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FE, R0 o T A2 X 368 11/ FE-VRE 33 R BRI ZH 4 I
NF-«B 5P BCH I A ) 52 )
TR FFH OHM

[ ZE] B MWL Wistar K FUs ARSI/ FHE RS, Bk A% kB ( NF-B ) 15 24 K HE fb 19 3%
AKLAEE  FF T RN TR (FNS) X, ik B EEYE Wistar KR 27 1 BEHLAY M IE 41, 4
A0y e g B T PR A 2 (R 2R ) Ry e i ot L T R + FR /NI TR IR T 4 (ENS 397 41) . SRR
2 ) 5 A O R+ 3 JBk PA) 2E ( MCAO) ARSI s (BT 3277 2 e, AR 40 P9 32 s 0 49 SRy e ofi. 2 b/ P97 3,6,
12 F124 h 2, BRGNS AT o] T T Ak B, FNS 3R Y7 ZLZE Bk 1 2 h PR E R 2145 7 FNS 697 1 hy H
Western blot 1216 & I fiki 20 SUZ A 5290 NF-xB p65 &5 935, FH L PRI RS 2822 73 i (EMSA ) A6 il
AR Y1 NF-kB DNA 25515 PE, &R EW AR ERA LAY A & NF-«B p65 814, NF-xB
DNA Z5 G PERRHS , ASERY 21 P v 25 i (R) o, BV R v 3,6, 12 T 24 h, NF-kB p65 & H & &3 & T IEH
P FETES WAl 12 h R & T IERW A (P <0.05) , BHIZH NF-«B p65 & H & ARl . FE T
3 h < FHEVES h < FEHETE 12 h, F0EVE 12 h kI (E , B ZFBAGH#E L (P<0.05) ; A 24 h i
NF-kB p65 & H & & W AKX T H¥E 6 hFl 12 h(P <0.05) , BRI NF-«kB DNA Z55 TG PERR P 3 h 4k,
HAr 3 A Al s34 g S TIEH A (P <0.05) ;A4 3 7 3 h i, NF-«B DNA &5 A7 PE I B 5 T4 N
HA 3 WAL (P <0.05) ,3X 3 ]S Y o S s RS N 22 RS2 L (P >0.05) , FNSIAIT
21 NF-«B p65 7 1 75 & NF-«B DNA 25476 M AR b i 3 S AU 4 AR, o, FEETE 6 h A1 12 h i,
FNS 6972 NF-B p65 7K [1& 7 BH B AR T A 20 AR 07 i ) 05 (P < 0. 05 ) ; B 6,12 Il 24 h B, FNS J897
2l NF-xB DNA 25475 4t B A TR Y 2H AR R ) B) 05 (P < 0..05) o 8518 R BUJR) b o g ot/ -9 3 )5 B o,
JlZE 47 NF-kB 1AL R i M 58, FNS A T8 NF-xB J5 AL P2, 1] NF-xB DNA 454 1% Pk, X AT fig &
FNS B “Hi " ERMEEIIZ —,

[R@R] HRBUNNRTU; kb fHEd;  %ET-«B;  DNA 5576V, HIIKIERSRkE
SANIREN

The effects of electrostimulation of the fastigial nucleus on the activation and the activity of nuclear factor kB
after cerebral ischemia-reperfusion WAN Dong,LUO Yong,XIE Peng. Department of Neurology,The First Affilia-
ted Hospital ,Chongqing University of Medical Science ,Chongqing 400016, China

