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#OE, HN F R AS,0,) i 7860 ZNIEIH - FEH LS TOLEL. Jiik JH FCM ORI TUNEL 25 Jy
HLEE As, O, i 5 786-0 4L 1, 12 1CC RT-PCR ISH , Western blot 1l EMSA H A S5 4G I 8 1 AHDGHE A p53 bel-2 e-mye
c-fos NF-kB p63 (1) mRNA FIEE (14615 M NF-kB DNA Z5 G0 PE e, £5% 2 pmol/L LA eI As, O, 1] 7860 ;"HJHJ_
24 h 5T 4G % A T, S EU T 0 I 25 2 A A G T A (R T ) | (i 786-0 AR M pS3 T PETHE (P <
0.05) i bel2 .c-myc c-fos Fl NF-xB p635 BE[H FeikpEAK( P <0.05) ,NF-kB DNA 45 5 15 Pt @Ml (P <0.01) . &5
B As, O, W] B i A NF-xB p65 JEF 4235 I NF-kB DNA 2545154, F il bel-2 .c-mye il e-fos JEFI ik, M8 0 p53 2
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Arsenic trioxide induces apoptosis of human renal cell carcinoma 786-0 cells

WANG De-lin', MI Can’, CHEN Zai-xian', WU Xiao-hou', GOU Xin', PENG Bo', JIANG Cui-ping1 (' Department of U-
rinary Surgery , the First Affiliated Hospital, *Department of Pathology, College of Basic Medical Sciences, Chongeing Medical University,
Chongging 400016, China)

Abstract: Objective To explore the onset and mechanisms of apoptosis in 786-0 cells treated with
As,0,. Methods The onset of apoptosis in 786-0 cells was investigated by FCM and TUNEL, and the chan-
ges of apoptosis related genes, such as pS3, bel-2, c-myce, c-fos, NF-kB p65, and NF-kB DNA binding activi-
ty were analyzed by 1CC, RT-PCR, ISH, Western blot and EMSA. Results The characteristic apoptotic mor-
phological changes were evaluated after treated with =2 pmol/L As,0;, and FCM revealed that 2 pmol/L. As,
0, could induce a sub-G, peak in 786-0 cells after 24-hour treatment. The expression of p53 gene was up-regu-
lated (P <0.05), while bel-2, c-mye, c¢-fos, and NF-xB p65 were down-regulated (P <0.05). NEF-kB DNA
hinding activity was significantly inhibited (2 <0.01). Conclusion As, 0, can obviously induce the apoptosis
of 786-0. lts mechanisms are supposed to down-regulate the expression of bel-2, c-mye and c-fos genes, and
up-regulate the expression of p53 gene through inhibiting NF-kB signaling.

Key words: arsenic trioxide; renal cell carcinoma; 786-0 cells; apoptosis

f’lﬂﬂﬂﬁl‘?‘lﬂé{ SMEANII TS 3 5 IOREAE , M ORI AR R T T AR H“F#?SEW{R
D, D U 4, B o 20 O T AN R . AR SR S (R A R T A SR R
() 1 T R 4t L 4 2 i 240 0 1 ﬂﬂc"‘ﬁ
ST : 5P 00 EFREL B0 F (2005-12) T FUARE 6 JT10 ) R0 4 e 375 e 7 40 L 0 1 2 24

o PG TR AP 2 — 'L A, O, AT S A
Supported by the Project for Sei & Tech Activity of Personnel Depart- ° - . S R .

