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The Regulating Role of ROS in Tumorigenesis and Anti-Tumor Drugs
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Abstract ROS (reactive oxygen species) are small reactive oxygen-derived molecules. The increase in
ROS concentration can damage cells and cause many diseases including tumor. The high level of ROS in tumor
cells has become a potential target for the treatment of tumors. Small molecules that can regulate the level of ROS
in cells can be screened for the development of anti-tumor drugs. This article mainly reviews the role of ROS in the
process of tumor cell proliferation, apoptosis, metastasis and invasion, and its role in the development of anti-tumor

drugs, so as to provide ideas for tumor prevention and the development of anti-tumor drugs.
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A: when the concentration of ROS is low, ROS production is compared with ROS scavenging ability; B: when the concentration of ROS is high or con-

tinuously increased, ROS production is compared with ROS scavenging ability; C: when the concentration of ROS is high continuously, the production

and elimination ability of ROS are compared.
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Fig.2 The effects of different concentrations of ROS on cells
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2 b B A )45 5 30 % XS Tl 5 3 B0 1 B AN A
Rl R MAPK % F{5 538 2% 1 o, 78
A sG s o R R . e, B R R A
¥ (chondroitin polymerizing factor, CHPF)# R 1t
TEMAPK i 1% oK {12 2 Jifi JI Ji (lung adenocarcinoma,
LUAD)4H i [ 38 58S . B 7R B, ROSHIF R &0k
MAPK(E il , F#EINK. ERKS5&E 540 i 14
Ji. Ebdn, sShARNABKDC ACS5047 i 5 %} CCS(copper
chaperone for superoxide dismutase) 1l /f F 7] i#
i fih R ROSA G FIMAPK-ERK S P4 5K . 11 2L iR 9
FIHGFEAEFLC . AH i, ROSHH AEBE i 12 it 4 iy
fR39%E . Eeln, MICAL 1A 5ROSH ™4, J&# i
PI3K-AKT-ERKIH #%, # £ 41 g 4 1] &2 DI &R A&,
15 B 20 B S B 1) R
2.2 ROSS5MERAT

90 B 8 TR 7 B RS R I I R, R B 4E R
A I E R . AR Z A, PR T ] DL RS
TE BB SZ B AR, AT R A P TR
ZRR FE Ak, LLWIROS. &S RIE. L2245
S, MM T8 S & HROSA F 1. F T4 Mg 1] 11 2%
Tk AN, FEROSA T4t M T 1) 77 Kt A
[Fo 4N TR AR INRERGET Z AN FiE
AR R P 58 3 A (e WL A U 5 U T2k A), HL R S MR
Caspase X ik 85 [ 10 « 72 MR gl i b, ROSIE i
HMIRIEAE, WOE AR T 52 /K (Fas. TNF. TRAIL%%), i
T35 Caspase-8 8k Caspase-10, i 7 Caspase-3+
Caspase-6. Caspase-7% RN 85 AR ZE AL 1.
LR A, Hit s Rd S EIROSERIL, /-5 A i I B
BUSIETRAIL. Caspase-3. CHOP. DR5%:, i 541
MO T2, [F R, CESE MR . O e AL
SR AR ML R, # K I T ROSIE I AMIR I 42 15 T i
SR T . NIRRT N R 4
LR RE AN €8 Foe, M T T Caspase 5 1% £ 1 1M
ROSH F ZERIF L Rk, Rt M FROSTR 2%
SyiEid WIETE SRS AR T . HANSEPH TR
IR, PR P R e A U IR AR 15 5 T 4 TR A O AT
22 M SE T, ROSHIHG IN-F E 4 i N Ca> 224K, 51
A I HL A7 PR ARG, BRI th Ko, ARt R A
Apaf-1 3375 Caspase-9. Caspase-355 FEANMILT .
2.3 ROSEMEHBIRE

Jie I8 2 A% 2 i 98 4 R M) 46 Ao L 1) JE] ] 2L 2R
ze b 2% B B I AR, 3K R R M DLV T R