[ Abstract] Objective To explore changes in the activation and activity of nuclear factor kappa B(NF kB)
after cerebral ischemia-reperfusion (CIR) in rats, and to investigate the effects of electrostimulation of the fastigial
nucleus (FNS) on these indicators. Methods Twenty-seven adult male Wistar rats were randomly divided into
three groups: a normal control group (n=3), a CIR group (n=12) and a CIR + FNS group (n=12). Middle ce-
rebral artery obturation (MCAO) was established by suturing the right MCA , and the treated rats were then randomly
divided into four subgroups reperfused for 3 h,6 h,12 h and 24 h. FNS was administrated to the CIR + FNS groups
at 2 h after CIR for 1 h, while there was no treatment of the CIR group. Then the expression of NF kB p65 protein in
nuclear extracts was detected using western blotting, and the DNA binding activity of NI kB was measured by electro-
phoretic mobility shift assay (EMSA). Results NF kB p65 protein concentrations in the nuclear extracts were in-
creased at the different reperfusion time points, especially at 6 h and 12 h( P <0.05) compared with the normal con-
trol group. NF kB DNA binding activities were also significantly improved at 6 h, 12 h and 24 h (P <0.05). Com-
pared with the CIR group, the levels of NF kB p65 protein in the CIR + FNS group were distinctly decreased at 6 h
and 12 h after reperfusion (P <0.05), while the NF kB DNA binding activities were obviously decreased at 6 h,
12 hand 24 h (P<0.05). Conclusions The expression of NF kB protein and NF kB DNA binding activity can
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be inhibited by FNS, which might be one of the mechanisms of the anti-inflammatory effects of FNS.
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AT AR [ PN Ah A E 5 e B, R IR/ i TR
(electrostimulation of fastigial nucleus , FNS) A] =472
PR E T . FNS BT 3R i ke 1 f 22 b i O 7 ()
FRIFIR D I i IS 22 Fhak & v g v IR T
freE 4 HidE FNS 1 h, ATRRBESS 10 d PR BUKA
P P 3l ik 4] 2E (middle cerebral artery occlusion,
MCAO) Fr UK EFLIR R4 /N2 50% |, AR D RE I b 2
200 SRR el KN Bz SR SRy 3 A I3 ( regional cerebral
blood flow , rCBF ) H il i 1E. % % MR 21 19 300% , (H A
B 2O AR R i e A2 KB MCAO LU A%
T FNS 1 h, Rl I RESE AR R D 1k 509% L L, HoAE
B 5 e 1 R S5 DX i F T %) 9 i 5 B AE K B MCAO
JE W] 6 h INZ5T FNS JRI7 , BRI SE A FR 4 /)N | g
KA

FNS G830 A2 38 i A L A # H w22 OR300 VR
We7 #OMARIAR  FNS A R 20 f 4 AT g 5 A
DAY B T %) T AT O e i R 1 i O B 80 R P R
308 31 ) i e AL S 28 R S 92U 240 e 0 o B
BRTEAYRITFE K B, FNS 52 BE % It 9ok 2 i ke i okt 14
RYEAMALAGIRIE , T VA 40 A6 26 B 5 F-1 (intercellu-
lar adhesion molecule-1,ICAM-1) A —F LA S
fiff ( inducible nitric oxide synthase ,iNOS) %5 % fif #H 5¢ [A
T I (B g i i/ P ) Y R X 2
R 7B 2 35 D) 57 42 % 5% I F-kB ( nuclear factor kappa
B,NF-«B) 45, NF-«xB 788 6k 1l J5 o i AL A
A FIER AL 2B 1 O BT, 2T FNS X
ik M5 NF-wB (93 B2 % A A JC B R R, B
i AR IEATIRANIE

AR FH Wistar KR MCAO #5548 L FNS Ry T
Tt it , W FH Western blot 1 L yik 1 #% 38 20 A% 43 A7 vk
(electrophoretic mobility shift assay, EMSA ) £ I i &k
L/ PR SR ML o 2 ZU% i $2 ) b NF-kB p65 &
FIZRIKE I NF-kB DNA £55 1% P, WA Wistar KRR
P ke i/ PR v I BN ZH 20 R NF-kB A9 1 M HL
FRIFEAR B A FHERTT FNS X H S, A% 5 5Kk 7
E— 0 RS FNS 19 U487 AE SR O 4 A PRI

