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[ ABSTRACT]

Oxidative stress is a major cause of fatty liver,atherosclerosis,cancer,organ damage following ischemia/reperfu-

sion,etc. In recent years, significant improvements have been achieved in studies on signaling pathways involved in oxidative

stress, which provide a basis for the drug and gene therapy. This article reviews the major redox-related signaling molecules and

pathways.including transcription factors, growth factor signaling, tyrosine kinases and serine/threonine kinases.
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PR 3 B2 R U G R A | R S O A0 i e v I i iR
NEE N4 — % 1 R % TR (Nicotinamide-adenine dinucleotide phos-
phate, NADP) A6 2 48 | b 1 bz 40 )0 DA B 30 1t 08 4 A g /
RIE S AL B R G Y, BB AR (RO T2

- 4 AL & (hydrogen peroxide, H, O,) W] LAE Jy 26 15 Ml 52
WEA&E S SEE, LR NTZ MR RE T
NF-«B. 3% % H-1 (activator protein-1, AP-1); 2E K H F {5
T BRI SR T R R R 4 DA M 2 R O R
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1.1 NF-«B NF-«B /Rel F %2 & % ) & b 18 J5 85Uk H
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Ja AT HE— iz F Ak, T 26S B 1 R K AR ORI
P65/P50 HEXN Al A% 2 J5 W) R A A% B A, WOns R WS 5 4
T, Takada %5 & BB 6 NF-«B 305 4 4%, 1) H,O, il & SyK
T TeBo B 2R B TR b A P65 MW 6 1) 22 S0 TR 0 TR AL W 0%
NF-B™ . JEM LB T 547 ) NF-B #5 i& 72 ) 5 DNA
45 4 A I SRR R T BERR AL A % . ROS Wl NF-«cB i
43 7 He Al PSODNA &5 & Hr 1 48l e 20 2 7k 1 40 1L
ForP R R (Y 62 47 4 Db 2 R Tk B 4 DA O 2 AU A 38 L UK
R I AR R BRI Y R T Rel TR, A W SR I
R KCE I A e KA vz Al L AT S I 22 R 4 A e
JEUR s . BT NF-«B M T 460 05T B R B4 K Al
JH 97 A8 ) B AT S R, BRI 1 05 2 R T 4 RNA
77 1 BT NF-«B 55 5% 5, 0] DS B9 5 S0 . A 8 4
R0 i 88 An B
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DNA 45 & 5 3 10 22 20 R Ak BE /2 R 1Y AP-1 W& P 1 G i
AL AL R A TT FEAR HE (1 455 DNA [RE ), i A6 A
FHURII N 1 5 DNA 58 A Mg & . % ROS WY
AP-1 35 PE I HLHIIE 85 >, WF FUAIE 52 55 95 A T 25 ) <1 2 Bk
SR FR AL 1 B0 2 Ak L DL R B 4008 B R B B (1 Ref1 X2
HIRIME A K, BRAIEE AR Refl A {H X 4 4k & JRU M
BAWEM, W HRZ ROS HEEH W&, AP-1 X T
PIUE PR RN JE 1 ROS 51K M40 RSO A A 1E . A 2%
ORI, B B WS /B A A R ST AR I ROS W i 2
/NE B2 41 TB6 AT Balb/3T3 R IE K & ] c-fos mRNA,
o3 — WURIE 9 R IR, A 328 B B N b S A e ROS R T L
PR E I c-fos mRNA, 75K B A5 L4 40 W, A
BRI Hy Oy 2 ofos RIEHI TS, M0 A5 440 Y 0L 72
c-fos Ml c-jun MR IE 5 B I - A A6 28 D00 B2 | Il o 4 4k ity
R A¥EE C(PKO R T EEAEM ., BN EEMET AP-
1 G Pk AT BE 32 c-fos A junD (¥ % BR 1k 8 1507, bh dn 22 45
WOE SO A L e AT I T I 52 0 A A IR T
T8 H At 25 B 40N WO A ORI, AR N AT R I R B s
FIEH SP-1, c-Myb, P53, c-myc LA & F ] 4= K | W K 7
(early growth response factor-1, EGR-1) . 8k Jx I % 3 [ F |
B R AR AR IR B 4 S R A, XA
T 5 DNA 85 G5 e R ik = A 06, BT AP-1
2 SN O R R e [, O T e I VR
IE LG DG ZR AT 3 W 52 56 8 K U AP-1 AT 1500 VR fits W5 T 14 Bk
I