ZFEH . ROSXHE SN 35 2 MR ST
RS FA K, Bl A BRI,
%5 5B X MAPK-ERK1/2. p38. c-Jun N-¥i
P4 (c-Jun N-terminal kinase, INK)F1 PI3K-AKT, it
1M 0% NF-xB. 551 & 55 F i (matrix metallopro-
teinase, MMP)FI L& P B 2 4K [Kl - (vascular endo-
thelial growth factor, VEGF). & A\ ML 72 fif e 41 g
RIS, 5 LR i A1 T (extracellular
matrix, ECM)A1JE KR, 12 285 H 1. MMPE A
B AICE CMLIT) A5t e e 240 i R G At 248 i 2 0 1 ok, I
WROSHE . Fbtn, PCBsARI ¥ U 15 5 18 %, i@
I ROSH #6i 1 NF-xB-MMP15 5 1% 5 15 5 F ity %
U, EMTAH RAS ‘Tl g s o, teanisd 35 5
2B Rk Ca® $HL, MCUPR Liffl i 75 ROS-Nrf2-Notch
5 SR 1 i P 40 L B EMIT, 338 T 1 3 e 440 A 1
REATREI, FHA, WANGEE 5T &3, miR-
130a-3pf) T i, $3 COXTRPIENE it %1k I
/1 FROS-NF-«xBf5 5 # 7, fe 2t i dn e 4652 . X
F 0, e e 20 P B (350 03 i DR 30 L R 8 i gk
ROSI ™A=, JETAR 2 R e #%
2.4 ROS5FE A R R

FZAEY T, AR A STE AR NS 2
WA UL S 38 Han S5 D e i) EE AR 2%, I HL 5 IR A Ak
MCa* PHTH K MBI R (RAE. Ca™ KA 5 M
A BRI In2x 51 kS P 5T R R A A R R AT
BERIT R I HREMBE, SN B RO L .
B B oK A7 28 B 1 5 S S O AR SRR A, (2 gk 4
MAAE; Iz, RAIRRESEAREIRE, e
LR IS .

ROS 5 i J8 ) A J5 I 7 35 i 2 AR 5%, TTTROS ]
TE P B N RO S AR T PEALR M, RS E
J¥ ¥ (colorectal cancer, CRC)H, BH WrROSH) ™ 4= Af
A% T 3 R CRC AT FfL A Jo 9 238, 5 TRk e
T EROS A PN 5T I R E CRC AR i H R 45 9T
HEGEAME TGN B T 38 ) A ROk
15T X B2z Ab, A RO 235 5 P 5T I R,
WE M EAER, SEMMIET . AR, WK
SRAE Y R ELE LA(Levistolide A){E A7 1E BUASTEAE
pS3MITE Bl T 3 EHCT 11645 M de 40 ST, FEAS I
FIROS/KF-Ft = FMERS(endoplasmic reticulum stress)
IO . 1 ROSHERR A (N- Lt HE -L-2F R R
NAC)HHIROS 7 A= I 2 M i ER SAN 4 i 1,
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I, LA BT ROSA S ER N ii& 12 155 5 45 g 41
FyE TR0,
2.5 ROSS5HhER B

F WG LR A MR S i o S AR Y, JE DU B i
B 2RI A . AR 0 SR A A R A
&, BEIREEAS AW NMARLE, BN S L
WAV R R B AEE B2 4 ) 4 e 28, it B H
Wi e /R R R 407, 1678 TR Z MG L TR
H A A RE AR -

ROSHH [ W 75 1 5 48 i 1 77 8 A0 A6 T 7 T 2
AR AR VE A . ROSHIAR R S EUMIR E W [ 7=
A, 1T B WS IR EEROSIK I R A AR Bt AL,
ROSHI H M2 8] (1845~ F A5 FUAH ELAE B 2 5 4 i da
BB 7. 24555 F@1% 5ROSH H BETE
DA XN 3T K A . ROSTRI2 I 5 41 i A=
fE FET B AR R 4 i (R 3 554 G, b, 76
g 184 5 5 T, ROSHENS L s F W, oD B 308
T AR A R IR A AT MR, AR I,
18 FHH O F12-ME 5 3 IR 48U A0 S0 5 B0 41 il 2 USTAN
HeLaZll il 5 W5 175 5 IO AN AE T Ah 40 70 sl mabr
I Wt 5 DR U A A0k B 7 4 A N80 S R Al i AE T,
I H FINACHIHIROSH =25, il 7 F W A4 i st
709, BRI, ROSHH H W3k [, 4E3r 4rpufa s,

