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Regulation Mechanisms of Redox Homeostasis and Cancer Therapy

LIU Hao, HU Ying*
(School of Life Science and Technology, Harbin Institute of Technology, Harbin 150000, China)

Abstract Cancers are often in a high oxidation state. With the deepening of research, it is gradually found
that the relationship between intracelluar redox status and cancer is complex, and both of its pro-tumor and anti-tumor
effects have been reported. Clarifying the regulation mechanism of redox homeostasis is expected to bring new op-
portunities for precisely targeting this mechanism and improve the effect of cancer therapy. In this review, the latest
progress in the regulation mechanism of redox homeostasis and its application in cancer therapy will be reviewed.
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KT AN — PR . TS (reac-
tive oxygen species, ROS)ZKF-Ft =g T E 4 M 2 A0 B
B EER R . ROSTELHM A 1 LA B % - ARk
FIROSTENEE 54, fEAMBIGTE. AR ESE 2
b TR A0 B B A HE s RV E T i B SR AR
ROSWIAEH Tt 25 ot A RKIRSE K91, #%
Wi e I D RE, & e FUL LT DNAL RNAT, K
FENE I IR 55 2 P R AR R HIVE R ROS/KF
WA SRR, — B A0 A, a4
. AT (apoptosis)s ERFET (ferroptosis)S5AEH)
SRERR AR, HE A AR BN . AR, SR 2
AI1E R ROSHAE AR T4, H 7870 I FH ROSK
ek R 4H MG T AN 7% . SRR, R AL
ROSZFA A0S 2 M E A LR AT ROSIL B
FREIE BUR A IR  NgfAE T, DAk B Rk
Ao EFR, FASBEMIE R A RKEAETT )
YERASRERRBR V2 IO 5 SR, P 4k
FEWEAE IR VR T AP h R A AR AE S+, TR
PR AL SR AR B 23T LI A e ) B VR 9T
AL EE IR T . A SO AR MR b S S TR
HWE B, B AR VR T v (0 B R T 453

1 ROSHIKIR

ROSJEN S i g EAL R R4 7, &
FEAFHHEN BT H % (02). EEMEA (H0,)
DL K% ¥ 0 1 ph1 2 (|OH), e m] % 28 4t %l 7 Ay
PV P R SR T 4 i UV 1) oL A 2 4
IROSII = ZEk U5, 7628 RSB L AL, 2k
SR P R B ) (3 T 5 A 40 TR T
FAEBL AT (00, 13— OB R O o 2>

ROS generation

* Endogenous sources:
Mitochondria, endoplasmic
reticulum, peroxisome,
cytoplasm, oncogenes
activation, tumor suppressors
inactivation, metabolic enzyme S
mutation

* Exogenous sources:
Microorganisms, parasitic,
radiation, pollution, hypoxia,
drug treatment and other
factors

Redox homeostasis

T O, A JE ik 28R A 58 325 4 7% 4 L. (mitochondrial
permeablity transition pore, MPTP)#{ B it Hi Z&Hi 14 |
T A Oy ZE 22K AK SOD A I R 4318 J5 il H, 05,
Ja# H H Y B 2R, K8 5 R EE R
P A FH 0 Py Jo Y rboe AT () B s A 2N o
T DA R 3 48 A0 0 B A v ot 480 P T P 3 A s R DA
R ROSHIF= AN, Brithz A1, MR HZ RS — %
R % 1% % fL ¥ (nicotinamide adenine dinucleotide
phosphate oxidases, NOXs)%% /=4 [FIROS tH, /& 41 g J5i
A YR PEROS I B 2R 2 — 08, Jigg kAR i F
e 1 R 1) S O B e B DR A 2R, DL AR Y il
()5 AR S5 ]l g R4 BRI S B L N ROS/K
SR WA B AR B G HERS . 1
G BRIT G RE. AYIBIT SR RN 2
FROS A1) F2 BEAMJEPR 2R 5, RS Sk
Ji R (1) B A R R R 2 — o IRESBTT DA AR 4H
P AR B () B AR 2R BRI RESE, i
HEROSHIF=A =B, X, JAI TR N H R T it
= R IR IR 9T SRS, 153 T B ROS/ S 4k
I3 JFG R A 3% T AR 0 8 ) LA