2 EKEFESERE

H, O, ({77 4 5 A K B 7 5 5 10 B H A AR B 4O
Mo 7 TH H, O, W B ST 5 S B R A A PO sk K
T A 10 i /s R 22 35 A6 T (platelet derived
growth factor, PDGF) % f& | & K 4l o A= K Kl - (epidermal
growth factor, EGF) %2 /R UL & B &% &= = A %0, #3E EGF
Z AR BUHI R B AE T8 4 A IO B BE S 3R 45 & #F EGF
K17 £ . H, O, Al I nf LU 1 5 SHe-Grb2-Sos & #5165
EGF Z &G MIETIHE S R, il —HAEKHE T
WS H, O, 7= £, il in PDGF . EGF, Py B %&-1, L& % 7%
#- I (angiotensin- I , Ang- IT ) LA K& 40 Jji 5] -, 4p e 46 A2 I )
F-B1(transforming growth factor-pl, TGF-81) . il 8 3£ 4t
T o(tumor necrosis factor-a, TNF-o) | 1/ % 1B(interleukin-
1R.1L-1p) &, Campese S5 WFFL KL, Ang- [ 5 L2 R &5 &
Ji 2 PKC B0l NADP %046 i, B J5 28 ) H, O, B
Src, 38 EGF % (5 5 i %% 4L , #W0& PI3K A Rac-1, g
53 NADP S AGHE K 5 A2, T TE B 15 5 IR R4t
5-J4 (0l I AT LA PR I T v R 4R 1) B IR R R R 3 N A S
5 YA T SO ) B BRI A g A Bl bk 1 T LA N L L R T
E ARG B,y e ] AN o R R A HL O, IR AR R
Az AT AR AR RN L BT A 2 A A K T B O X

TUARGAAME LA H BB A YR (28 40 273 1k
HEBH (K 25 0 1F P s 2 AT

3 PTK # PTP &%

3.1 PTK 2% SN EGLFEH ROS AHM 324K PTK A
WOEAVE R, R e e AR R PTK A S 1EM . sIEfH K
H, O, Bt 50 E 0 41 1 88 5 28 0 DR 19 A 9 Hh 4IF 552 7 Re A7 7 4R
% S IR VA e R R T SR O TR T A T L TR AT 4
S0 T3 WLAH M T R0 B bk B A0 B A i A0 B R R B
H, O, Fl 4B B 1 7T LU0 2 Pl i 20 8 R, 91 4 Ik 52 44
T G2 R -2 R T R 1 T R O/ AN i ARG R
LT (B A R0 B ROS 1 JAK, R X T 1 # L
M Ang- 11 5340 M D7 18 7 AR L DA &I 4 1 3 5 Bk
SOHE A R RN, ARSI, P AL AT BLAE
Y418 M Y215 {7 s B 1k Ang- T X -Sre BB AE . M
WET H, Oy % T e-Sre M3 E . H O, H¥ -Abl R
PKC-§ 145 & T #4112 TAK2 [0 .

3.2 PTP A% REKXEIEEY PTP & G4 A N
AR, BB TR I HL O, 7T LB I PTP, M 1 BH
1k PTP ) 5 iR AK A AL 36 FLAE 52 7 8 440 B 5 ] 4 o IR
& BERR Ak K AT 9F 5 B PDGF Z AR ME ., €T H PTP
rH S AR (P D TR R A R X G A AR R
AR A A M SRR R . HL, O, 38 o AT T 1 2 I IR AR
FETE R B AR A4S PTP 2R3, H, O, B} T 7T LA # B
PTP BA4h, 3 7138 3 o) 4 i 4 45 & 20 45 It IR i) o i 1] 42
W PTP RGN HI WA B 70 55 4bE H AL 5L h R
LR T H, O, 548 e H k4 8 11 o 2 2 ik g S04 7= 6 3L
2P PR R R AR AL A AW T PTP RS # thAf1 B m
AR A R TST g BTIR L B O R B R R 4 A
ANBRINFHAMAE S S ER T AEEEZMEM.

4 AR/ ARBHABRR

ROS B ] WiE 22 2 1R / 0 S IR BB R 48, /D B4 4 4l
A NIH3T3 AR E R E AR L ke, b
B2 40 Ha A0 JUL AR PR S 36 Rk B, ROS W] LUE 1 3 1 2R 1
B(protein kinase B, PKB) &2 /E ", Ang-1 5% PKB
LA B H, O, ¥ PKB 12 ##8i T PI3K 5 P21ras IR G,
5 22 G 1/ 90 R R B & 45, PRC {5 5 10 18 97 2 3 o B 2%
frd B L PRC 78 B 45 R AR T X Uk 3 RO 5 X 35 L
AN B 24 e R e R 1) X, AT T 3 o 1 3 PR Mk A
T IR B i 85 1 100 5 R T AR ARG U Y DK 1 A R 4R L O
2 2R R RO G R I A AR SR R B, T SR A R A i A
A DX 3R A AR A B A T TR G T 5 D 1 5 2R 5 OO 10 G
PKC 18 = W0 5 R 4 S 38 6F - 404 B38BT 51 A A9 46 i 2%
IRBUR , I 25 3 PKC MO 755 /N 3Rk R 048 i 1 G
AR R B, H, O, 1T RS S04 i B E PKC-5 1 g 19 & 4,
F W ROS AJ LA 30 — 1k 55 H ol 8502k 1 PKC [R] L 1) ¥
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FEUTTL AT R R PL ) T R R IR 1k SR K Sk R K U
BRIV 2, R IR B, H, O, B5 2 1 PKC-8 1%
ST AN T I R 1 R Ak L Bk AR A R Y% B 1 PKC i Al
G2 LAl 5 N F U0 MAPK F R 2 DR B00G . % ep ok
40 ML I BF 5T & B, PKC &R 45 nl LLSE o % R 1k 45 2 5 1 4
NADPH % 4L i, 3 2 5 W 4% pa7> AHFEFER & 2R E
WEAINHE R G5 h PKC Xt NADPH 4 A i (% 75 1 i ¢ el m s
Lee B¢ HoA) 70 0F 50 v i B a6k S0 R o B IR 2 38 T 5 B ) ik
S LGN AR B 4l PRC s,

