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SR SRRl R, SR (Y ST S R PR IR 24 1Y, X 7S GC
MIPLRVERIL B S, EH A BT 5 AR = A MHSE SR, 4t
25 e A SCSCHR 129 5, Hoh A 200k 84 55, % GCifyT ALY
ARDSHLR ML BB AT I G FLEEZE
1 IRIpEA

ALLZHE HhO UM LA A B BN ) 42 38005 B 2% 5 350 il
TEL b R 240 B R 1T A8 PN B A LA A, 3 R RO I ] S5 B
T A IRANTR , S B2 AT I W R ARG A i ,
e 2= H B B (AR5 45 £ <<200) BFR y ARDS

4 ALIARDS & A= I, LIS 23 53 WA K ek 200 L PR, A TTHEL
6T FEA-BR iR E R il , S SOE bR R BB A i ok
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AMRAIRY T VIR G
3 PLAHLE
3.1 GCREZESEHWEREKFFE

GC ZAAK(GC reporter, GR)TEHUAR N A +40) 12, il 4
08 e 0 0 4 0 YA 1 T AN B AR RE A I B GR 1 R,
GR 2 {5 VA 2 32 B SR (A LR, R RO AR 14 5 il b I
¥ HEER A 9N R 8 F X & A 15 DR T2 G
715, , A5 15 46 2 19 (Activator protein, AP) -1 4% K F (Nucle-
ar factor kappa B,NF-xB) LA M GR A G455 5.

GRIEA TR R 94 kD I Z K, &3 3 4~ E 45yl . L
PTG HFEX DNA LGS IX L gh & 1X o ARG e g -
[ 53 A3 , 7T 43 4 P9 32 1 (Intracellular GR, iGR) FI K 22 {4
(Membrane GR,mGR) ,
3.1.1 S DNAZAHEEME  AMAYiGR A 4F0AS : iGR
0.iGRP.iGRYLA X iGRS . iGRafFEAE T4 M RLIR , f& 28 S fiE
5 GCIEM GC-GRE WM ZIREN . EEn GC 5 GRIE
WRVR R IARG , 5 SEE 5 TR GC R JFEAF (Glucocorti-
coid responsive element, GRE) 454, Al il HA 4 AR L L%
RO 1 (4 3 [R1 3805 470 (sRx-1 . cBP/p300 25 ) [i] GR-DNA & 4
YIRS XS Y ) TG ) 2 ol 41 R AL, S B (T 45 44
FHELL S DNA #A % , (i DNA |- (14 5L fil 5% 57 245 2 (Basal tran-
scription apparatus, BTA ) &% G037 5 % #% , BTA W AT LLE]35 5 3l
FAb S5 A BN A L, DTG JE R A S0 3 o ik
D5 2B e S B A B 404 - 140 A 3 (IL)-1 Z 445 bt
25 JRESGE I L AN B 22 KT | I3 10400 R R 1 R
#) clara i 1 (CC)10.IL-10 NF-kB I 5 1B L) fz 22 5L
JELS 2 1B (MAPK) IR AL (MKP)-1 45

F 4N, GC-GR & A Wik 7] LL 5 i GC % Ju1F (Negative
GRE,nGRE) % &, BH 1155 55 N 5% 3L R W &5 5, DT il
R 3 E AR [ S DR SR 3l e ML 0 ) ) 3 PR
B JRME LI AH S P AN [ IR IR FE T ( TNF-a) Rz -
L W20 B 4 75 L I 5~ (GM-CSF) L IL-1B . IL-2 . IL-3 . IL6 . IL-8
FIL-11 58] b E 7 2S5 28— AL A& 5 (INOs ) B
SRV 2 (Cox-2) SETLA L b M 731 (40 2 1) 6 F 207 (ICAM-1) |
M 1M 5 TR B B 41 (VCAM-1) 55