2 FNRERSRIELS

FH T8 R ) S TR R i R 1) 0 DA K
A AR AR 5 2 A A QR 20 R 58 TR X OS2, RS
L NROS/KP— i TIEH HZ. O Tt e mia
AR 51 RS R A B AE T, e A s — R B AT
U240 25 1 P 0 48U B AL, S s SR A IR
BRSSP R C (A ).
2.1 EgMEFNARERME LA R

Bl AN A Mg R DTSR AE T B 2 4R

ROS elimination

* Enzymatic and non-
enzymatic antioxidant
systems:

SOD, CAT, GPXs, PRXSs,
NADPH, GSH, etc.

* Antioxidant transcription
factors:

Nrf2, HIF-1a, AP-1, HSF1,
NF-kB, FOXO, p52, others

E1 ROSHIKIRSEE

Fig.1 Source and consumption of ROS
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AR SR AR ROR S B . B AR A B B
(superoxide dismutase, SOD) A {# {4 4 FH 257 H H
BB i E A E AR, P R SR R
TR UHEF . ASF R ISOD ] @ hr T2 bR . 4 iy
JEE B AH B A, R AT 41 € fr Pt AL D RN
A HEH RIS E ALY RS (glutathione peroxidases, GPXs)
i S AW 4L B H (peroxiredoxin, PRX)E FH AL
H.O. 7 B T BRIz Ak, i e 4 it A 10 44k
Z Wi (catalase, CAT) W] & 1L 8 A0 ¥ lilg 74 b B B ik
FAEGE KM, NADPHAIA B H Ik (glutathione,
GSH)&E M| 72 2 i P A i 12 e S0 B ok 2 1) o 22
A . W FTR B, NADPH 48 it P 2 S A1 i 26 1)
HE ), ZGPXsMPRXs K AEE H G B s A2 4
AT Bt KR 45004 B M (thioredoxin, Trx) Pk &2 22
I JFCRAS T 06 75 1 LT (R4 7E S A R OR
BT, AR AT A s AU g R (i NADPH ) = A=
KR HEAA B o

2.2 #EF E2fH%EF 2(nuclear factor ery-
throid-2 related factor 2, Nrf2)

Nrf2 il NFE2L2(NFE2-like bZIP transcription
factor 2)J&: K4, & AR IIREMIAZ O %
F, AL R A A A I R ) 2Rk
FEAEF U, Nef2fE I . K B 55 2 F i
JEH LA T 5 S HOIRAS o B S 58 AN 40 i S50
WHRRY], 2R IRENEEE (Ras. Raf. Myc)rl
SEIOE Nrf2, T )5 38 7= A2 P A R 6 X 6 Bk )
HE DR T B e kA T R DG B T A A O,
SR, Nef2 25 - R RL(Z 82053 %), DRtk HAE
S B P () 1 A R 2 AR T R B AR R T
EAER IR T, Keapl(Kelch-like ECH associated
protein 1) A 7E 20 57 HH 4 38 Nrf2, {2k Nrf2 (1) 8 2
Mg AR A P, X — AL Y4 Nef2 2 AR E 1 1)
FEHLH . EENBOIRE T, ROSIE £ 1fiKeapl
AT HRPERE IR R, T8 iKeapl FINI2[1) 45 514
GO, BET AT Nrf2 (0 B Al o 45 o 45 4 Nrf2
() Keap AN 5, & U Nef2 ] ¥ 12 240 0A% , 5
P S BTG (antioxidant response element, ARE)
i, PTG R I e s, AR R0 I S8 0L SR AR
ALY, il T Nrf2/Keap 1 3£ R ) 9838 R iy, X2
SENeR2IEL 5> 7366l . b4k, p62. p21 2 DPP3
SR EAIE R N2 5 Keap 1 & F HAER 75, 40
i N2 25 [ 0 B AR , RS Nef2 45 5 7R B =2 ) AL