ment of Ching ( 2005-12) and the Natural Seience Founduation of Ili%f %E"ﬁ 786-0 éﬂ”j@' {Jlﬂ t n{] 1}[_ H:] - 2 DH‘: *JL Ih!j I'_T‘l',l %[E‘J‘LI_# % Igﬁ‘l
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B2 A DR S A N A L 6 PR AR B T4 As, 0, LbFS 786-0 4L % A I T A RS AL L LA s 4
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c-myc ,c-fos \p53 Hl NF-kB p65 HE[H 4 (KL E 1k,
A3 B 53t 22 B il 5 Kz W ( reverse transcription polymer-
ase Chain reaction, RT-PCR) | Jfi {if 4% %8 % A& (in situ
hybridization, I1SH) | F1#E [ f3 ik 1T 8 22 42 35 ( electro-
phoretic mobility shify assay, EMSA) 437 As, O, 4b B f5
786-0 #fififi tf bel-2 c-mye  c-fos  NF-kB p65 mRNA #
IR A S NF-kB DNA 454 76 e A4k, o — 2 )
W As, 0,175 786-0 4 Afd I8 1 (4 15 I B HE AT fE (19 43 7
L .

I MR575*%

1.1 fmpads#

ZRCCHIR[ 2] 771k, 786-0 4102k 15 10% FCS {1 RP-
MI1640 E5rHE( Gibeo/ BRL 255 ) 7, £ 37 °C 5% CO, I HEE
AT T HHESE . AR 1 ~2 W, et oA 1 0 40 it 677
M. LUK PBS $ As, 0, (Sigma 25w BN | mmol/L 1 fik
W, (AT LA RPMIETOA0 BRI R IR 25 1 2.5 umol/LL,

1.2 fmje il = d k&

L2010 s 2.5 x 10"/ ml 786-0 41 i s Ji 12 ik 32
KE35,2 5 pmol/LL As, O, ¥ 24 48 72 h, [ 8240 M a4 24 1 x
10°, BIA =20 CHIX M 70% 2.5 1.5 ml [EE400,4 C R4
I A ST PTG, 4 °C AL 30 min, fiHLA FCM
{%( £ [E FACScan Becton Dickinson ) fiJ £ 545, ¥E 5 488 nm b
R RN SE L 7643 1T 40 I 0 1 SR LYSIS/ Modfie 1T2. 0 44
SR IE A5 (W0 G 08 ) (4 20 A T FLED U 1%

[.2.2 TUNEL $ A i B8 TUNEL 20 i o8 1[5 A37 #6 0 i8 71)
#(EE Roche 2y 7] ) it WA HE A7 48 47 . 5 B0 40 M2 e 1 95
2 wmol/1. As, O, 4bFEE 75 24 48 72 h J5 28 1k, F 4% 42 % H i
F i [ 5E 30 min, PA 3% H, 0, F L it bR P A i Sk
it AN A (0. 3% TritonX-100) % I 30 min, I
fil TUNEL {R & BRSO pul ( B S P10 9 W TR 12 9k
5,37 CWEFT 60 min, [ B LB ic 75 01X 85 B R 15 1
FAPEXSRE . i POD & 50 wl,37 CFE 30 min, 15 )5 0
BERCT Y DAB (3 50 pl G,

1.3 1CC 4&m)

FEIRSCHRL 2 |4 280 2 wmol/L As, O, 40 3R 72 h J§: 7 1 [
SE I 786-0 411 ig 43 )45 BT A bel-2 (c-mye c-fos Fll pS3 HL oy [
PR CRE I E AT R AT, L p6S PcAB( ffi A,
Santa Cruz 23] ) 4 CE54 24 h, 54 &SR0 11 25 €
30 min, 5 15 70 0 5 B B ) 2R 1 — ik Ak A i T
25 CHEF 30 min, F] DAB ¥ 5 R i 5, 1L PBS f48 —Hiff
DA R Xk B ()bt 458 57 BRI ot B 4 P 4 i 8 e i 0
AT RE RO AT, BRI A SRR AR P A3
L, BEFHALAL CM-2000 B 78 A= 49y B2 2 P 9 43 4 2 G 4k 3, 3P
PN FEEL(AOD)