RS
— SR

BCAE 48 BRE ME P Wistar KB 27 R, K& 200 ~
250 g, DU 1|45 B= 22 Bl 27 B 52 56 3 W 0T 5% T 42 43t
NF-kB p65 £ PR IR PEB IR bR iC E PR 1eG

Focal cerebral ischemia-reperfusion;

Electrophoretic mobility shift assay

Nuclear factor

A Santa Cruz 2 & 72 & ; 58 I 2 R U 430 R 403k
&M Promega 28 &l 72, N & HeLa 41 9% dh 329 |
T4 ZKEFF BRI NF-kB 45607 5 10 XU 3 R TR
R%F(5°-A GTT GAG GGG ACT TTC CCA GGC-3’,3'-
TCA ACT CCC CTG AAA GGG TCC G-5°) .AP-1 454
N7 25 ) BUBE S5 4% 1 BR B 41 (5°-CGC TTG ATG AGT
CAG CCG GAA-3",3-GCG AAC TAC TCA GTC GGC
CTT-5") LA 5 x 254 2% il 55 5 poly (dI-dC) poly ( dI-
dC) W F Sigma 227 ;[ y-2P]ATP (5 000Ci/mmol )
| ARY /M W /N W T O S ISR ¢ 1 N R € ) N
FEAE A 92 1 Bio-Rad 28/ 7= &b, MG #5 R Scan-
Maker E6 &4;, KL IR BE MR FH 2.0 il ImageMaster
VDS #ff,

— B
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S Bl Jey ke i i 0l PR T A (RTARBE A ) 12 R
Jry b R s L P E R+ R SRR i TOUR R 9 AL (TR R
FNS Ja T 2l) 12 H, FHorp BB F FNS 3897 4 53 5]
FR PR 1) 23 R A e it 2 b/ BRI E 3 h 6 h 12 h
24 h 4 AW, BIH3 Hehl, EWHARET
AEfa] - FiAb

= TS A PR AR

S8 Longa %5 ° A% B4 HRGE /9 5 125, R4
3PN Bl k2 A 1 i) £ K R MCAO #EY I8 i i
5 3. 5% KA S (350 mg/kg TR BRIE R UG K
WEMEE TFARSG b SFUER Y0, B MR iE 4
DT Bk, B0 3k ot o 225 RN B 8 0 Ah sl ik, 25 4L
VIR N sk, AR TIHESA N s ik sk E— A5/
PO, 3062 5 mm WA BREERAY 2 e a2k (1A
“0.25 ~0. 26 mm ) M A5 il 351 S 2l ik 4 A 250 3k
SRS K 3 AR A SN BIIKZS 1.9 ~2. 1 em A i
FURH 7 Ry A Hh Sl GRS 4 b e ZE R I (bR . AR ZE R
ferh sk 2 b S, FRRREEsh ) , i bRk e 2 #1418l bk
WRum N, SEELEE T
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VS X0 AU BRGSO R ST A
P -2 i /N T JE s« AT [X1 Ry 2 a5, Sk i 2 IR
PEEHZRIJS 11.4 ~11.8 mm 55 0.8 ~ 1.0 mm I
5.2 ~5.7 mm, TEZM R FARAL, 5 A BN [R50 5]
EFEAR (ELAR 0.1 mm) |, ASRISCZE /N T0 4%, FH /I
il T A% RSB ( F B DK 2 B L AR T R 5 T A
i) 2 AT A0, AR IR D R 50 ~ 100 Hz, I R
0.5 msHYE AT KR, TR 50 wA 85 /M ik
TOURZRECER A, LA R R PR e %66, P B J
BRI O PR A i H 3 v VR A RS D bR AR
FREERIT L ho G AR b Sh oy 5 4 T R R S
FIREE RS RBRET i, 2 Gk e, AR HRRET
HLARER ORI | BRI T A ik 1 g v