PR SR T AR AL SR 220 FRAT TR 72 0 R IR
5 928 H e 3 [K] iASPP(inhibitor of apoptosis stimulat-
ing protein of p53)[) ¢ & =ik 5 Nrf2 () 2 H/KF
SIEMR, #E— D HLHEIDT 7T ILASPP S5 Nrf2 55 4+
P55 Keapl, $1ffi] Keap1 /15 10 Nrf2 B P ZAL
il AT AL T ROBCIRAS , B e 2 DR %) 3 A T e o O
P Nrf2 285 F A€ M 77 20 40 3R 159 50 R ) P A
ke 1, I AR AR AT, SR T 52 AL ST i 24 81
SE AT
2.3 HttBEAMENLIEENEREF

B Nrf24h, 4 N 2 A5 R 7 AT AE A AL
FEBCIRAS g AL, 3 17 5 i 41 S8 A I8 SR AR A AN
A T e N (= S N < B O i e
HEMROS, dEMROSH T EH TRESE S H
¥ -lo(hypoxia-inducible factor-1o, HIF-1a)_F 574
il [ 7 PHD, 4% A € il HIF- 1085 3 B A (14 1
o g G4 HIF-1om] LA 2 GSHYT AL %
DL S FLBR W 2% (lactate dehydrogenase, LDH)%:
DRT A5 4 A W O B il DT ) ik, o o) = R PR AV
e HEFLRR I AE A, DA 0 7 SR IR SR SR AT
T ZRRLAAR N ROSHI ™A, 3 1 445 I ed 4 A (1) 4k
W JFFAS P, Ak, iE G H 1(activator protein-1,
AP-1). #UK 7 K F1(heat shock factor 1, HSF1). X
SLMEEE [ O(forkhead box O, FOXO0). p53 M #% K1
kappaB(nuclear factor kappa-B, NF-«kB)%5 5% 5% [K 114
AJLE S AL SLBOIRES R s Ak, T R 5 TR 45 AT SR
SSE AR

3 ROS— Ay T]4&”
ROSHIE T AW K5y F, 51 &EDNAF, &
T 2 DR 90 9 A AR 0 DR ) 2R, R EE (i
K. SR, REEHE DR, PUA b= 4ERE s 41 i
TE i BACRLBOIR A R AR 75 S48, 2 3t B R A= A
AN AT B PR B EA L, W] L, ROSTE i 8 Hr
FAEUTIEHIAE T (82), anfer & B A T s e
SRR AL TS 3G 1 kA, ) R 11 A= A
R A AT BT THI s 1) B 1) 7
3.1 ROSHJ{RTERIRL
3.1.1 ROSAZ#A R AL 2 FE [N 5AR 2 s
KA EE ) TG . ROSH HI%MEH T DNAXL
B e IR R, IR HE DINA XURE fif 02, e R XU DT 2
445 P BB B ] 78 4 B 5% T ROS, HEfi {212 DNA



