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ROS 7t S8/ INK 15 5 1# i & E X 40 5 B B B T
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1. HZFERFFRAELE. TR 400038;2. FZEEXRFADRF S FARFHI T, K 400038)

*%lﬂ :ROS; INK {5’“’?3@,%,?&!}?@ é] 54
FESES R34 SEKFRIRAD : A

1 M 4 7% (reactive oxygen species, ROS) & 4= ¥ A A 10 it
T AR e A I — 280 M AL A W I BRI P 1 — A
{5540 1 ROS Wi 3 2 Fl i 42 BTG o Jun 06 A S 30l (o
Jun NH2-terminal kinase, JNK), 35 412 B % & ROS /i &
1 INK {55 30 % 1 — > T2 Ee . AR 1% LI ROS JK PR M 1Y
75 = A0 A B VR R T R T AR SRR I A Ok B 5 R B Y
ROS A5 INK {5 5 8% 0 19 35 B2 A2, DL R X 40 i B
B4 AR R 2 4 0A .

1 ROS 5 JNK {5 5i& 8%

ROS & — &0 DU Ak 4 11 T i B il DNA 19/ 7 2
A A AR AR P A 0 — 2R T S LA AR B
HMEE T O, ) i EAAE (H O F H i & CBE Y.
BHBAOE, EHEIRET,ROS By ™ £ 8™ 8 #6, B
ROSHEH—FES 4 FZ 5 T 41 M £ #5558 8%,
INK {5 538 #k J& % ROS P —sc msm gt .

INK & % %4 J7 1% 4k 25 1 i i (mitogen-activated protein
kinase, MAPK) 2 Ji% 1 1) — B, BB % H 85 IR 1k o-Jun 119 54 Bk
i BOE cJun, RS AM BN IZAFAEN — KL AR/
TR . BT INK {55 38 B 0] B o 58 o i i 3 I &R
Chm v, 25 B 55 0833 e i 7 7 TR 3R AR B e B i M R4
Wi, R INK 3L Bk Sy 7 8000 2R 1 Cstress-activated
protein kinase, SAPK)™ , ZE41 i 1% 3t #& . ROS ] 38 it &
il A2 T TNK 7E 40 M N & 95 T 21 A BB .

2 ROS & & #iEEME INK

2.1 WTAESHTEE 1(ASKD &4 ASK1 £ ROS i+ &
B INK i B0 A A2 iR i 22AE . 7E MAPK {5 5% 28 5
e, ASKT & — ANl i B MR b MKK4 il MKK7, 3 T 3 &
JNK 5 19 3 MAPKKK, A # ROS % Z % 55 FT s .
e ROS WEH T i 8 & [ (thioredoxin, Trx) 43 F 55 32
R 555 35 AL 142 o 2R Bk A6 1 42 A0 TR i — i B 5 DT 2K 2 %
ASKI1 Ry 30/ . WEBg i) ASKT Z 8] Al a3 N uig Al C o 9
A IR T BSE R  I E — 2D BERE IR AL T L I A B
INK #%, Trx & —Fh &5 &7 ASK1 & 1 N 354 il 8258 3
B PETEAY F . A FR IR AE ASKL /Y C o 5 il 42 i 38
FAE—A Y B 7 4 A R & H (glutaredoxin, Grx) , Grx
Y5 AR A I H K (GSSG) B TE B A ) (GrxeSSG e
Grx®S) f i Grx 5 ASKI fig#" . 7E Trx fl Grx M ASK1
B TR Z G AE S ASKL IE M98 5 B 1 g SR B8 B 1 A2 1K
2% K F 2(tumor necrosis factor receptor-associated factor 2,
TRAF2) I TRAF6 A L& & 5] ASK1 b 4L 17— A1 1k iy
KAyFEZ AW BIEA N ASKL 55 /M 3 M #0E INK. B

PEB B A A (1992 —) AR}, 3258 A6 50 B2 23 50
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FERW], Trx o] LU ASK1 {5 5 /MERYIE . i1 TRAF2 [958
FEM AT LA K] Trx 5 ASK1 B A0 H./E A . ff ASK1 {6 1L 3%
T JNK™

2.2 Src EFik 4 Src F G (Sre-family kinases, SFKs)
Hujd LYN.FYN,LCK,HCK,FGR,BLK, YRK,YES fI Src
59 ILB A B, Hodr, Sre 2 2 H AT I 2 5L . Sre
ST TAHRMME S BN 5 ESRSEE P EESFMHE
ER MM AR RE e e & fE, 78 ROS 4
S0y INK {55 53 % 5, Sre 19 B 208 2 F A0 4 INK (935 1k .
Src £ JE ROS #i% INK 195 53 #% Z —. Chen 517 % 3
B 4 i 7 8% Ho O, J5 15 min YA WA A TNK 58 B T3
AR Ho O, W53 38 B R F 32 (B R 1k, 38 b Sre 48 1
W A2 A 3l INK (95 5 0 B . 76 Mg i & A MG
R & PE I Sre W] f# Bruton 2K FH ¥ Btk29A K% A9 551 N
i R 2% Wi 1R Ak T 0% A 5 [R) B 35 Ak 74 452 25 11 pl20ctn, J5 7 & ]
i@t /N G % E Rhol i3k JNKSE