TSR YORE

S B T4 WS 8] 2 3. 5% Tk A
TRIBRIE , FF 250 WEE 1 24 100 ml A B R 7K )5 W7 Sk B
0, LA 000 A i 2 ik S 8 A DX (R i ot 0 ) Ay SBORA
X HEFRFRIL 0. 1 g BZH 2, B WA ORAF % 1. D)
EVE S a1 N LAY (PO

N il 25 B 4 2 A AR )

F0. 1 g ANAIZUR A 1 ml DKV AR 2400 [ 1
43K HEWE 0.5 mol/L. HEPES 10 mmol/L ( pH {H7.9) .
MgCl, 1.5 mmol/L KCl 10 mmol/L . EDTA 1 mmol/L H
i 10% (V/V) .DTT 1 mmol/L PMSF 1 mmol/L . Aproti-
nin 5 pg/ml Leupeptin 5 pg/ml ], FUK E2JH 2 ~3 min,
BIGLHLSE 278 AT KIS 30 ming v Sigma VN
72 1-15K BURIRELOHL,4°C F 4 000 x g 750 10 min; B
VE GRS 2 ) BT 4°C R Y Ep B,
WREIR , - TOCIRAFEHT, #HH0.5 ml vk sk 2
TR ETTNE , TR 21 ;4°C T 4 000 x g 5.0 10 min;
F B3 IU0E (B A MEAZ ) TR 0.2 ml K% 1)
A% 245 [ B4 HEPES 20 mmol/L(pH £ 7.9) |
MgCl,1.5 mmol/L. H# 20% (V/V) .EDTA 0.2 mmol/L,
NaCl 0.3 mol/L . DTT 0.5 mmol/L PMSF 0.5 mmol/L.
Aprotinin 5 pg/ml Leupeptin 5 pg/ml ], ZHIRE], VK
60 min;4°C T 12 000 x g &5.L» 30 min; B 3% (S
Yr) BT 4C TR Ep B AR, - 70°C RAF,
FH Bradford -7 0 7 A% A H2 400 v R 1 R B2 O FH A%
SURRCHAZAR Y VR EE T 22 2 pg/

-+ Western blot 4]l

FH 109 2B MEAN 7% B2 - - Joe FE A R B 3R TN s Tk i
YRR L UK 7% (sodium dodecyl sulfate polyacrylamide gel
electrophoresis , SDS-PAGE ) 73 & % 50 g £ H #0944l
FEW) s UK GE RS K A 1 F 2 B 2R S R AT 44 2 58 TT-
BS UEMES , I NF-kB p65 % 2 5 B iA TR (i ke
LB 1:500) BB, 4 °C i3 B2 (16 ~ 18 h) s TTBS LB 4

e, TEPEBERR B AR IC E D00 1eG TAEWR (F R L 51
S 1:1 000) AR, 37°C R 1 h; TTBS YRR 4 5, B i
F 8 A B ERE B2 B IS 4 BCIP/NBT TAEW T, ROG R
5 ~ 10 min; 2 1k AN, FH HRKEERE A, H
SR R IR RERL,

J\.EMSA

FR A B Je A % R el AR 43 BT 22 G a0 6 vt B S B4t
YEFE R TS , Pl BB ERE AL TR H T4 24
HRIAEER: NF-B 85 Fric L y-7P; # 57 DNA-B &
HEs & R NVAR R 456 RN YT 7% AR R N
Pk e s FEL VK FELTK &5 o, BT e , B Tk L, 5
— T AR B 35 37°C F T4 hy - 70°C R AU H
W3 d; eI R e R RS