1.4 RT-PCR #&im|

8 A SCHR 2 198 3 % B 4 0 2 pmol/ L As, O, 20 B 24 | 43 )|

R 24 48 72 h JF 4 0k, oA A0 AR R B2 1 x 107, ST BN A

1 ml Trizol( AR TFRA A A)) 4RI RNA, - 20°C {4
ffo cDNA(RT) & i ISR & (LA TRA PR Al 4
VEA T8 S5 A S RNA (1 g/ul) 2 ul, Random hexamer 5|4
Lol JCHERE 2B oK 9 wl 70 CHERT S ming FENIA S x S 1 2%
Al R EE R 20 U/l 1wl 10 mmol/ L dNTPs 2 pl,
25CHER S min, BT HNA M-MuLV 0% 5520 U/ul) 1 pl,
25 CHFE 10 min J5 37 CHEF 60 min, )5 70 CHEE 10 min
PR, PCR BUREIR F (K A48 W)) o 25 pl, £ 10
% PCR buffer 2.5 wl, 10 mmol/L MgCL,2.5 wl, 10 mmol/I. dNTPs
Il 20 mmol/L G141 1 F0 514 2 & 1 wl( bel2; 5'-GGCG-
CACGCTCGGAGAAc-3', 5'-TAGCGGCGGGAGAAGTCGTe-3'388
bp;  e-mye: 5'-CTGGCAAAAGGTCAGCAGTCTGCATCACCTT-3",
5"-TGTCTCAGGACTCTGACACTGTCCAACTTG-3" 187 bp; c-fos;
5"-GAATAAGATGGCTGCAGCCAAATCGCCGCAA-3, 5'-CAGTC-
AGATCAAGGGAAGCAGATCACAGACATCT-3" 236 bp; B-acting
5'-GACTACCTCATGACCT-3’, 5'-GCGGATGTCCACGTCACACT-
3', 313 bp) S U/l Tag DNA JE450 0.5 wl, eDNA 4 pl,
WK 12.5 pl, F GeneAMP PCR System 9600 PCR 1% ( PE 4%
), 94 CHEF 5 min, SR 5 94 CAFPE | min, 55 C i &
I min,72 CHH 2 min, 40 W, Hf5 72 CH 1 10 min, ¢
PCR 1979 5 pl 1£ 1. 5% B SEME (& 0.5 pg/ml ®ikz
BE) HPK T EG 2 Pharmacia Master Imagine 45 2B 1 0 1% 45 7
FGEIAT F A kKO 2 5 it b

1.5 ISH # |

o FEURUAL 2 A2 (RO T i P A ) TRABRA )
HIPRAE R IR T - S IE Jy 55 97 /7, 4% 2 5 F g/
0.1 mol/L PBS(pH 7.2 ~7.4) 55 [ 5% 30 ~60 min, —20 C{#
ffo 0.3% TritonX-100,37°CHFF 20 min J5 45 H 40 pl fil 2y
L, 3TCHAAE 3 hy WA 30 (& A NF-kB p65 T8 11 &
H A AR (D 5'-CACCATCAAGATCAATGGCTACACAG-
GACe-3', @ 5'-TCTGGCAGCTGCCTCGGTGGGGATCAGATe-3' ,
@ 5'-AAGACTTCTCCTCCATTGCGGACATGGACT-3Y) i J& H
5.0 ng/pl, K T 30 ~ 40 pl, F S x SSC 12 £ 4,43 C 2%
43 h, 418 2 x SSC,0. 5 x SSC.,0. 2 x S8C i J¥ T-37 C & %
2 K B 20 ming i B0 AT (S% BSA),37°C H F 30 ~ 40
min, FHREN A 90 B AL BT & 3,37 CHEE 3.5 ~5 h,
0.5 mol/L TBS S HE 4 Y. 0 SABe-AP 37CHFF | h,
0.5 mol/L TBS S 4 k. BCIP/NBT (a4 1:20 14 L4
J10.01 mol/L TBS(pH 9. 5) fii 5, Wi Ml e (0, e
F o7 e P P 2% 3 A A BR P B LA 40 200 o A% 54 ) B 7Y
SR AR PR Y 5, E AOD [W] 1CC Jrtk .