2.3 AMHMK sHEBE ~(GSTo) #®44%  GSTx & ROS 4
T INK i ALY 5 —E P or 7o B BT 9T R I MR
AR GSTr /T LB 5 INK JEY G0 FE 5 F F 2(activa-
ting transcription factor 2, ATF2) i) B #2:/E FA kM ATF2 Y
BERR AL . 5 T 40 ) TNKL 5 JNK2 f9380% D . H, O, o] {51k
5 INK REAR ML A GSTr ERBILIF M GSTr-INK & &1k
YRS ROk MR S A A TNK 9

2.4 REERMEE 3S(MLK3) &  MLK3 &2 MAPKKK %
B MLKs W5 6% i B0 2 — W02 — Bl 22 2018 / 78 S TR 26 1
. © R AL BT MAPK i 8% 1Y 22/ 95 & R 2R 1 IR . A
S W5 B B B L R % ROS FI JNK [ T 3241737, Zhao
S PBEIY R B TR A T R G R R B (MLKL) & RIP3 %
S0 M SR SRR I T B EE 2R 4> . MLKL (9 ik 2% 25 ™ 5P
M JNK B 8 B2 16 . 9E 1 B ROS % INK (% 384035 /5 F . van
den Berg 251 KB, AL B 51 AL (19 ROS 7K -3 i ol 38 3 c-
Jun ERKWHEAEAEA LJIPD XHRE S HREMIE/N G EA
RALA,# M 8 %5 INK ) 85 B2 1k, 0 MLK3 0] & & £ #50%
MKK4 Jf5 MKK4 4 JIP1 2R E SR EEr T,

2.5 Z KM EAEF&E H (receptor-interacting protein, RIP)-
TRAF2 £ 41k % RIP-TRAF2 & 4 &% 7% & ROS ¥ %
INK X —FEE k2, RIP 5 TRAF2 2 TNF 5 TNF 324k 1
CTNF-RD 2545 5 W06 2% 5 5 R T NF-«cB.fil & 15 5 % S 21 15k
SEAMH TN EEGES 0. EFERNPIRERILRIP H
TRAF2 ] DUAH B 25 & 7E L A0 ML B B A4 IR 4% X, T )l — 4> RIP-
TRAF2 {55 & A 7€ ROS 1 T HE S INK i i,
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2.6 i 22 ZU5E A0 R 1R 5 B2 B (MAPK phosphatases,
MKPs)i#& 4  MKPs f{ t 2 ROS % INK 19 ) — A 80&
. Kamata 5507 [ §F 5% 2 B, 40 i P9 Ho O, ] DL o &1k
MKPs )4 b 20 2 5% %5 1M 40 1 MKPs 119 75 14 . bk &1k i) MKPs
MR PRIz R -TE A AR AR i AT BR T MKPs Xf INK [y
MHIEA S 3 INK 58 B R 228005 . Hou 50 9F — A5 iF 52,
ROS A5y MKP 5 i 5 A2 5 B0 JNK 3 B 7 28 B0 1 s B
Lornejad-Schfer 2617 75 ARPE-19 48 ffd v il 1 % 75 5 19 7 12
WM E ROS F=A KN, MKP-1 (/K28 FEHS
FINK 0
3 ROS-JNK if B %t 48 B B & i 8 35 1F A