JUBER HL KR B R A i S 56

N 4 FhOAS[R) B WA 2, BV BH A X R R N A4 &R
(7 HeLa 4HMIRZEREY) 2 wl) FIHERT BN AR 2R (&
HeLa AHAIAZ SR 0 ) | AE 48 51 5 40 410 ol S s A4
[ Hela 4R $EHLY) 2 pl RARiC A AP1 R4t
1 Wl (A4 TF - P FRICHY NF-kB $54HAY 100 15) ] 45
SEPESE MG S AR R (7% Hela 20 LAZSEHCHI2
RFRICHY NF-xB #4%F 1 pl) . 7E 4 RN [E R B A ZR T
BN S x G55 Gl 2 wl, I FH O IR Bl 2l K 4 b /2
2RO wl, FRSARER TRV 10 min 5,1
A y-2P FRICIH NF-«B #8451 1 pl, E0F 0 20 ~
30 min/i7 , PEAT EMSA KM A S H S5 .

T P T

Western blot fif§ iR £ 4 25 I 7 Fll EMSA i B
(A SRR EIAE ) I A A ScanMaker E6 R G k(T
WJEFHE , I ImageMaster VDS EIG 43 B 85 A4 I 2
Western blot % i {6, 257417 (19 L4 D6 %5 FE B ( OD {H) A1
NF-kB 254G H ) F43 OD {H, Western blot 54211 OD
1/ wg TR EMSA 25 R LIFRSY OD (H#ER

+— Gt

SEIEE L (& £ 5) 2, SAS 8.0 MG bt
AT ANOVAS 2347, P <0.05 N EF A G %=
X,

# R

— AN 2 U A ) NF-B p65 & (1) 3
734k K FNS X His¥

Western blot £ 25 5 57 o 1F B 20 K B 2 214
HZ Y h A b NF-xB p65 & [, HERIZH f2 FNS I8
SPATEHEE 3 h 6 h 12 h Fi124 h B} NF-kB p65 8 H &
I HIE R AR b FEE 6 h AT 12 h B, B
KM ENSIRITAH M B & TIEHA, 25 A% E X
(P <0.05) ;2 WA i e 1fi/ 598 1 0 B I 3850335 i P NF-
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kB, BHUL] NF-kB p65 £ & & 12 fba 3ok . piE
3 h<FHEE6 h < FHHEVE 12 h(3 P <0.05) , F
¥ 24 h B} ,NF-xB p65 & & w4 BT HEE6 h
12 h(P <0.05), % HEEE 3 h BFAKFE (P >
0.05) , FNS JATF AL LS SER AL, 4578
BRI/ P TR S I Y NF-kB A9 76 46 B A FEE 1 B[R] 4
Wk, FEETE 6 h AIFEVEVE 12 h B, FNS JA¥7 41 NF-
kB p65 I & i I WAL TR (P <0.05); KW
FNS ] 410 i e 1/ P98 73 5 G N NF-xB (1935 4k, UL
*#1.KE1,

= B 2R Y NF-B {6 R s A AR
{1k % FNS X HEE 0

EMSA K45 5 7 . 1F 5 2H K 5 2 224% Jh 32
Y NF-wB 1EPERAR, SIEH 48 BRAFEE 3 h
A, Ay 3 AN FIRE R [R] 5 A AR 20 AT FNS IR 7 4G
HAZAMEEY H NF-B 15 PEY B E 1 & (P <0.05)
FERIZHEREE 6 h 12 h Fl 24 h, 204U Hhi 9
NF-kB Y52 @G PRRAS 3 AN fa] i ] b8, 22 % 640
AR SL(P>0.05) , HB W& FHET: 3 h B NF-«B
FITEPE (P <0.05) , FNSIRITALM At 3 S5 Rl 2
AL, BRFFVEVE 3 h &b, A 3 /PR I I (] 45 FNS
1AYT L NF-xB 1P B AL FAORIZH (P <0.05) , UL
#1 K2,