1.6 Western blot #&

B8R 1 x 107 K5 35 40 B, A 4 °C TV i 8 2R 1 4R BUR
[200 mmol/L. HEPES ( pH7. 9),0. 2% NP-40, 10% 1] i,
400 mmol/L NaCl,0. 1 mmol/L EDTA,1 mmol/L DTT,1 mmol/L
PLEEHH 0.5 mmol/1. PMSF, 10 pwg/ml 5 ik % ( Roche 23] ) |1
200 wl, oKifE 20 min, 4 °C 10 000 r/min &> 10 min, 12 ¥,
WL i, TS A T S e/ ml, —80 CHRAE, R 20 pl £
BOTE 7.5 % PUMRTEIG 21 55 SN 3. 9% PR I M TR 2 2 ) i L
SURFRLDK o G B I o 78 5 T AR AT AE B ( 2 [ Roche 23 7] )



$17

FEARL . As, O, S A T86-0 A1 T R H A LR 6 B 1679

T 1 TR M TR A M - R A TR A RS
{4 C . HEMACA TTBS i S iR 87 30 min, 8 A/
FARHS R —Hi P-65 PeAB[ fufit A (Santa Cruz 45 &]) | F TTBS
W BE 1: 200 BB HFE 0.1 mlZem® HLA 4 Cat e, TTBS ik
TEE 3 U, T AP 3 AT 4 B 1: 500 B BR 0 h0 L Ll E B R Ig
(Jackson 23 #]) 1,37 CHEFE 2 h. TTBS Pk 3 Wk, P PBS &
2 . 4% Western blot %26 H] A i Fil B 3 ( Satus Cruz 4> d])
FRIRGEH A TR L1 ~2 min 512 &L A, TE
X R (RIGAA &) B 1 ~2 min, 582 F BEURE B8 FH S8 e B8 1% 4
#1 Z 4t ( Pharmacia biotech 2% @] ) $148 5 A HLIR L FH Image Master
VDS Software {938 31 15 D7, 8 E 5 b ] DA RO 0
{E(10D) #&75 .
1.7 EMSA #im|

WO 1 x 107 BE R AL, A 4 °C BV 00 B R 1 SR IR A
(10 mmol/L. HEPES,0. 1 mol/L EDTA,10% Hif,1. 5 mmol/L
MgCl, .1 mmol/L DTT, 1 mmol/L PMSF, 10 pg/ml ALK % ( Roche
A 1400 wl, vk 30 min, 4 C .3 000 r/min, H.L> 5 min.
FE bW, MmAEE ORI B [ 10 mmol/L. HEPES,
0.1 mol/L. EDTA,10% 1,400 mmol/L MgCl, .1 mmol/L. DTT,
1 mmol/L PMSF, 10 pg/ml 2K 217 100 ul, 2K 30 min.
49,12 000 o/ min Z.0 10 min, © %S, B E LRI
A1 wg/ml, =70 CAF. 7T NF-«B S5 faid K A2 pl
NF-kB 5§ ( Promega %5 @, ¥ 4] % 5"-AGTTGAGGGGACTTC-
CCAGGe-3', 3" -TCAACTCCCCTGAAAGGGTCCG-5", 1. 75 pmol/
pl), 1ol T, ZH AT AR G 10 x buffer, 1 wlf 'y~"2 PIATP( b 5 ¥
K25 6],370 MBg/ml) 1wl T, Z 8 AFAIHAG (5 ~ 10 U/pl),
5wl EMAGAK 37 CHEA 1 h. A 0.5 mol/L EDTA 1 pl
RN IS 89 pl TE 28 shige M8 . RiR BSOS B0 HE
T 100 pl TE % ,50 000 ~ 200 000 cpm () £ £+ a] L1 {f
F, =20°C{R4F. NF-xB SERLTTRRERE 5 R (025 & T i A
AU 4 pl 5 x 457 buffer,5 pl B8 1,1 pl NF-«B $%%1,10 pl
KRR 3T CHEA 30 min, T 7% JEA# 5 9 15 B s I
SRR AER T 20 CfTHLPK . 30% pKASERE]5E S min,80 C T
90 min , =70 C {55 % 10D [7] Western blot 77 .
1.8 #itFa4m