586

] - R A Y B T -

ROS level

Cytotoxicity
threshold

Anti-tumor effect

Pro-tumor effect

* Apoptosis
* Ferroptosis
* Cellular senescence

* Anti-tumor immunity

» Genomic instability
» Metastasis
« Cell proliferation

* Immune escape

v

E2 SR RITIE) R
Fig.2 The “double-edged sword” effect of oxidative stress

Bl S ARAB M, 38 % A BRAE A TIC - SRR L 4 N RAR,
AR Gtk G a1, 5 ILAMBRAEAREL , SRS
Ak AT AR, B S ROS KL, HAA A= #)8-0x0-
dG& FEIMILHIAC , W AT 7 DNASAL 455 bR
HPC. ROSH AT DL # ) 4 DNA$ {12 52
RGBS S 01, W ATM(ataxia telangiecta-
sia mutated). ATR(ataxia telangiectasia and Rad3-
related) 2 A BAAS I 250388 1 (checkpoint kinase 1,
CHK 1) 2 i A AG I 55 4% 2 (checkpoint kinase 2,
CHK2), P K DNAfAG 82 i (R il , n A3k
8-Fa Ak iy DNAFEH % (human oxoguanine DNA
glycosylase 1, hOGG1).BRCAZ2(breast cancer gene 2,
early onset)5F, I DNATR G5, 3 h0JE R AL 1)
FM, FEER AR AR E Mt — BT,

28 KL ADNA(mtDNA) LL 2 ADNAH %) K 4 4R
1545, F R R AT R & mtDNAGR = (R4, H T fE4r
B O RET R ENROSE ., mtDNA = EH 2R 4
WP B AH DG I ], mtDNATRAR ] B 452 5 M SR
FALBERR A AN fL AR B SR AR, R EROSHI ™ A, K
FEAIR RN
3.12 ROSIR#tAYZamiedgsa R4 AROSH
VEONEE —AF fR 42 40 MO G 5 AH 505 5 il % . PTP1B.
PTPN2LL & PTENSE IR i &5 3~ it RS TE AL
A B ROSHEA ST , B 1M 0% 22 255 A 8 B 30
(MAPK)/4H 9 4 MF 5 0% 1/2(ERK1/2), PI3K/AKTAHI
NF-«kB&E5 Il %, (Lt R g g 58t Aotk
B, IR By 2R AL 22 BN A SR T NOXs R ik
111 Ji5 & LA ROSHR #6111 75 3 £ 4 2 8] PTENT) 2K
i LK PIBK/AK TS 5 38 i A3 2o 7 7L e 4

P rb, IR A 1) ROSIE I 0 ERK /215 5
PRI TE Y AT IR, LR 4
rH MICAL1(molecule interacting with CasL 1)ifid$2
7 ROS/KF, 1% PI3K/AK T/ERKAE 53l % , 4EF54H
J J& 25 1 D(Cyclin D))k, 3k i {2 2k L 4
JRLFRHGHE T DRIk, iy 440 B mT R FH AR BT ) )
ROS, BET 3 FA 4% 1) 21 o 15 5

3.1.3 ROSR#tMEmiest s MRERLE 1
Z BRI B AOIRE, 20E UEH A R UG AR T K&
W) F 2R R . B FER B, ROSH] 2 5% b f—[A]
J5i % 1k (epithelial-mesenchymal transition, EMT). 4|
MO MR I AR Rl (angiogenesis) P f 2R SR T
(anoikis) 55 2 MR AL AH OGP IR, XoF I Je 4 L 1) %
#% (metastasis) K15 & 24 A E RS,

ROS A0 2 Fil s PR 5, (et Jop e e #8 HH 5%
AW R . HeA A KT -B(TGF-B) M Wntf5 51
P AT E UL R A S, JFil T SMADEY B-
HEINEE H (B-catenin) KAEAR 1 EMTHI/EFH P79, 4
HIPTA, SAALRLESE T, NF-kB. HIF-lo. Nrf2.
COX-2 &% FOXO=EFH A1l , ABUA] LU £ 4A
IR JRASES, W EA R EMTHREMER . 1Ak,
ROS A[3# i #if MAPK Je AP-125 K1, {2 ik i 4
J& #5155 F ¥ (matrix metalloproteinases, MMPs) I
L2 IR F IS AL, T 5 A BT (e 2k 4 i A 3 5 R
fiff PR EEL LA B0 R PR R B DL R I A A B
XA R 2 BRI E AL . RS HL N HIF-
Lo A W] A 2F 1L A8 N R A2 B ERL - (vascular endo-
thelial growth factor, VEGF) {138 1A, T EU SR &
A i, AE AT 2 AR SEUSE I, R g e 2 i
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BHIEA. BIRMIR, DU IRHEE R BT TR 0 (0
R,