F1 HAMALZHIZY T NF-«B p6s & H &KX

NF-kB DNA Z5 516 ML (7 £5)

a n . NF-<B p65 Pl NF-xB DNA %
S (0D fH/ wg ) 1M (F% 0D 1)
R 3 9.28 +1.41 210.97 +3.61
BERIZ
FHEES h 3 10.42 +3.24 214.91 +9.38
FHHETE 6 h 3 20.59 +2.83 4 335.07 £17.41 %2
PHETE 12 h 3 33.98 £3.56 * 8% 404.25 £7.25*2
PRHETE 24 h 3 12.42 £2.07%4 351.73 £20.94 %2
FNS BT 4
B3 h 3 9.53+1.54 209.68 +13.29
F#EE6 h 3 13.03 +1.45 "% 249,30 +17.47 *#~
PHETE 12 h 3 15.19 +1.35 *#24% 257 11 +15.79 *#~
PEETE 24 b 3 11.54 £0.99%4 237.18 +8.76 **2

W SIER A I, * P <0. 05 ; 54680 41 AH 7 B ) 55 3L # P <
0.05; SHHED 3 h N AL, 2 P <0.05; 5B 6 h N LA, " P <
0.05; SHME12 h HN LI, 2P <0.05

Wmaa FNSH# T4
FE#4 R3h R6h RI2Zh R24h R3h R6h RI2h R24h
1 2 3 4 5 6 7 8 9
- mmgae — —  —

R AR
1 KL SUEHEE Y T NF-kB p65 2[5 i ( Western blot #:1])

maa FNS¥ 7

IE##4l R3h R6h R12h R24h R3h R6h R12h R24h
1 2 3 4 5 6 7 8 9

NF-x B DNA%: & # —»mﬁ *

WERE —

L RACE A
B2 ALY T NF-kB DNA 454751 (EMSA #:1)

= B F TG B R v A S 5 R

HeLa 4 0 &2 dh 329 Hom A v-2 P #R1C B9 NF-xB
PREF IS, B 58 1 NF-kB DNA 254 44, I ZE A
100 5 ARARICHY NF-kB £ K R AIBEEA LA Hela
YA SR I AR R TP 3K B NF-xB DNA 455 4%
i, BARPRIC B JC AR (AP-1) XF NF-kB 5 DNA %%
AT B $E8 EMSA K25 B BA R e e e
PEFIREENE, UL 3,

NF-x BDNA%Z & #Hf —

WE R —

TE 1 AR IR 52 g BT I 3 e PR SE Al 14 DAk 45+
PETEA
B3 BERH KR RS i SR g 2R

i

NF-kB 2H sk A F RGN EZ R R, S5 2 F
SR T FATR DR TR0 T 4 20 i T,
PRI AE o A PR T 5 A FR O P FE . NF-kB
FHH p50 Fl p65 WA Fe2H 1Y, HoE 4 F N i
[ 300 IR S Rel JFUEFE F 4 i 1 7= 1) BA i
AIRVEYE , B2 A Rel [FIVR X, Rel [A]¥ X £ £F DNA
gEA ThRESR R TR cAMP AR A 2
A BERRACA 5 RN — B A O P 41, Al B 7 i EOIR S
N, NF-xB 5 H:AM | K F IkB 454, JE i, NF-«B/IkB
SAMR, BT NF-«B € 0751, NF-«xB LLJG
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TEMERIE A T b A2 B AR N FE R VR
R A2 RE A R (A AR SR AE R -, AT R -
1B %) R/ EERIG , kB & A thdiyz 24k &
T B, 258 NF-kB (4% € (L7 51, NF-xB Bl %
AL, HAR P AR, S R A 8 T el a7 1Y
kB DS S5 G H SR R L SER R A Ak, L HE
i ot 1L/ FEERE VE AT I NF-xB 32480 [ i 58 i e 1
I 4 5 R R RO TG Ak, T AL A NF-kB AT 540
N BN R = 111 B e R AR L Ny = S W S N
FEIE R LA A L PN 65 A 28K, DT T i 4 AR 2 I 1) %
FEER g e 1 J 24k 2 e 4 M #4057

