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BRE IR PR R R A £ TR A B A
HEJF SN A XU , (B HOAR KLy e 2l it Bkl K
KFB(TGF-B) 53 F 8k, 51 & AKI™, @it 4
577 il 35 R Bz P S8 AL B (U HO-1,SOD Al CAT) #4776 Nrf2
{5538, v AR PR R A 51 R AKT™, il 5
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P40 2R B A R Y Nef2 375 5 50 (A =2
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TR FIA N SEBIE P 0 L B I 1) S 800
VR L0 A5 BT T RN AT A Hh SR B AR e 2= T
1 BTG Nrf2 I 30 ] NF-x B 15 538 %, 55 Prm 405 S
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T8 3 A B B T R ) AR A AR T
R PE AN B PR BT R T E B R VR, O
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T Bl 44 B 2 04 T 3501 AR, AHSCHIF 98 261, 35 3%
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TEALEE 1 (MAPK) 1 B 4k B 41 g8 2 2 (K] (Bel2) A
X X £ F1/Bel2/lt K 25 F1§-3 (Bax/Bel2/Caspase-3) fr 5
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AHOGSCHRIRGE , 1 22 WE BB DU I 75 5 19 /0 B
AKI, HAL T 59840E Nrf2/ARE {5538 1% . K K20 1 9 3
PEA AR S S T3 A, AT 22 W3 2ok 3 15 02 4% 4 i
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B PR AN BT R TG, T 38 A S Nrf2/HO- 1 55
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I, HH Nrf2 2 20 L B S A0 S 0 O AZ O e s DR, A7

B TR sz NI R ANIR PR G o Nef2 725 R i

PRAPAE 23R - (D TERDRRE T Nef2 AR

ALATIEAT R W2 AT A AL EE , 11 HO-1 .NQO1 .GSH 45
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