£ D I A O AR A AR 3 A NS I U A R L
A7 AR 1) o 2 2 A R B A2 00 2 1 5 A M R 0 AR AR Ll
FAEDLAR L SR8 05 L P T R 384 A 1R R KO B SR
I A R A A R — b E IR AR L BRI Z B 2R E R
15 SRR Y . Hodr, ROS-INK 53 #% 5 2 75 5 A 3y 4 il B
W — S5 T T
3.1 GET W Bel-2 BEER LS 40 M B e BF5E & 3L INKL
B ROS T 5 AT BB IR b Bel-2 819 . Bel-2 M A WG HE
H 19 Beclin 1 Ff#E F 3k, Beclin 1 # 1% 1L )5 0] JE i Beclin 1-
Vps34-PBK ZH A E A &, W TE0E B 1. 487 INKL 1y
0 500 B A PR T AR AL A RS B Bel-2 2 R, [ R
] 5 0745 R VEOE INKL, 2 51 Bel-2 19 22 67 s B IR 1L .
SHEOEMEEET . R Bel-2 1 Bel-xL 2 8] H A5 18 B 45 44
B KA T 0 W R AL 407 45 - {H Beclin 1 5 Bel-xL [8] (9 4% & BE A BE 2
B INK1 45 (BB AL I8 5 H a5 A w5 2
3.2 Wik B ATGT BE40H A Wang 50 1 B 55 3%
B], ROS-INK {5 5 il #% it 7] @ 48 Beclin 1 JE 4K i 1 77 X B #%
Y AN ATGT 55 ATGS, BG40 A0 . X — 0
75 = FAFAE T g 2 B ep s T E R MR 2 2 R GE R A i R
FAE.
3.3 Gl IR R TE S R AR B AR TS A
JE 40 1) A T ) AE O T 5 WA AR T R B SR 2
B — DA A LU 2R s B kA R Z H
Wi N T LAI A 0 T AR B 5E 3 A ML Y ek A L B ST B
RIE T 07 (i INK Akt 28 78 — 4% 15 5 3 B O 3552 3L il
WLRREW TS AL RIK R, ROS i W 57
PEAT INKK (245 MKK4 . MKK7) #15 INK., I #3559 INK
SCAT L i 4 s T AP-1 A2 dE p53 . Bax Fasl TNF &4 i T
HEMRE ., mRBOMRIE T8 E a0 Bax, Bak % 4E ] T Lok
A AR A M R C R AR A 2 R C Fl caspase-9 %5
G & AVE M T caspase-3, T ff caspase-3 1& fb. i 1k 1Y
caspase HA 70 HERMEH B AT AR B WA G L 3L
AR BA AR DG A 11 T R A OB A, A HE AR R C O R T
HE— 2D A2 A0 MR T R A A TR R B Beclin 1 W] DL
caspase-3 Zff 7 Az C ¥ Beclin 1 B, B A 3 A ZORL {4 P £2 3
iR C MR T A w5 R T . A Rk
Fasl, TNF 48 g {4 15 40 o I (9 58 1% 4 (Fas  TNFR %) 25 &5
AT 5 315 5 & &% (death-inducing signaling complex,
DISC) , DISC & # Rij & caspase-8 2L f# , A= i 7% 1k i) caspase-8,
caspase-8 —J7 i AJ LATE 40 M 94 1= /Y 7 i caspase, J3 3l i 1=
BF5 .5 — 4 LS 4k o FLIP,v-FLIP 2 ¥ i 5 Atg3
S5G NMTA Atg3 F1 LC3 (455, 10 1 40 i B me i & 2k .
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Fil caspase-8 [ ] & M i 77 zVAD A H /N R 1929 £ 4 A 98 40
MM % B, 2V AD A] LA 3E X 40 i & A B PR SE T, 3 3% W 40
FIPE T A5 5 2 B S L L B W AR ST . T — 25 Y
WEIE & B W caspase-8 A 85 ROS (1 7= 4: & INK 19 ¥ 7%
KRHFYE,
3.4 ROS-JNK il #% %} B Wi ) 8 47 /5 F AR+ 40 9 ROS 7k
S ROS-JNK 58 35 AT A5 40 0 0 7t ol LA A 5 40 01 1 1
FOCHEAE T 40 J N 1 ROS 7K P, 3 B 7K 1 ROS 7] S 3¢
INK {55 56 8 #4035 . i 53 Beclinl 3% 7215 3 40 M0 & W /K 7 3
T ARTEAS R LG A0 MR 1. {H 24 ROS 8 i — & K7 5
SRR INK Y 22 B0 . 51k 2ok IR R & A T 00 40 e A
TP SR AT BB A B AL e R A FE & K Mk
JeE 20 i RPMI8226 4 Jif T LA 175 5 41 Jif 9 & /K F /9 ROS 7 4,
DA K% It 22 10 A 1) 40 L T A 8 R e AT . MR ARk
- ROS W al £2 3 A w90l 98 2. ZE4IR ROS 7K - (B 4%
FALRIEO F L INK A58 o 75 A A7 A S A0 HE A W & A
WESEIE B 76 SE AR 1 S0 Ak BT AR B WA DG B R Ag7 &
B E AR BIRA H O, A M40 B bR i 2F— 21
WFoE 2 % ROS i1 INK F1 ERK i 30& % 245 H,0, FF
[ i = e O 2 N s = i )
4 B 2}

ROS (17~ A VE R T A5 S5 2 A W) 2 %00 1)
Je 8l . 1 ROS-TNK S8 fAE R AL A5 5 5% ST o b 4 &2 20
—AEEHEK. S5 T M. A A PR (T
5 B WA T S 2 A A ad B . AL FL 3 Al N A
12 ROS-TNK 57 B 42 o o) 428 300 ok R 4 400 i |8 s 1) &4 %
HLH ROS /K P EEZRW T X —i3 . £F ROSJNK i %
Vi F WA 4 S X R T AR R, R S BT (E
KB R BI A BE S ROS T INK MR R X RE., B2,
ROS 43 INK {5530 % 1 18 75 1 45 #1248, AN WHR AT 58
ROS 3#3% INK 523 2 LA & ROS-TNK $#E B WA 5 40 i
AT AR AL K B 1 B 5 0 A O 100 i 28 i e P 9
W 2R AL S SR R IR YT B AL 38 A B SRS 1l
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