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W Rz T 2 52 1K (Glucocorticoid receptor, GR) SE—Fh B
PRBE % S 7 o IEAAERCRR BT GRAE NS
Hsp90 43 F A8 52 G W0 1 — 36 70 08 B FE 4 M o v, S R 25
B G 5 v B AN, T AR GR &5 B P8 i 3
RIS o Gu S5 FH b ZE KA (Dex ) Ak P15 41 A R i 7 200
S W S G T S GRG0 R 6 67, GR35 0 700 K I ] i
(RU486) 1] B 411 il Dex 75 F A9 B MMM T~ 0 Rauch
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XoF S S 0 AN LR T B S R A3 Ak 0 = A B T
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13- 25 [ M 06 (113-HSD) = 24U 45 11R-HSD-
LA 11B-HSD-2, 11R-HSD- 1WA BRI 11— 0 iz Jo Tl s
35 P R SRR, T 11 3-HSD-2 DU e iz J5 i 2k 3 BEL 1 438 iz o
WMESGRMEE G RS N T AR Bl 5t 18-
HSD-2 B RS PEA AR, Dex Y B 31 9oy B AL , B3
ST 2O TR AT ZE , NI 45 118-HSD-2 X Dex K i
VEFUE 55" . Weinstein 281 % B0 5L B /N BB 40 i
11B-HSD-2 [ S i Fe 3k vl LISl 15 T 0 A0 i -,
R 2E B T B BB P KA AR G A R R R
Wang 55" 7E 2 GIONFH A IR I F] 118-HSD-1 2 [ 1 K4
T, T 118-HSD-2 Bl L F#AIK . Zhang 55" % BT 223K 18-
HSD-2 W] i Dex 1755 9 /1N BRUHE BB 40 08 7 3R BH 48 sk /1>,
Fas Fl Caspase-8 A 5 BAE, 1T FH siRNA A% 1 13-HSD-2 =ik
KT AU JH T8 Fas Fl Caspase-8 FEIRIK -0 W
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Bel-2 5 H R G Y1 RE £ 80 R3S, — 25036 Bax.,
Bad ,Bim %, £ 238 i1 Caspase-9 (PG5 S AP T-; 75—
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RH 11 Caspase #0575 A Ze b fde rho Bk, il A B e T Li
AT 5 R Dex B DRI T IR Bel-2 Fak IR UER T
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UAE Bel-xLEE3E K /N, _E 8 Bel-xL R /N5 4 5
BRI, B /NG R B R SR E SN, TUNEL FE ik,
HANEECH BRI/, Tian %" &3, 62 GIONFH 241 TUNEL
Yo, rpregh /INGERE A bR A R T B B R R S A Ak
Pt R Bel-2 Feik w1 SREAIG, Caspase-3 BIRIG &5 . 534,
Espina L0 I 1 pmol/L Dex Ab B E A0 9 48 h S Bim 1Y
FIRAKF- e, T GC AZ RS G P BHL1E Dex X Bim 25 1175
TR IR RN Bim 3R AN #F Bax 975 T4 RNA
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AT, HAb, Zhou 25 & IR Dex il 2 7E USP14 2214 22 /5
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(1 180 A T 0 Xu %5 % B GIONFH Ficat 1 -V L5 #f
ZH 4171 STAT1, P-STAT1 Al Caspase-3 &3k 2 1L P B T+ o
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57 A REAR T V8 AR IR T, 3% 6 P Dex 38 1 Caspase #9751k
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B0 P R AL AKT 335 K -, # 5 cleaved - Caspase-3 .,
cleaved-Caspase-9 ik /K-, IEFAMMT . Cui™VE LML
A6 Z2 B 1 H ] Caspsae-3 41 1O A B 8 T R I8 4% Dex AH &
BB IR, FRHIMEE R B % GTIONFH 418453k P Caspase-
9 Ik WA , Caspase-9 FHPEASHI AL -3 B IEAC,
VI3 Caspase 75 GIONFH ‘B UM T L EEAE .

(IO IREAFH T~ 1a

MR FIRETS SR - 1o (HIF- 1) 35 1 F R fiE
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B, IRHE DX 28 R B R A R T S E ARG, T HIF- 1o
8 PR 2 TR R A A M R T S AR OG . L Al R BRI
GIONFH FAY o1 HIF- 1o i i W S R AR, i Jm) s At 214
JL A= 1R AT DA i HTE- 1ot T (4 B LA A B PR 7 19 35
ik, NIMTB SR 5 R B K IRPE . Jing 551k 26 Bkl
AEMIG HIF-10/VEGF 8 HIF02 JF GIONFH #1557 /1 1A
PR . Xu "R I Dex i T U 418 MLO-Y4 i HIF- 1o
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WFEE B LIRS T REHh EEBi5 1 . Nie 55
F5% % B Dex T 5 S B 20 M (4 b 5 IS R 437 PR R I, 40
JELN ROS il Ca® 7KF- A T3 , ROS 1170 R4 8 4 391 ) 18 1)
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