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B A 2, A=A A T o> B X GC BT A
B, B WE Bz T 3% 2 K i ( glucocorticoid  resist-
ance , GC K41 ) o H I, GC #LPT 1 CRS 1 HL ]
AW, HZ XX — Ao A A RBORIT U7
2o HI, WA ST CRS 1 GC HEH MLl # BF
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BRAT TR A LAY A5 2R, WL ] GO UK
Y GRB MEL 5 GC YT Ja KB KT, &
BB A4 GRE 5 GRa 3£ ik H fi 1
wU LR BTIR, CRS 5 28 BB GR IR
TS H R85 CCHRPTEVIM L, H 2 X Flh GR
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GC HEHTIR 7 W GR L [H B ff =z 4b , 4a K
W43 GR IR AR H 42 19 I S7 1 & A= ik & FAR
IR i 7 o N PN R = T X (B
fry s R 2 B0 58 AUR BR T GRA
FH G TR 18 A 0 23 A, RO GRS 3k R A i 2%
HORC B B AR AR B A BRI B A BT o AT R
R Gr BT, B = 75 4 M TS 2 B R A K F- 1 BF
FEFAR V) o K AR SR B S IR 42 78, GR W K3k
S SR o 2R 0 AL 8 B ( mitogen - activa-
ted protein kinase, MAPK) F ji%, NF-kB {8 5 &
281 B B OC B A OC , SR BIRE SRR AT R
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ER .

REAE B BF 58 & W], 3% AL 28 19 -1 (activator pro-
tein , AP-1) Fl14% [ F «B ( nuclear factor kappa B,
NF-kB) & H S M2 R A+, ©#IA GR /) & %
J3E LR 25 % 77 81 55 45 AP-1 il NF-«B ) 71 H]
P, GC A SRR B it 5 GR 45/ 5
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