JI IR 2 S T M, B R R R S R
K IR0 2= 256 7 5 S50 8 4 i = A i 254, 51
ARG THROSXY 83 4H i (1) 5 o3 14 2 A 15
52 . IRV BEROS, A (i 3t R A= K FAE OG5 5
IEF . EREROS, X iR 4 i B H3 5, S0
FEFEVERAVR A T AR . TR, PR ve 7 mr L i 4k
S 25WIBH IEROSA BR, B b9 A8 (1) 7= Az i mT BUIE i
b2 25 W A8 3R R R ROS /K P-4 i, 51 72 i 983 400 it Py
AR ARSI, (RS R A R T

3 EMRESAMTRREER

S R (0367 BRAG T AR 62, (it
TP 11 2 FEE, S BUL A IGIT 251 IR T AR R HE
A8, AN i 5E AT R IRI AN . U L R
Sy W PR 250 e e R A A
S K IR SRR AR TT), DA I V8 1 G R GE R
SR L th (S 7 V)T B TR 5 i
TTUAEIR T AR A A R K L T 251 22 % )
R, S0 A7 . ROSTA 15 24/ B % 11 63 Ao

Z 2 24 PR IR A . ROSTE S8 200 A o ke 25 1A 15 A0 g5
SR TR0 AE R, AT R R S A AR
IV 24 PSR 20 A 5 0 4 A b B S =
ROS/K-, DA, Jiffed 4t i 5 25 5 2 BIROS /KT A2 4k,
s, Hal, Juie 25 iR EROSH) 7 = 2oy
N REAL SR A (D). REAET R 2
SRS L B 40 R OS A ZE Jl (B 4 il O«> 2E
B, B IR 28R AR AN AR PEROS AR 45, B 1 g
FAUEALTI(SOD. GSH. CAT. TRXZ)AHL, PR
STROSHIE BRI, P A S0 8 25458 i B H23
INPLAAT(GEAE R C/E) THIROSAE R 1 3R HT A
PRBEAE RR, FRARAT IS R ROS /K, s I8 f A2 il
LR,
3.1 ROSTEHMHIER—N SHEILE

HAROSH T 8 7 (1 24 P 0t i 98 240 ffa 1 38 G
HA R 5E W #0710 40, A9 3 (mineral pitch, MP)
RE A% A A3 ROS/K ¥ b T 400 1] FFF 9 400 P 17 388 3, R A
JHF 968 41 g - MP3i 3 32 ETROS 7K F B flkmiRNA-2 11
miRNA-22f{15RIE 7K, ki 4 il e 4 B = [+
FEHL, B A 2454t mT LU i P8 % ROS 1 7K ik 2
Fif R A B S A A P, b, PSR R
(Aloin, ALO)iE i N IMROSHI 7K F, 2 11 18 7% AK T-
MTOR. NF-«kB%15 5 % , & 230 5 w40 i
(HGC-27. BGC-823)# 58, 74k, T I8 4
Jfl = 7K P TR OS R, KRR A1 AT DA A X —
M RGP ). Hein, RGD-tk-Epo B4E & 42K
HUki (RGD-tk-Epo B conjugate nanoparticles, RECNs)
AT RGD 5 avp3 A H R RIS &, A B AL 14
F R 21, AN P 4k, Epo BHE BN ARS,
TE 20 M N = A BEROSIAE F R, i i ot (A1 1 2L it
I GE MRECNHBE TS H K, AT A b 3 1) 1 g
Y PR HG HE R, R, ROS K 5 78 25 W 400 o) o 9g
YA s B E A .
3.2 ROSEHMHIER—NSHERAT

LR R EROS Y 3 EEAUR, 545 A AE T
e 24 L v 3 A SR 1 R 8 7 A R A A 3 A DG
Ik, ROS/KT- {3 Nk # ROSTE R BE f1 52 B4, 2
F SR TR AT 5. KIS 2y im i 1
SRAEL RO, N PR T IR GRS, i, 22
WRATAEYIWZ3SHE N T ROS A, #ET A G YACH!
INKF)30%, ROS-YAC-INKI& /2155 1 7L 5 e 40
JHT, T HS BT Rk T RE RS, H0H] T LR 4
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F1 JHEROSHIIMEZ Y K EAER
Table 1 Anti-tumor drugs that regulate ROS and their effects