EIE RS NF-xB A7 T % b, i 35 AR 25 1Y
NF-«B EZAF MO, DRk, A6 0 40 g 42 9 NF-xB
HyFEik it 1T LR ST % NF-xB 15 1k S A% 5 7 i 7K
S AHFGEIN ] Western blot B T 4% 2H Ak BBk 1L
G2 AR Y T Y NF-kB p65 & K-, & BLIE &
K B LU P2 A7 7E D i NF-xB p65 1,
FEMALE I8 AU AR BDIRZS R, NF-xB BYTE AL AKF H A,
1A W/ NF-kB FEALHE A AN AZ | 33X i /K 7 19 %
I fEJE NF-kB S 5 ZF A g b iy . KR
SR L 2 h/FEEYE 3 h 6 h 12 h 124 b, Bk i i 20
SUZ Y NF-«B p65 /K38 FIEw 41, b
HEFR#EE6 h A 12 h 5 IEFA b, 2R Ea50T
SEE(P <0.05) ; HoB AR (b B2 FRETE 3 h < 1
FEE 6 h < FEVE 12 h(3 P <0.05) , FE#EVE 24 h i}
NF-kB p65 i /K- B T R, BT i
6 h F1 12 h 7K (P <0.05) , B JRpkd i ifin/ PR v
PRI S A R B Al i 20 27 NF-«B (035 1k 2
DA IFEAA PR RO . AT 9% i EE
RS TE] A PN, T 12 b 2 SRy e i ke /P8 3 A B i
N NF-kB 1G4k K A% 6 0 7% A= 1 e DA ek i) 3 — s {1
PR A s [) 1 G55 WAt /P VR 40005 i i P A 22 4 P 4
PR -2k MR s WS ] AR W) &, I 2 P 4 e P
AR 1110 7% e oL (1B i OA 1S1 R s e W 1 0 R
Tl ) DU R (I -3 R BB R ) 4, X
BRI FREAEPUIE 1 h 2k LIH,12 h k&
UWg,2 ~5 d JEZRaRs/b , S Ml i/ P e I i P %
AL NF-B 78 Hog B A= #5 #5 vb nl 8 & 4% 31 2 A4
o KBRS 2 h FHEERZIZT 1 h FNS 3R
¥7 I , TR — i [A] f fi 2H ZUAZ A B2 H ) NF-kB p65
AT TRIRIA Rl 2 s 2 h/ B 6 h 1
12 h 5} FNS VA7 4 SRR oS, 22 A St h i X
(P <0.05) ,#&7~ FNS n] BH & 4100 61 Jay b i ke 1t/ P-4 1
KUK N NF-kB 35 SAZ A7 10 % A