BAELL x £ 5 Fon RS SAS 6. 12 377 1 £ 30,

2 &R

2.1 FCM #&m 4 je 8 — %

FCM J3 B4 DNA 25 85, 55 5% 58 9 A0 (0 1 T 20 it i, 2
FRAEME I A (A0 (R 120, TF G 08 ) | SO JE 40 R 12 DNA
W 2R A/ B DNA NS e 88 ey 45 582 S 388 1 e 1% 1y L
AT LA B0 T A ). 2 pmol/ 1L As, O, 4bFE 786-0 4 24 |
48 72 h 5 AHRUE T ER AR R0 0.9% 3.4% Fl 11, 4% ,5 pmol/L
As, O, AbFR IS 435924 1.2% 10, 5% 1 14% . Ffi# As, O, e 5 64 7
i VA PR ) 9 2 5, 20000 8 1 A A 6 8 L £ 5. 0 pumol/ L
As, O, 1 FH 786-0 4l 72 h J5 4 0 T S A s
2.2 TUNEL 3# R4z s e o 4 R

TUNEL $ A 25 5 B 75,2 pmol/L As, O, 4b 58 786-0 4

M A B M O . 786-0 AR ZE 2 pmol/L As, O, 1
24 48 72 h IS AIML IR A B R 3. 8% 6. 5% #1114, 6% . il
RHHBLAAL 1. 3% . il 4 i, S 90 4145 i B A i 8 1
S B2 A B E 2 (P <0.01) , As, O, 1 FHAS [ i ]
B O U8 1 2 2 ] A A B S 3 25 R (P <0.01) (iR As, O,
AT LABH %S 786-0 ANMHT- (1 1) .

A: & 840; B: 2 pmol/L As, 0,4 72 h j5
1 786-0 A0 As, O, AbIRRHI/F TUNEL LR ( x100)

2.3 ICC #&m| 4 R

NF-kB p65 Fl bel-2 5 £ 26k {0 T 7860 4 M i 40 1l &
c-mye 8 1 F A0 T UL/ A HEA% , o-fos 1 pS3 3 (3 KR AE
TN R . X BEZH A0 A, NF-kB p65  bel2 | e-mye Fil c-fos 1
b P Pk, BB B (A, pS3 JE [N LS PR 28 2 pmol/L
As, O 4E 1 72 b I, 4 AR T poS F1 bel-2 | ZiHRR/ 40 d #% c-mye
FIA L% c-fos TR RN U5 , 2 55 PHIE ik H pS3 KN
B A58, BTG T ROR % E ([ (AOD) B A i F k2
(P<0.05, P<0.01)( 1),

F1 As,0,% 7860 £ NF-kB p65 bel-2 c-myc c-fos
fn ps3 EARZEMFM(AOD, x x5)
£H 7 pb5 bel-2 c-mye c-fos P33
AHHERA] 0.1420.02 0.28+£0.04 0.1720.03 0.16 £0.02 0.06 +0.01
AL 0.07 20010 0.07 £0.01" 0.07 £0.02" 0.08 £0.03* 0.12 +0.03"

a; P<0.05, b; P<0.01, Harmaresx

2.4  Western blot 2| 2 %
As, O, 4k BT 786-0 £ il NF-xB p65 ) 10D 24 (327.48 =
12.34),2 umol/L As, O, 4k H8 72 h J5 NF-kB p65 ] 10D Jy
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Koo o Rk 55 29 %

(106.99 +7.40) , {5 10D 5 (L4 i 5 2557 ( P <0.01)
2.5 RT-PCR #m| 28 %

As, O, 4b H i 786-0 4 bel-2 | c-mye Fil e-fos mRNA 1) 4
B kBB 7 0,80 .,0.91 F10.98,2 wmol/L As, O, 4L FH 24 h

2 000 ivp *

750 bp— 1 D00 bp—+

750 [\P »