k| A bA T

Drug ROS Proliferation ~ Apoptosis

REH IS IS S

Invasion and metastasis

Endoplasmic reticulum stress ~ Autophagy

Mineral pitch + —
Aloin - -
RGD-tk-Epo B conjugate -
nanoparticles

WZ35 +
6-0-angeleylenolin —

Auriculasin +

+ o+ o+ o+

Avenanthramides +

Salidroside -

Dieckol -

Lipoxin A4 —

Lobaplatin

CHHA + —
Oxaliplati and piperlongu-  + +
mine

CA-5f

Aqueous extract of clove

Adriamycin + +
Chloroquine

7-0O-geranylquercetin + +
N-acetyl-L-cysteine —

Cryptococcus heimaeyen-  + +
sis S20

Ginsenoside Rh4 + +

+1 Rk — - A

+: promote; — : inhibit.

JHFERY, FEREHL, FHIROSTERRBE 11, MALHE AL
JHORT A . IF 5T K B, 6-OA(6-O-angeleylenolin)iff 4%
)8 E 22 5Nef24 3 840 S R, 6-0A 1R
HEROSHR R, 1 Nr2 4 il 71 B AR Nr 2 % i 2 f R 4 1)
BEIT, BH 238 55R6-OA S 5 MR 40 M T2 I RUCR, R
6-OA 5 N2l 7 EA 18, vT DA s i 28R
1 VR (IR OSANSU KT i 98 40 i A 52 1), 6 1E 5 441 i
B AR Z R AP EE . TR B A IR
ROS/KF, 2yl it {2 FROSAE i T 3IROS A= i it
&, (EdEgH I T, 1 E 40 i IROS/K PR, 254
PR IEA B ROSIR A 2y e a8 AR Al . 5Bt 7t
KRB, A7 H6 KSR 254038 1 ROSHE 7] 7% 48 fil I8 20 it i
Sof 1E 5 2 B AT B2 . CHOZERH) F Auriculasin
VA T 41 B 4E flUROS /K P31k, A F:Caspase [ F
A8 1 1 342 4% AN A I PISK -AK T-mTORG: 42 175 5 1l 41
U e 4 R T, X AE A R A TG B R
Ty AN, B 24 0] DB R R AR A, N, RNA

fif ieBEDDX3(DEAD-box helicase 3)1E K 7 4H g T
T 2 HL K B i 4 ROSZK 1 55 1E % 41 it B 7,
3HE 57 L W% (Avenanthramides, AVN) ] LL#E [()DDX3
I A 5 K e 40 e A = A2 i BEROS . A, AVNTE
K W e 240 e o 2 IR R ARG AE F 3R K ROS A = (1)
TR TR,
3.3 ROSEHMHIER—NESMBERESHER
12 28 5 56 7 2 b 1) B Ja &5 R, AR 45 e
BE AT R R . ROSTENIR 2B 56 R8I AR vp R 4%
HIEEA, B T #HIROSHAE Beak (i 3k bt
FALTF=E PR T, WD ROSH R, I 0 1 e 87
MR8 55, i, 45 K (Salidroside) T
HROS# 1%, /1 SFPKC-ERK1/215 S il i, ) A\ 2F
YEPIBh R IR 28 SRS, AT B FCAEW, Pk
#Dieckol it 1% T IHROSH % ik, # fi|Racl/WAVE2
5 S L%, MITAMH] 7 B165E {0 2988 4H i fr) 4% 7%
22820, MR gn 1228, BB SMMPA & % V)



ok ROSTE MBI S A 25200 0D 1

1087

K Z&, PIHIMMPE Ui TR AT 4T 5 % tan, fig
S Z Ad(lipoxin A4 , LXA4)il i K HROS/KF i 4%
MMPH FL I 40 f A2 28, JFiEd MK ROSE T 1)
ERKOE KA RO I Fo e 1) 24 422 2 A B A1
MMP-9/MMP-2[FJKIER, 5341, 14 (Lobaplatin)
A% M I ROS TR F= MMPHII ] 15 i 40 i 42 28 5 1 2,
B 515 BROSA B, 4 i MMP-2FIMMP-9% %,
BH 1E b8 1R 28 55 85 501, A, ROSYE 2544 1
JiRi 1258 55648 e SCREH .
3.4 ROSTEHMHIER—N SHER RN R