NF-wB 35 I 7 8 A 20 A 2 L 5 il i R
DIRER TR ANIEAL (FUEIF AR SR A A% 1) NF-xB

ABAE 5SS s Fodan 7 ) «B 745 A IR
HESEHTTIIRE, FX L AZMHAERS S —I =N
SRR L 7S O W 2 & =g DRV AN A B BN | 2
JL5 DNA e R4 JUHDE IkB KIGAETH T NF-xB
5 DNA 456X —A TP RIET EENER, ARk
- TkBa kBB Fl 1kBe 5 #F fiE ik AR N NF-
kB 5 DNA AY%54, 1 H IkBa i fERHAZ N Y p65/p50
SR T RIRM kB 254508 B R T ORI iz K,
A S ) NF-kB 5 DNA 454, A WFoe KBS h
B TR S M o B B R S AR R Gtk A 2
A% , BS54 AL T8 LIRS B NF-kB 254, FH1E NF-
kB SHIIEH A kB {7 s 254, PR MK NF-B B DNA 45
AEPE, XSS SRR, A% B NF-kB p65
KRR L RE Sz i NF-kB 35 AL AR B T 5 7
22/ TR B4 Bt NF-kB Y DNA 454 1% P B 1%
DRI, A Sz — A2 107 FH EMSA A6 100 i 2 2242 ik B )
H1K) NF-kB DNA 45 &35, 4550 % 2R, K SRk v ok
M2 h/FEEEYE 3 h o6 h 12 h F124 h, Bl fki2 22 4% 4
B NF-xB DNA 25 GG e dl, L HJE 7
WEVE 6 h 12 h 124 hisf  NF-xB DNA 25436 M 5 1%
HIHE, ZFAGIFE L (P <0.05) , HixX 3 4~ [a]
L NF-kB DNA 5 G596, 2R LG22 52 X
(P>0.05) , ¥ hmis ok, KREUS RS2 h,
FRHEFERDZIZ5T 1 h FNS JR97 J5 , FRE 14 45 15 [a] o5, G5k
MLAGZH AR Y NF-kB DNA 254 3% PR 44 T4
HUZH R 6 h . 12 h Fl 24 h ), FNS JA¥74H
SRR LR, 2 R A ST #E L (P <0.05) , #in
FNS R I S 300 s ded i dke ot/ P65 36 1 K LRI P9 NF-kB
DNA &6 e, [FIE, ARSCI 45 R 8o, KR 4R
MRiffe 2 h/FHETE3 h 6 h 12 h F124 h i ke 1 i 40
AU Y T NF-xB DNA 45 4 1 M i B 75 1k i
55 NF-kB p65 & /K- 134 R 58 e — 28,
T — 25 RS T A Y T NF-xB p65 & /K
() e AN RE 4 T 2 I NF-kB DNA 254 15 i i A

AAFFEI NF-kB p65 #% 4% i Fil NF-kB DNA 456
TEMEIX AN 2 TS T FNS X Ja kb i e i/ P08 v I
Jixi A NF-kB A2, 25 58 & B FNS AT gk 20 i g 1fin/ P
WEVE G G N NF-kB p65 #% 56 i & A, LA 6 NF-
kB DNA &5 451G M, XEME FNS fE—E R B T
RS AL/ PHE IS i N AR 22 52 NF-kB JH 5 10 R PR
I R3E | RENE A R il i ke af/ P 1 s A R M R
P61 4%3 %) e A N e DA A4 B0 L e B i« ) s R
AR AR A i PR R A

FNS 5858 Bl i A 28728k M NF-kB p65 5
PIRRAWE? Galea %5 AEBS R AITE A SL IR T 4 & BH,
FNS R S8 18 A e /o3 oA Bt i o i A5 P Bz &4t
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i IkB-a mRNA FJFEI5, M IkB ( JEHE IkB-a) FFEfif
J& NF-kB i E A H 0395, e FNS B3R IkB-a )36
KA REEHAME] NF-xB p65 ¥HEA7 K A i) f EHLH 2
— [, R RS S S B FNS AT F 9 2o i o
R BRI e 0 1 e i DX #R PR 52 2 11 70 (heat shock protein
70, HSP70) (5235, HSP70 ik /D1 [X. NF-kB Ay %
IRTEER , 7F HSP70 35 16 BR A9 K2 JiT X, NF-kB [ 3354
/b FFIA R % AT fES HSPT0 % NF-kB 2635 A4 i
VERIA ., AAMFESE— e HSP70 7] B4
P 1B B RRSRA EAEH NF-«B #ZFEA R A A, A
I, FNS _E 3 HSP70 (323K 7 BB 2 H AW 6l NF-«B #%5%
DEEAER S —E BN, =T FNS &g HapLi
AN R L FEREVEJS I ) NF-kB DNA 25416541, H
AIMANTETEE, B2 AT 45 5 R, FNS fE f
i NF-xB p65 #Z56 01 09 %A /b NF-B 7E4RHEAZ N
FIFEIR X AT BB FNS 410 ) i sk 1/ P50 33 5 i P NF-
kB DNA 2551 EEREZ —,
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