B T e BERE RS AL, B R 3 0, Ak SO
R i R SRS R R . oRs 40 Bk N L5 R e B R
AR T EIR AR L —, SEAR AN 2 B A NG, 4
HEN MRS, B4 B B A0 T IR R 3B S <K
FERIIREE N, XA RO T IR 40 i A R, 5
ENHAET, FHASFE RS HEREN . ROSKTHE RS I 7% 2%
ISR REST IR R D IR SRR BT AE A g 25 AL
A5 AR T A 5 e v BT ) A I SR 4% P il
RS, A R RS A2 BT 1 2 2R
3.1.4 ROSIEHITE st % ki HEkis
PR R RIS S UIME. JHER, BIE
AL TAHM . EMEZHH (macrophage) UA X H 28 545 4
Jid (natural killer cell, NK cell) I8 o Va7 1 50 &
SRV, FEMR MR T 28 TR 2 eI A O S iz
ST B A 2 T R RN IR MR o T4 L2 2R 473 g
S ) 3 B AN P, L S R B OIR S )
FE. BEFLR BT, ROSH]IE L Pk CD3CHE 1R 1A RE
JITsZE TR 345 & 5 Y. ROSIE Wi 2
BER T8 5 R R, (23 TANRRAE T, 36 R
YA S iR . B A T FUR BL, NKAH M s
IR 2 BV E AR %, 2Rk )9 ROSI IS I/ &
JF A H NKA AR IR T, BR8N, ek e
MR W, 5340, SERBE NARTE R = IR ARG E
I 41 ) (tumor-associated macrophages, TAMs). M1
R TAMSs HAT $0H g (R, 1 M2 24 TAMs I % 4%
BRI L N . TN, ROSH &3
e R 2 ) M2 AR AL . X PT fE 2 1T ROSH
1% PIBK/AKTAS 518 % , (i ik Wi 4 ff 5 v R i3 A+
(CSF-1/M-CSF)FJZiA F o b T U9, mp L, 8408
W5 e o g b i 2 A 0%, B SR KL R AR AS Bl
JH e S e VR T A B R S R T 52, B R e R
IR
3.2 ROSHIHNTEERIRL

n B RTIR, ROSK s kA= 5k e B B2
HESNVE FH; T bk, 3995 b 8 4 P (9 e S AL e 0 mT
i) Jeb g B R AR R R R . SR T, 22 AR I 7T R B,
PUEALIA TT HEMS I R R B T I R L 4098 2R,
TERE AR R S s 7R R R AR, $R7RROS
AT g 3 ELA 98 Ak wi

3.2.1 ROSHE st i¥ 5 4 i B 2 A T A

PUATEEAKKE , 1§22 MR A8 T 07
o WEFERIL, AMIE T2 E A RS S A At T
) FET73, ARGy Dy - kAR S T 1 2
P12 5 S 38 (endoplasmic reticulum stress, ER
stress) /T AN IE T2 LA K pS3 - S g T

MMt &K c(cytochrome ¢, Cyt c)fA UL ZE & 7E
B o AN D7 R ) Bk A M, ASfE B i
I ZORL ARSI HAl E SRS GRS T 40 i A
o oCHE . ROS R Py s sUfie it Cyt R
JECRIA M T K A2 . — 7T, Zekifd 2 ROS/ ™4
5RRT FEMME . ROSTEL N AR N E AL
Cyt cHXUBE AR H I, B4 2 BN, e Cyt i)
BT Sy —J7 T, BETBCE 40 5 H () ROSE I
7 INK L A p38MAPKAE ‘Sl i, LA Bax i 1977 30
fRBECyt IR, F5 A M 207,