5000) h‘\ +

— — —
52 - e - 500 bp—
230) !\lw - -

100 bp— 250 bp—

100 l‘l‘ +

: DNA 4F 4754t : 1

B8 AR 2

24 h; 3; 41248 h; 4

G414 0. 67 0,73 10, 71,48 h J5 4% % 0. 55 .0. 58 il
0.51,72 h J54r50 4 0. 36 0. 36 1 0. 23, As, O, 4L F ] 5 786-0
AN bel-2  c-mye F] e-fos mRNA 3\|f\ KRR R (P <
0.01 ), FLBfi R (1] 2 ifig 5000 ik 355 ( (3] 2

1543 bp

994 bp—
313 1‘[‘ 6u7 11}1
+—187 bp -’12 b=

Bydiop= «313 bp

237 bp 236 bp

: 472 h

A:bel-2 mBNA;B:c-mye mRNA;C:e-los mRNA
B2 2 pmol/L As, O, 412 786-0 4RI /5 bel-2 c-myc c-fos mRNA FiEFHFE(RT-PCR)

2.6 As,0, 47 786-0 40 fe 7] /& NF-kB p65 mRNA &
EH R
786-0 #iiffy p65 mRNA 22 15k (14 [ 7™ ) 5 (v ]
A% A, 5 05 45 0 ks, AOD 24(0.30 £0.05) ,2
URTE T2 h S AL NF-kB p65 mRNA #5455 55, AOD Wy
(0.09 £0.02) ,#5 As, O, u] LU 5 R 74 786-0 4 fith NF-xB
p65 mRNA (1) #i5( P <0.01)
2.7 As,0, 42 A7 /5 786-0 #m i NF-xkB DNA # 47
P A g EMSA #m|
2 pmol/L As, O, 4k 786-0 4l 72 h 7 NF-kB DNA 45 &
i PR A P B R I, As, O, 20 BHAT NF-xB DNA &5 45 35
10D J7(1 643.68 = 123.51)  4bHS 2y (566,05 £26.95) , 25 5
He @ & (P<0.01)

3 itig

e 25 0T g 1 ) e T i L 2 S ‘Tll p
e O YT 0 o B e 25 - M I o
T B B (7 B I A0 ' e Y S T E e
EEFFEIUESE, 25 2 wmol/L As, O, 4b ¥ f5 1 9040 o i 1
T 158 i o € A I 2 B e B A R O L
o280 705 B o (6] P 2 A R A (5 1 B A s DNA B i b
BERC L IR AT IRIESE 22 2 wmol/L L F ¥R As, O, &b
Hi786-0 4S5 , u] UL F SR (5 DNA ’»frmﬁ A
TUNEL $ A8 i /R 2 wmol/L L |- ¥ & As, O, 4k 7§
786-0 4 i H B A LAY 40 A U T, FOM G i) L i g
AR T $RE 7R As, O, ] L) i 3 b i 5 N i
786-0 4 M f 8 T, i A i S A0 O 1 S B % 7860
11 S 8 B 40 ) £ D

11 M S5/ £
pmol/L. As, 0y

Fb BRI AR AT 3RS A A B
Feh 3 ] 8 R 42, 46 M — R B G
SR 24 . &) bel-2 BFFE 8 22, Bl A ol S0 7L 2h 4 4
MO 1= A ) e B BE R 2 — . bel-2 FE Y Bax
T SR AT A %A ."lln-l-l Jé 1k B O TR B
AR & B T Y L B S IE SE bel-2,
bel-xl 8 26 15 19 B 965 2H 21 '| ')[_,fuj] PR S 0fi Bax & &
IR AUVHIH WA T B, JF 5 B 9 ) B L ik B
1 % i bel-2 a] B4 h0 fas *Fll pS3 i S A IR AN e iR
CTRFERT Y o ARSIES 1ICC KGR 28 As, O 2b B S
786-0 ZHMIfF bel2 Hi ik R Ew (P <0.01),
RT-PCR ’.','\_if_# -L R 28 As, O A0 FR FT 786-0 41 ity
AR, 19H] bel-2 HEH
m J: In-i-2 mRNA 1&; Ih_u A St HE] As, O
J§ 786-0 ZH AL bel-2 HLE T AL Ik,
'”éH"I' Bax K& K 3k o {044 W JE2 A
[ 05— 2R A iy A A AL R TP D A2 it 786-0 A LR T
c-mye {E 2805 8 vp A flli |‘."j Fik, B
chol2 g e T F i L 9;'1|’#J Y HT, 55 Ao ) o v R
A E . AL E RT-PCR f;] W OR 28 As, O, 4b
RIS 786-0 4l ffy c-myc mRNA & ik 4 ) B 21 0] 4 g
([, ICC #6547k 28 As, O, Ak F1 5 786-0 4 L il ¢-myc
FHFBERE EW D (P <0.01), £ As, O, 40
786040 M 5 B I T e-mye & [H 1) F& 3K, $#2 5 1)
c-myc SEF Y INAELE As, 0, 1% G 786-0 40 - ch B
11— 1
p33 L[ 2

