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Abstract Radiotherapy is one of the commonly used methods for the treatment of malignant tumors. But
during the process of radiotherapy, not only the tumor cells are killed, but the normal tissue around the tumor is also
damaged, which is called RIBE (radiation-induced bystander effects). Modern studies have shown that the genera-
tion of RIBE is mediated by gap junctions and soluble cell signaling molecules, including Cx (Connexin), CTSB
(cathepsin B), TGF-B (transforming growth factor-f), TNF-a (tumor necrosis factor-a), IL-6 (interleukin-6), IL-8
(interleukin-8), ROS (reactive oxygen species) and nitrogen oxides. This article summarizes the drugs for these key
targets and the key nodes of related cell signaling pathways, and further compares and analyzes their advantages
and disadvantages. It will provide some clues for the selection of potential target drugs for side effects caused by
clinical tumor radiotherapy.
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FETBOT (P FE R, R B S A 235 49 e 240 P £ ()
B, 2454 JE e OE o A 2, L& B A TR B S OT
JUAEJE, e Mgk kv v s, 2235 414
T 453 493 FR A i 5 5% 2808 437 4% (radiation-induced by-
stander effect, RIBE). #& 1 55 % v 3= B R ILAE FE A
RAF, FER AT E . DNAT G, Jetaihild 5
AR, MG T SORE RN BRI AL
SRIETE CE DT TH o £E 55 NI R B, A
AN H O BB R E 7 2 58 —Fho2 i gi i
() BRI 422 1R 3 11, 1) BRUZE 4% 2] I (Connexin, Cx)
RE 05 44 15 5 M\ 52 i HE 1 441 Pt A i 28] 55 40 il 5
55 RN, B AR i AT IR PR A RS T T R I,
T B 41 4R A B#B(cathepsin B, CTSB). 4L 4
£ [Al -F--B(transforming growth factor-B, TGF-B).
I8 3K BE [ -F-a(tumor necrosis factor-o, TNF-a). H
f* Z&-6(interleukin-6, IL-6). [ 4> 2 -8(interleukin-8,
IL-8) LA K i PR A A U S8 A P 5, sl i s B N5 5
e 3, 3t R R ) 55 KR . A 2 B A
53T 1 i 3= £ DA TA] [ 3 42 30 TR T O 55 2808, e
iy 240 60 A S 5% RO () 7 A T2 BRI TR A A S
TN TW . HE S IE PR 7 A% 8 2 4R R 2
LB, T I 22 Fhod A g1 S R R i i Y
hns RPN, ERgstT P&l HE, 78
R B OB T 4 R B R R, A A R B
EEAMGIR . AR EAREBIIHEIT . TGF-BHIH 7).
TNF-of i) 551 IL-641 1) 55 IL-841 1l 5%, %Ak B

DNA damage

FZE TR BRS80S AR S B 4T 1 77 DA B v 2
AR RS WS A STHIRIRE, 7T RE R 48 5 55 24
23515 885 7E O HE R 25 ) o

1 ZhREIE) B R R A H 7

(] BtiZe e a2 — A T ) 12 1 07 =X, A2 AH AR 4 i
AT AS H A JE A% 188 1) RGeS 44, E AE 2T 4t
JE b %) TR i3 42 B SR T e 9 4 L U R SR 40
i AR BT TEEEX 7> TR <1 kDa)
e M 30 ok [ 28 P 30 AT AR B S 4, 4t ) PR 3% 4%
JH 7H\(gap junetional inter-cellular, GIIC)* 4 Jifg 1 & 1%
FERN 344 DA K 20 A U D e ) B 228 5 1R . Cx
TN FSCAH Y 1] PR 2 T ) S AR S i AN T e i P
[F1] B 3% 42 £ 11 43(Connexind3, Cx43)E N E &= i AT+
B AT ECONTT I W TR B B, 5 2 P ) B %
Pl R EEEEEN. C43EIEFHR P R
I8, EAA$E) R RS R A, Cx43f3%
IR, M A 2E 2 K AR AR 2R AN % 1T B 5 Cx43
RIS K. FZRHB 1155 EERIGEHALL
e A Ay 3 I 24 i ) i B 42 1 T A% 36 45 55 4 i,
M 5 KDNAR) #2457, KOBAYASHIZE i it #11
) 24 [ AR 32 422 TR) 3 TR, R BN VAR i ol 2 44 4
S8 55 0O 1R A B2 B AR, 150 BH 20 e ) B 3% 42 3 R
A LUK DNATR 1 R 4% 3 45 1E 3 40, 3 30E % 4
i 268 S 55 R B ke A TR RO 4 R ) SR IA 2
Z N R W, 2 M E O #ER(WPKA. PKC. PKG.