WL PAT A S E U T 5istm. e
B Ca® il A7 5 R EE D e 4l i &%, BATBOS
PIEAIRES . W50 R B, ROSREIE Py J5ii I iz P9 Ca® (1)
o HRETI, 38 PN J5T I PN AR R OK B R AT S R B
RATBEE, PR N 5T R, 3 T 0 2 N R 3
2 8 1 Jx M (unfold protein response, UPR)f% /&%, {i¢
1 T Jif CHOP(C/EBP-homologous protein)Z% {i¢ i T
i DRI PR 2 5, e 24388 BSC PA 5 ) TR S50 4R R 1A 1% 48 e )
M,

PIITELIS0% I I v R AR RAZBER SR, e e
e A 2L R . 1979E g RE Lok, B 2 A
JI R S [ A FLAE JirRg A e b AR . AR
KIEMIE , p53RAR A A KA GV, I AT 3R1F
TR TSI o WA I3 5 SR A p 531 D A2 A A
MIMERT . AT R BN, BE X LR (piperlongumine, PL)
Al A B ) ROSH A RAZ pS3d AM A, il
HARE B ADIRES , 5T pS3 F U 8 T2 SEJE DA 1 %
3, A FEURMM R AT T, BRIk A8, mE
ROSHEFIH T DNA, 5 EHATMAIATRZ DNA {51
ST DR RO, 2 T 0 p S 3 I ) A I - T
HEPY,

322 ROSILH#APE mfinikt=  PIETRITF
SR R I R R ARG A ) A B R Y 1 B T T X,
R AR R N R AR ) e L I oo 28 A BA
KNP ROSHIE ar MEAR R BU. 23 Dk ke Ak v ity
4(glutathione peroxidase 4, GPX4)/E NE AT K BT
TR P EAZ o, P LUK BA S8 A 3008 1)
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B S ALY (PLOOH) I J& 77 A2 #H B [ BE (P-LOH),
DL AR 41 B P9 S8 A0 SO0 B PR O B2 R /
JOb SRR [ 02 B R AR (xCT) R 72 41 i 9 A 22 (1)
PUAM L8, 6 R GSHER A0 1) - k2
Mg, B s pTE AT RS, BREIKROSA T S AL
05 5, BIEHFE R, FSP1/iZ B (CoQ10) & %
F e AR /U SR P (BH2/BH4) J A4 2 7]
Z 5HIERIET: P, FEA A R A O IR
FETIRAE, R vk /NG T 550 i B B AR . R OE
T2/N53 135 557 (W0 Erastine RSL3%5 )%} 2 Fh AU [
i 928 240 i B A B R YR T R, AR 1) 5 P BIR )
T HIGARRLH, FAE B E TR ABIRN, K &R
FIERBET 75 T 754G BB B 15 P8 1 38 SR s
323 ROSIL#MBM@iEE 43 (cellular
senescence) e T 4 g 2 25 73 LRI T AR 7, RILA
TR B R A . B 2 TR LR I, i
SRR ROS AT 38 3 1 12 p53 T 97 40 & 3040 ] PR 1
P21 HIFRIA, (i a3k iy 240 a5 =, 3k v 400 ot P98 240 P
A K S 3 S, FRATRBI SR R B, pS3HI I Al
T 1ASPP ik #1fi| p53 NS SE K p2 I RINF-kB
TR R R A 2 -6/-8(IL-6/-8) B ALIT 25415 S
(1)1 1 B8 A S BT 2 A P 4 B 2 R, S UM R
M 2417, PR, DAROS 428 5 M 41 i %2 22 (1 73 T HL
HIAVIN BT, G 4 R R T AR R
BUEIL R .
3.2.4 ROSAEH#ATATE %E  WIRTHTIA, ROSH i
B T A A 1, A2 g PR S g% 1kt . ARTT, ROS
W n] DUVE 4 M A 28 A5 A4 S e A, R DT
JgR Gz v M . BIF TR I, — i B I ROSKT T4 HF
YRGS (RHEPUR IR 220 M (antigen presenting
cell, APC) R S e Bt Jir B2 52 5 e i ygg s <A 1)
RAEBAEZER, IR Y, Btk
Z b, ARIRE FIROS K TA AR IIAFIG 04k HFE R
AEEEM. ERAHFEN, ROSIHE T e 4 i
P T B R R R IR RS 2R 1 (mTOR/
AMPK), {3 FIEHRIAS 5 eSS HOR, %%
CD8 T M 130 B Rtk , ROSA T 1 58 Ak BL I
TS 55 vy A % G2 4 i A 2 470 g 26K 7 v 55 A
K, BB IRAN R A AAFRAS 5 R A % G e 41 i
(1) B 7 T %o IR I PR S 2 16 97 1R R B A SR
S SRR E