iGRBANAES GC 5 A , NREBTG LA (%% 5%, HIRE T B
JE LAMR BEARIS 0 7 X5 A ME 45 A GRE HE 5 A 1M 90 ] iGR )
RN, FEGCHHL . iIGRy L iGRoZ 1 MG AR , (A5 HZE &
DNA REJ) TR, SECHBOIG kR I AL . T3 4h,iGRSLL K
mGR AL FIBLE] 0 A B, A el — 25 5%
312 HESEETFEEAEEE 5 GC-GREAYAHEAEH
B DL L2 I SR AS 0 2 (0 5% SR IR F /2 NF-«B Fil AP-10,
NF-kB #& H Rel # [ %% (p65 .RelB .RelC . p52 . p50 ) #4) i, 114 7]
PR SR BRI, i, DL p65/p50 2 Y IR B AR N T
B RS N ShIE R A5 . NF-xB 7041 38 5 Hh 5
HF IkB B 45 A AT RIS, A EAK S DNA 454 )5 30
555, Y4 kB % (IkB kinase , IKK) 8 HE AT 1 (19 46 5 A
WG 5 kB &AL W Ak T 1 — 20 Bl B A, NF-xB Ui 25 1o
FiE AN, 55 cBP/p300 J2 JLAHSCH F PCAF 5545 & 8 it

TEIEE 2015 FE 26 BE M

SRl ps0 1 F A NS ST S s FA AL S
B ARAE N T (TNF-a., IL-18 . GM-CSF , ICAM-1 45 ) { 5% 5

GC 5 NF-«xB H AR 2 0E B+ R H LU T Al fig ik 42
(1)NF-kB (36 15 p65 ELEZR G 1) GR 454, BHIKT NF-xB
5 DNA AT S Y454, S E3UNF-«B AN BEMSE SL 5 5% (2)
GR 5 p65 su 455 A7 2. WAL (Histone acetyltransferase,
HAT) 3 1 SR B B2 IR T (cAMP ) 3 24 TG 25 68 11 (cAMP re-
sponse element bound protein, CREB) 8% # 5 2H % ik = £ Bt 1k
it 2 /5 A, F5 5T CREB A9 HAT 3% 4 , A 310 il 98 8 [X 1+ F 5
5. (3)GR °] LU kB A% st KB TF, fff NF-«B #% [xB 58T
G54 ARTEPEARAS NI 6 NF-«B A2 (19 5 0E R 2%
ik o (4)GR T LU T8 RNA B4 R HLh 25 44 18, ( Carboxyl
terminal domain, CTD)_I 22 & B2 W ER 1L , AT # il 4% 5% - (5)
Towbin BD Z" HF 5 IA A, GC ] LA 4 4H 25 19 H3K9 fit F 3k
A, BTl NF-kB A5 14 9 Jk R 4 55 .

AP-1 5 DNA 45 4 #1525 38 45 # 2 B 7 52 44 1R 7 4
(bZIP) , H1 Jun(c-Jun.JunB . JunD) & [ JE i ] 95 — 44, 5 g
Jun & [ Al Fos (CFOS ,FOSB ., Fral , Fral2) % (1B il 7 I 5
1, {H Jun/Fos 5+ I8 — RUKATEVEHE &5 . GR AN AP-1 76 1 (1)
VEFAMLA 5 H A F NF-xB FIHLHIZE L. BR T 5 NF-«xB 1
AP-1RH ARSI i 25 5 HAh e SR 7 HARVE R, s sl il
FLUCFC R 4% 57 . GRafig 516 16 T 4t M A% R 145 45 6 F 0
IL-4 P FRIRAKF- AN, GRa2 5 TR A F 3 e itk 25 &
GC AH HAE FHAR F1, 000 e 9811 DX 3 40 1y 5 R 2 5
Matthay MA 280 BIFSEIESE , GC 7T LALE S PE PR T 5L R 56 S Je
JH 1 mRNA (RUETE, ISR A RIEKE .