Ell 5R5E M RAHI(RESE STHRI811E250)

Fig.1 The mechanism of radiation-induced bystander effects (modified from reference [8])
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MAPK. CKI1%5)# A B $ 8l (7] £z i 2 10 Cx 1 FH B

B BE 8 B 5 55 RN K Bl 4, (R 8] B
BER AR O, MR BT R 5 5
MIIRETT . BRI, Cx43ARERS 1 9 Ha I 55 RS BT 37
FRIEE AT

2 ALAMES S R
2.1 CTSB

HH LR H A VR E RS e 2 i R e, 32
BARAE T M RIS AR N, 7E SR EE N & 2 s AL,
FEIRERR NI FUK RS, 25 2 R E B DhRe, A
AAE B B0, PUESE 2 L. A5
5. ARFURI, fEERE. Wdm M. FLIRRE. Al
FURE . B OP S SE 2 AR A, A
SR BB R IE S L 1 35 vy T A 1E AL 2R,
TE R 20 23, 2H 23 B B Bad it i S TGF-BIv) 4
W, M 32 J g 1 AR 5 R RS 2H 2R BB
1 7 CA-0745E % 541K i J67 20 i 9 T2 25 E1Bel-21
FEIRFNH A PE 0O, 7R 2H SV A EE BRI /N R
FIAIEFE H R I, /IS BRFE A R R TNF-a T 15 5 1 48 i
FT AR BE N, R T AL E A BB a2 515
FHAMIEH TR ERRBERESTS, &M R R
140 20 M 453 45 Can s BR A . SORE TR T AR AT 3 ER
(AR A LI ), 2 o i A B 1 R ME PR AR L I
P R, K E WA S R BB R R
i 5 Bl 2H 2R TR B b, 3 — 20 A 5 20 L ORE 1t SR B DA
RAITIRAE o AR5 S 5 2k UK S 55 RAON L
BF 7T R B, 23R EREB IS 32 E 4R 5 55 RN K]
F, AT 2 P R PR A 55 RO, AR 4 A
T RHAR 3 0 i 39 B DA A BRBE A R R 350 I PR 186
T8 i AR S 1 BHL T ZH 23 B B, T 3 R AIC 55 AN,
B = A At . [t 2H 21 5 (A RSB v TE 1 B
P S 55 0N T P 2 A, ad o ) 4 2R R B
(RO 1, A 7 57 S 55 250 R A TR () IR m) A o] el
IR . BRI R A& Al 5 = 2 h
CA-030. CA-074. E64d%. HATECA-030. CA-
0741 SLB W FE b, AR R ILIX Y 24 ) 0k 52 5
FWiE T EEER . BT, MENE SR A BB
iz, R CA-074 b1, AR SEIGHE 7T R, &
) CA-0745%F 20 25 (1 B A B m I IR B P01 1
H, AL &4 CA-0305%H H 2K [ il B i 814 1,

BRIk, CA-074F 5 s HR ST 55 SN B 4 2.
RRTHLE A BBIHI7HoE 2R FIRZ, Wit
PIFPRWIR 2, (HAEY Y ZFEROR, JUH X 2
FEABK. L. SHEIEBMEALE, KmmEEHbBR 2,
FEAFEFARIE RGO K,
2.2 TGF-p

TGF-Bs& — M EAG Z Fh Dy 6e i 40 M 8 7, %
Z5MMMETE. i, B TRAE T, Rk
VAT O T R PE AR P, TGF-BAE N —Fh e 4 5
MR T, EARHARRFHERAR. EEE
T SRS 55 %8 v, TGF-BA 15 B B AR Y, 48
S5 175 5 4 i 1 22 3K O TGF-BRg % 5 kS J& ] 1F 3 2H 21
18U AL TGF-B5 AHCRC AR 45 & K A% L) 2
BRORE, et 0ok TR A B8 52 A PR 0 1) 70 BV RE 8% B
SN 2. B AT, & X TGE-BRECAA 1 71N
g3 T F0 ) 5 B2 2, itk JE JE B (pirfenidone, PFD) & H:
AR PR, BT 2 Fh 40 B s TGF-BR = A8, 3k i 41
] ST 2 i 184 5, /D i S R A R, R A T
Ky R MR EF AL VA TTY . PRDIE RE /> A &b I
BRZGE I A ROE R, ANTNF-ofIL-1p55>. 4t
X TGF-B3Z AT B 47 1 FIIEW-7203 . EW-719541
EW-7197 4 &K A PR Z. A YIEW-7197
LY-2157299 L &2 1 N IR FE B B . o, &4
LY21572997E s R VA T7 B B B V80 A 300 36 4o 1)
BEPEAEHCT, H A s A e i DI R A 7 i
RILH A A B P, TGF-B i) 75 i i & iz i &
RO AL T e R 22 A L iR ) I
ERE. WORPUR RN RS E A4S
i, [l ] 5T B A . SR Z RS o
Ab T IE PRI B B, T H A2 et S REIEH
PSR ER D FH R EHE, BT AEE IR R B I ARAF 22 A8
A
2.3 TNF-a