K2, ROSTE Mg A R HE R T 81 (A FH, o4

Jo B e TR ORI R A AROS/KF - i EE 4 i B
SRR R B LA K 8 o B R I 25 R 2K 22
UMK FEAEAIE AR IS R G T IR &
L ER R T USRS H R,

4 FESFUTRERSEIEYLEETT
4.1 REMNETHE

i 2 41 Hi I ROSAS W SR AR, — FLEE tH 23 14 )
H, B SEMEMRLT. Kk, #—FRTIROS
K RTIA B 15 s 40 B A8 T TR T ROCR(E3)
4.1.1 fy7  REBHERRUEY. HRLED.
B IR BRI A B R $ A
O HRI) 70) 25 4% 45 (AT 25 03 B Ak ThRg , HLm R
TEIT RO LI ) PN 72 A B 1 ROS 25 D) A 5% 1000,
ki 25 2% (doxorubicin, Dox)& H 81 s PR & % T
WEEAIT Y, iRy 2t A . FUERE . AT Al
JiRge R ERE S 2 PO R . — 5T, Dox Al LA
1 BRI A0 L DNAXUEEWT 2L, R AEATIf . 2
FIDNA$ 1 BT 840 A6 T 55— J5 T, Doxidid Pt
THCHE T R 40 B Y ROS/K -, HETT S pS3ki%E S
R AR TN SRR MEBE (5-FUE A I PR
IALIT 259, AT = A v 7 & ROS T H 96897 1
RS . LIRS OF B . B S5 2 RO
PERE . A, BN TR EORIES T, R
B 9 = A (As,05), XAERRONIERR , St
HEF T B R T, A R B =
T 5 T 2 b A 8 L 7 () 508, R 5245 A TRI T, il
INGRLAR B AR B, (2 ROSHI ™4, 5 S 4L
W7 3840 7 7% 423 ek R £ B 1920, I (Cisplatin) 2 45 4 1)
T bR AT 25 2 — , R I PO S Y ROS
() EH 0 PR R, ) R B AR . A 2 ALY
252 BE (Paclitaxel). AFHR % JE (Fenretinide).
3R % 2 (Bleomycin) &5 35 1] LAZEAL ) ROSHK i 1
MUHETT e
412 A7 HEEEE FROS AR EE AL
PPE T Nz —, TR I PR VG 7 IR (1) B B
B, BUTSOT o R A i PN 1R K G T 52 B F RS A
BT, R A TR 23 R, P2 AEROS; (R B FE B 58 45
] DL 2 3 NADPHA AL I(NOX 1) IR IE,
FIFROSHI 8. H{ROSA B T IHAE RN, it
g P AR R - AZ IR S B K 43 1, 3 R
B A IBOIRAS , H0 i 2R, e 3 TR 4 i At
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' Anthracyclines, platinum coordination
complexes, alkylating agents,
camptothecins, arsenic agents and
topoisomerase inhibitors etc.

GSH inhibitor: Erastin, TLK-286,
ﬁ Disulfiram, NOV-202,
Sulfasalazine, Menadione

ITonizing radiation

&
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Fig.3 Targeting redox homeostasis regulation mechanism for cancer therapy
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