25 B 8 WG PN T I R, R I T
ROS. #i/iJREZ5YpiE it ROS AR B 5 4 Jii X S 38
(072 25, FE B2 10 P 5 DX N7 335 S50 8 4 P R T,
PR X 38077 A ) K R ROS 4 5 S5 88 41 i 17
To. R 2 2590 ik ROS A5 P 5 04 S84 1 i 7 4
MR E . 1228, R, WMo, tbin, CHHA(16-
O-caffeoyl-16-hydroxylhexadecanoic acid)7E T ¥ 4]
f b, BT ROSHIF R, AFECa> KT, 5T P i N
NPT IECE PERK, 175 3 FHF s 240 i ) 2 0 1] s 48
FACY . ROSREMS LE 25 AV F i R HEA/E L, 38
Prs AR . b, BYb R4 (Oxaliplati) FH BE 2 T i
(Piperlongumine, PL) P 5 ¥ [FIF F i ‘3 45 W B Wi
AR E T, 1X 2 T ROSZPLM Oxaliplatinff H )%
Bz 15, ROSA T 145 P Jo3 o4 RN 2R R Ak PR, 410061
Jiebgea 240 PR A% RN A a3k T2,
3.5 ROSEHMHIER—NSHEBR

W I B 2 AR AR HE AR, Refs 25 BR 2 in
BUIE R AN A, 7R R e T Rl s R AR .
H RS 2 B 2 K e, G BRI = 6
A RPN, EAGRIE . ZRRi AR %

I e T8 0 ot DA % e 98 14 4 R % s o A
F o TEMIR T B 1A, 58 B 1) A AL R0 A2 ROS
b R NE I D ) M e 2 R 1 Rl R R B
i 28 I ek 20> B 98 FE R I AL 2= . T s IROSHLTE H
Wik, 384 5 S R P T i, a3k e 8 4 PR %) A7 3% AN
FREEMTE . R R 10 S B B 5 = R FEROS I,
e ok B UV I 30 e e At B R B,
1 Wk 7 fie 8 o B A S 4 0 AR,
75 AN B R R T 1 oG . e, B A E
PIHIFICA-SHE L AT H W /IMAIE BRI A,
1B W S R A R TR, M S, T R
AEC(Aqueous extract of clove)ifiid AMPK-ULKi&1%

75 FWE, #0455 N BRI TR B . WANG
ST R BH, B 5% & (Adriamycin, ADM)if# i1 PI3K-
AKT-mTORIE #175 F W, 1M [ 1 301 771 S04 (Chlo-
roquine, CQ)FHIWT H W&, 3 5RROSA:J, 1t 741
B 40 BRI T, TITROSHH fE 5 18 42 40 il B W5, 7E 471
FE 2 PROSE I T AW S 5 fE. AR
R W, Mt = ATAE W) (7-O-geranylquercetin, GQ)if it
ROS 55 A i 40 i B W 7= 4, 33 AS49RINCI-
H197540 M T2, 1 8 F BT A INACTHT LIS A2 GQ
7S VA T, X R P, GQIE T IROS
5 AS49FINCI-H 197541 i 1) 1 Wt A 020 7E 254
ERH, ROSH LA ARG SEkiE S A,
un, BREKEZLE S20(Cryptococcus heimaeyensis S20)1*
Az ) A 22 B R LA 5 AR /0N A B & SR IROS AR
&, AT BTG p38-ERKAS 5 8 it I 175 5 41 . [ Wi A
FETZHO, AN, NS BEFRhIEIN T 45 9 FROSH
TR, B 5 0% T INK-p53i8 1215 5 E W, 5340
JgE T2,

H A1, 6 HAROSHNEH 2549, UAE4 i
. WEE. RZBEMER . DNATI. AR
AT TVF20E5E, MAREAT oA 7 T 7e. [
B, At Stk 1 S0 AN P RE £ L A A RIROS T 5 fig
JIHTHT BB IR 2000 B B e g 25 0 i
Tl

4 458

37 L R 5 7 0 ML 2 A B oh B R
Filo FESRIAIM Y, 375k S A5 £ i e i
R, . RESEBSHTEE. K
B, 9T ST M IR IR, 7 A T M B 5 R
(LRSI, BrEL. M. ROS/KFEEJ7 ), 34
5 R E S 2 8 1 FE F kB R g, 25
)38 i ROSTE Ji 401 v 8 42 142 FE, 4001 P £ 3
B2, HARS R R AN ML T, B 2 R
LT I SN
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