PKC &4 MAPK K& 32 ROS 75, MAPK %
WAL T AT T T B (extracellular signal regulated
kinase, ERKs) ., INKs, P38SMAPK Hl Xk ) MAPK-1 %, Li-
ang 20T E KR AL A B L T 9 i SRR W00 B R R B
A5 40 B i 38 A AR oA 06, W R BLEE R R 41 &
AN TE H, O, 1 T 06 41 0 A 4k 08 B Y 2
MAPK T /& F =, 26 ) H, O, 191 WA B
MAPK ()98 3546 A WAR I, (H 2 /S 2 58 4R 3l ik 4 4k B 3%
PRSI 36 o H1 kB, NADPH 484K B 4 3 7= 42 19 H, O, 7] LLIE
I EGFR/src #3% ERK™, ARG 7 IR UE 55 ERK Al JNK
A B A ROS BTns ™ . sb4h, Ang- I 7l I H, O,
59 B 7 1 7 4 LA K EGF %% 44 (8 3% 4k | ¢-Sre, JNK,
MAPK (¥ 15 5 7 7 JUL 40 P 0 I 38 2 s B

12 HETA % H, 0, % S MAPK L /9 3k K £ 52 FF 4
IS I A T 45 5 3 S L A A TR S R R R S T
4R B AR I AR E HL O, WA S ERK BIE 4k, 10 A 2
P38 WL (35 4k, AR B H, O, #1 5 Z AR IF M R, 7E K R
2 o 0T SR R IR, B R A R 1 VB HL O, TR
fb INK #1 P38, 1fi A A& ERK; #8176 A549 fili b Rz 4t . N 5
P H, O, WA 343% JNK A1 ERK, i A2 P38, 7 ANHK % H
40 i o AF 5 B, R H, O, B2 30 3 30n P38 i K %
AR, 7% ROS B% MAPK B V40 4> 7 ML R 0
T ATREL BE R L A %, MAPK W 2 Ak 8 2 XU 19 1L i
LRy S PRI R0 AL T ERKL RN ERK2, 1% 50K H 11 5 28 i
LA S B PTP, 5 2R a5 2 A A7 I 0 e 4 1% ok
R, Kwon Z5 KL, 4 Jurkat T 400, H, O, W] LU i 8
i MAPK % o AN [/ 1 B 52 0 40AS /] PTP i 6, oAb
FIFFEAE I ROS /5 MAPK (034035 7] B 2 25 K 7 52 4k
Src Wl LL K& P21ras /KF T @ %8 T 40, O W PR IR .
B X P22rtex AR Ak S B AE T A4 R T LB T B Ang- T K
1 PSSMAPK Fl JNK 15 58 5™ . H, O, 7T OB c-
Src, BT #OE ERKS A INK, 53 4M R #F 5T & 3L, H, O, 1 i
PG JNK H Ras 0] LLHE— 35 8000 % S R W 4> T Fyn. Ras
A2 MAPK S A6 SO A7 05 B0 B TR, 8 0y 38 4 R
fata, — J5 il A 2 #9E NADH/NADPH 4 b i 7= 4
ROS. 55— 77 I 7] BL#% ROS #i .

S I 38 SB35 A A R AN AR A LR T IR R
B R [ I SR e B R B R T, AR B R

ol S0 0 R A TR A R AR EL AR T % 0 L 35S A N
JiE e kL A P9 TR L R R A B S N TS SR T B2
M4 R GE . AR — P 4% Al B2 224 5 A% 1R I 3 3 20
T ITOE RE DL AR S BE BT B T A R A SN S 1Y
SR T OB AL R BE N B R — B
AR5 8 3 0 TR B R RN E 2 1) AE AL, 4
SE R BE e T 20 1 0 TR 2% Bl FR S T SN B2 )
BRI SR e v o BE B R AR R S R L,
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