PWIRIE TR, 2R A 5# L (P =0.000) ; 56
PAOTALAE EE, YR TG N + et 2 a 4R 0 i 25 4
i, 2 RAH SR (P =0.000) , WLIE 1,

B1 =406 a PRI, SIEW ST B4, P <0.05; 5
e, PP <0.05

2.2 SETIE R X/ R AL P AR S R 55 R A B 4H 4R s
HEREE HLUNB AR AZI R R (K 2), =
1) 40 M A B LB 22 A A L (F =
14.945,P =0.005) ., S51EH XHRA[(77.96 £6.21)
AN TAH L, G5 475 AR 0 JIEE A1 A% U2 4 510 40 A
[ (46.53 +6.09) /> ] W yi/b, BIAMZZALHE, 22 5% A
GEitAE (P =0.000) . SEHHAANLL, JERGEN +
JCHBIMEZIZ B8 A R [ (69.18 £8.26) 4]
W2, At (P =0.000), WL 3.

B2 /U IR U B A A 5 R (HE e (0, x40) o A IEF X IRAL B OGB4 ; COLBUENL + et ONL: LM A2

2.3 SEFUER X LIF mRNA B3t Rk £/ M
SERFHE G E T PCR AR 45 5 2 7, D' s 7 i 25 4
Jin LIF mRNA [ AHXS 2635 &, HL A2 i AR (F =
128.776,P =0.000) , WLI&l 4. 5 1FE % X%t B ZH A6 1L,
FeFIE R 6 d B LIF mRNA (740 % 2 25 g 18 157
££(P=0.000)
2.4 FFUEMNXT pSTAT3 EHHEXRIEZE M
Western blot {45 7 , 6 il i v AT I 25 385
pSTAT3 #H A9 FH XS 2235 &, H 20 KM (F =
73.493,P =0.000) , WL 5, SiER X BAAH L, Ot
T N 6 d Bf pSTAT3 25 [ 1 AHXS FRIK 3 15 £%

(t=24.249,P =0.000) ,
3 itig

AEIR R S B TR R I I, 25 72 e 5 Y
AT PG 7 2 ™ T 5 e A 28 R T A A T N
H AT A W b ThEa s, LR BB 4T 1 A8
55000 P R R 7 i A P A 4 B R T AR ¢, B
R TEASAYT e . O SEI T I o B
SR B2 5| b R 190 55 016 82 4 0 i 1y R T, e
PR R AT PR B R . PRI, AS BF 5 SR T 4000
Lux [ (a4 6% BALB/c /NRGHAT 4 h F74E I 4t
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B3 RSN R 451 I S5 A A%

B4 SEATTEEAE i PCR A LIF mRNA A% 35 5 1 40 Hr 1
HIEH X IAMLE,*P <0.05

BEl5 Western blot £l pSTAT3 2 MU R I AT I, A
Western blot 45 J AU M EIJE ; B: Western blot Ji B2 {if 14t 43 7
&, SIE® X BRAAHL, P <0.05

] 1 /1 BRI e 30 1 5 28 SR A BLRR 190 it 22 11, I
PRI TIUE L T W I 5 2 i 240 453 4 9 8

LA

AW, HUA T e 28 52 — IR B 2 IR 305
PRGOS AT AR X 5™ SO T 2 e, 2
Hopd R XA NIRRT BLR ) IZ A 1E T
i B AL BURERE Y . R R IR B
ST AT 4 A o ) 3 A s R ' ) R R 1 3R 3K
AOHRHTRE S , LML A B A, AT BB 3 A 2 W |
PE A Tl DR R 1, 0 K Y 32 AR 3 T S
BICIRZ B A R T AHFSE R A 600 Lux
DGR BEAE Ry G T, A5 A5 R R I T X A
W 8% 52 i A DG RO VR o ABFSE R B, O
I L % R P T SR 52 A A i ' 45 5 1 ) g ATIE
SV EA G ERT, T HOG B 1 T R 2 8 LIF
mRNA 1 pSTAT3 #5 [ By A X 2R3k 5, H 44 5 1) ]
WA

LIF J2& 40 i1 41 £ -6 (interleukin-6 , IL-6 ) ZZjit
(R — 5%, HARXT 23 Btk 2 20 000, d5 5 DA BE 4 il
M8 5% 1 095 200 Jf 05 5 A R g5 G 1) I e 4
A3 25 o AMIEPE LIF 52550 AR OR3P 40 09 R 1
IHREFIIE 25 , 7RG 473 A8 A% A0 19 AR AT P g 22
ST R LIF 23605 E IR s B AR LIF AR R
T BRI SR AT 7 Sl AR AT A0 B A U
T2 o LIF 383 (1 0540 i 3 52 7 (leukemia in-
hibitory factor receptor, LIFR) F1##%E [ 130 ( glycopro-
tein 130, gp130) 54 9% &5 32 VR & 5 A W24 A A
TR 5 ' 453 3 2l o 55 20 vp E B HIE 5 LIFR/gp130
SR Z S Jak/STATS {35 546 S5 g4 5
S FRATRT AN S5 & B, 7 1 A A A
PG ZAET  AMIEE LIF X 0] Y00 O 852 e O HE 20
Jkk (661W 41 ) STAT3 {5 5 Jd % , 12 ¥ & FI [a) 4K
Witk. iz Fl STAT3 i 5 1 BH 87 57 S31201 FH Wy
STAT3 {55 il % , il & 155 LIF X 661W AiHEAY &
PPAERT, X ] LIF/STAT3 {5558 18 %) 661W 41 i)
FATH BRI o ARS8 0 1R N 52 56t %
A AE T o S 5 B I RO A T A A o fE
LIF/STAT3 {Z53@iE

L5 FRTIAR v A SR R ' TR0 A0 I IR B 2
A G4 O BA R4 AR, al R 8 O J0nE LIE/
STAT3 {551 B 1M KA HAE o X —&5 R 0 H B A
W LR A TP 28 B AR ORI T BUI W AT RE 1T HY
L
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JRIT SR DR WA v D R, AR 9 Rk A S
YT F AR HMGBI Y255 , WA HRE 75 8 4
Wi DR iR R

RNA TR 5 5 2 R UK A7 0 TR S
FEIERTIRERH T L1 o AWFIE R FHFE R DT ER
(197 3, % HMGB1 siRNA %5 34x A HRECs Hv, #1141
HMGBI1 {14 [ 263k, LWESH X HRECs f 5205

WG R B, E T S 80 HRECs 4 i =, &2
AF S Py B ) 0 7] S AR M, St 5 — Sl 3 I Y
FARLT T HMGBL siRNA ] DA i 25 i 5 1 T
) HRECs 4IEJH T 78 4l B AR I g 25 S v,
AR HMGBL siRNA 52 300 il 240 it 98 1= i) - 11
B, ST RIE R A B KRR, XS h T
A JE W SE I — B WF 58 . Western blot 46 ) 45 5 4%
H],HMGBI siRNA A LLFEAIK cleaved-caspase 3 £ [
(238, B0 Bel2 B R ik. X & B HMGBI siR-
NA (A T-AE A& P cleaved-caspase 3 [
FE it Bel-2 S M FIBTLIM

2R AR FAMAFAE— LA Z AL, EFNTRAT]
B SRR S 2 5538 4, HMGBL siRNA 7E44K N & 75
REZFEFIREMIVE R M AR o0 iE 2, T BEAE A Ja 1 5
Wit — R, 25 b, AWFIE 4 SR R B, HMGBI
£ DR W& KRR EZWA/E ], HMGBI siR-
NA FIFERIAIT AT RE S DR AY— 4S80 IR YT SR
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