“I”L nl[ X I'
A A R X

Ii'r‘ﬂ& &
Al it B
f'f hel-2 ﬁ Bax

25 Fof Je 38+ € A 4% d ey F A TR B A
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HU pS3 ot f T () 01 0 O T S PR, AT A S IR A
MO T H 1CC 4G 112 6 B S bn A4S, 15 f4] pS3 [H %
(13.4 %) ,52 {7 bel-2 PHIE(42.0 % ) A R 7E B el
Z1ep hel-2 I T ps3 FFHR T BFIE R As,
O, it EvA pS3 F A Y F ik fIG 1k caspase-3 i 5 H
FEANMIR T A SZER 1CC K IR R 28 As, O, 4b 3
f5 786-0 4 4% P53 (iAW E W (P <
0.05) , %] As, O, AT AEiE L 18 786-0 4 MY bel-2 HE A
B, BN pS3 AR AT, ) B e pS3 Kk
P ik, I TR E 786-0 21 % A= 1=,

c-fos FELH 4 i 4 115 fos 1 Jun 251 & (c-Jun
JunB JunD) JE iR K, #4525 H AP-]
(activator protein-1,AP-1) . c-fos {f A AP-1 i) = B G
Ay A RIS S AL oAb o RN AL ) Py
T c-fos FEDH 5 B 90 1) S M AR BE S B0 AR O L FEAR
SR 25 As, O AL HLS 786-0 #4ilifil c-fos mRNA 2K 14
TR PR (P <0.05) , 7R c-fos BEH )ik T il
WRETE As, 0,15 786-0 4N I TP aF B — i
M.

NF-kB & —FIRE X HER B AL R N T W 5
kB Z5A1E—il, LG MRS T s . NF-
kB G S IKKa/B J, 530 1B WL k-2 %
fl- B A , i NF-«B AL p6S sk WA 4t i i 5 37 5] 41
MuAZ , 55 R RE DR R 3l 1 R I 9 45 5 O T I A G ik
PR 7 . NF-wB AT LAY 200 B 0 ol 4 A G i
T HeREAH K 9 BE ], NF-«B {54k 5 2R 0 & 4 &
JB B, LA B MR Ak 2 25 9035 S e o 4 i O T A
T A s ] B ICC FI Western blot 322 46 ) 2
pmol/L As, O, 4b B8 Ji; 786-0 41 il 5 , 786-0 £l ffd v
p65 7 [ 3 1 e b T I B PR AEG , TSH 4G 7 As, O,
Ab S 786-0 4ifflf p65 mRNA ik T [, EMSA 460
BR As, O, 4 BLES 786-0 4 fifh NF-kB DNA 25416 PE
W] A2 B0 . LB As, O ATRAM G| T NF-kB #) 2 fiE
G55 . o8 As, O, nl AEIE LF 4 ] 786-0 41 Jifd
NF-kB (15 546 5, W CE NF-kB A G RE [ 1§
SiE, 3K B 786-0 A0 A i) 19 B RS S 08 Oy AE
milj -

22 DL B R As, O, B AT B 1 &
786-0 AR T (7, AP 0] BB S NE-
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