3.2 JEEFEAFETIHLH

GC Rz ik 2 55 i 3 KO- IR s B0 B ¥ 75 2 —
IFIE] . DA GC 5 5 %8 Jif 5 v 5 iGR 25 4T i GC-GR 5 — 3R 1A
AW, B S T BIR AN S GRE 803 555 5 N 745 4 il
T B T A 63 [R5 5, 22 /05 2 30 miin, P35 4H 41
A LA AL A A iR 7 R N T EEEO N Y B RO Y B
[a] . Ronacher K ZE" By AF 5T & B, GC A LAYEJLFD Z L4340 N
P R AEVE R, PG A A SRR AN & GC AT 1 DR K F- 7
I Tp e | 2= SPSEE g A

Xof AR PR 0N A AT PR 0 ) b, e
JUAREYE : (1) ROW K AE IR, X DL S RNA FIER 15 154 51
FIEHIRE 5 (2) U000 Y & A AN T RNA IR 11 J5T A9 2 st LR E
535 5 (3) RN B K AE KT GC B BS IS5 75 5 (4) 3% 0L A %
A5 GRIGIEEAHIK . BRT, ENSMEE G FiR—kak
B GO RN A “ S 4R

Samarasinghe RA &M A5 45 i, X F GC il i “HE S
IR K HEB A AL G AT AE - (1)l 5 400 GR 4R 5 AF
M, BA 2 GRARAME . 24 GC 544 GR 45 41, GR A4
IR R R AR B 1S 5 AR SE R AN, 3 g i
B T A6 A DO TR A BT o (2) 38 58 5 200 b S 1 =l A
SVEH, GC R ABENE B T 2R R R U B AR L4312 (8] 1)
AHCECAVEFH 58 200 R RS (%) 3R AR 5 26 B, DT 552 ) £ JELABE )
TR (T T AR KRR S P - (3) 3 3 5
mGR [AE AR, mGR 7T B2 G 28 AR ER 32 4%, 3 1o i 4%
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ZAAR T AR AR RE R RN o GC R “HEIE R AL
I AL 22 ) A AE S A A L AN S A B AR Y
3.3 EHftbalH

Leis HEYBIR oK , GR AT IR A A , HA%EAE 20
it 35 5 7 55 NF-xB L Ji# 6 i 198 L4 (Phosphatidylinositol
kinase, PI3K)/Akt i 42 HL A A, e 2 R EHTR AR . PISK/
Akt AR ] EIE KK BTGP, fE0E kB AR AL , 545 NF-«B 1
7%k, 1 GR AT 5 PI3K I ) p85 W7 K45 4, 1l T PISK A1
F LA ARt RO BERR AL/ R8s , 30— A TKK 3%
A AR R P ] Y 32 22 IKK TR

GC RESE N 0 2 T35 00 S5 1) 6 i, AR Y < St T
FUETK 7, DD I Y ZE 45, (RIS B b B K i /NS 25 4 A
SR R NERE . GC o HEREE INOS #1771 , 1 2
KA FT AR S 3 ] INOS fe3k , #if] — 48 Ak 20T S 20 1l
BRI TR IR AR M ) A AR o 1A, GC 3 rT ] <
PN B2 3R - LR 3WA 1 1 2 L A o 50 ) 5 8, el S U
W& AV Y RAE S o
4 H5iE

GC FIF I IRIAYT ALVARDS [ FHZIHIL A5t J7REL I
I RAEARAT T2 BT — 2B E5E . SR, A # AT IX T GC &
FERPURAF I RE IR AR, Kyt 2 pLl 32 202 5 GR 4553 TE L
GC-GR Z 4 AT 305 DNA WA TC I s e A 7 (NF-xB |
AP-155) 854, T 5 BE PR A 2 3k , B0 3 3 A ik PR 21 54
DA R AETUAAF I . L5 TR, GCIRYT ALVARDS T4
RORBR I PTATHY , G RSTS84 % B D ) R85 10
MEAEIRTT
S 30k
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