TNF-ou& — 7 51 B2 11 9 11 A 5 RN B0 928 1 15 (R 7,
Z: 5 M A E R, S22 Fh e E A AR
I3Ab. IEH IKSF R B TNF-ar] DL S &, $t
B, RSB R . F SRR T, (HA K
AR O 2 B A AR I S 118, 5 HAth 28R
Rl —e = e Z Pm B . AR ORI, T B
M3 H TNF-ay IL-6+ TGF-B7K-F-7E BT 45 R BL A,
T 6 A G B8 WA B B R, HARRUT 45 A
KRB iRy PO 7 B s S Mo A L P 5 5 P A O 55
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RN, TNF-odi 45 54 H B, TNF-afg 75540 —
AALA (nitric oxide, NOYRI—4%& L&A B (inducible
nitric oxide synthase, iNOS)H 5 i, 33— 25 i = i &
Bl IE 5 L2 9RE SR B PRI, TNF-on] PR
UNB R ONAYTETAl Nz //E Y=t = )7 N S ORT T
TNF-of 1] 751 G4 5 520 ¥ 5471 (infliximab, INF). (i
AR H.PT (adalimumab, ADA). KA P53 (etanercept,
ETA). XFAHHT (golimumab, CNTO-148). FEZ Tk
AP (certolizumab, CDP), H AT, FEMH T B S %%
PEBIR BV TT B SRR 7R 1 FH AL A At A2
HEETNF-045 4, FHIETNF-o 5 LRI 25 &, #d
TG T AT KT 2RI FIAE 5 TNF-a4h
AR FAAEERZER , SECLAIN R AL
FESt o 1o B A I TNF-odiil 7)o T BUR G AN B s
IR AR, FLJE IR AT g A& TNF-odfllil 3572 s ELWT 1 40
N S e IR BV, SBWUA A RGE L, [EHLA
(PUERGLRE 1 T B, K, TNF-of I FITEIR R Bk
BB AEH .
2.4 IL-6

IL-6% —Fh 5 B (1) 2 2 e 4l i R 7, | 22 M
Wiy, 525G )5, TES 5AMERETE ML
PORE RS FNT IR N . TL-6NRIE 7 H 51T 2
B A 22 15 05 R P 988 ) A9 AL o) A0 A ik A A
Ko IL-6tH 24 5T 55 RN T R SR BE R 7, A4 S5
W TR W, 16 25 4 5 75 & (0 3G I im 189 m %1, 20
ZLRNE S S 55 N R 2 — o TL-63 1t
B I1L-652 k454, W0E ras/raf/ 22 24 5 15 Ah 28 B
(mitogen-activated protein kinase, MAPK)ifi i, 5]t
HLARAE SN BY o FERRS 55 RN (B Fe, H AT
A BT XS TL-645 7 14 BEL b 770 45 FH P 4 T8, AR 40 TL-6 1)
R RF 1L, BEXS TL-6 B 4011 7 7 B 8 41 il RAE
SN 6 5 55 N ) 72 A . TCZ(tocilizumab) 2
— M XTTL-6 32 AR R4 57, RS SIL-658 gt &
IL-652 4, HIHIIL-6 KR 25 . TCZEZ M H TR
I7 4 B B AR R SRS 2 B, TCZE T I PR X
5 SoR, A /BRI P RGN R OB
AR )22 A EPY s B T TCZAb, BT XS IL-65GIL-6Z
PR B HTIE A sarilumab. sirukumab. bolokizumab
Fclazakizumab, & EH H FIGI7RRIERTT R . b
KEMAEIm Kz FIN, &S BUEE HIURGL. s
B R BRSO . SiAh, XL T
U JE T & TAEY, AR TR E R,

R kg B ot S5 son, I BAEA = MIRF
ARG HEBFEEFZHAE. TR N T 2555505
Al DA 2 ), B AT, IE AT SO BN T
KIL-64E T F EAFE S ARE. HHEE. FIAEA
AEVERS . EOR H AT TL-64M1 57 3= B4 A TR IT R
PR SGTS 98« SRR R 1 551 98 Fl Castlemani ®7),
H T IL-6 FE LR 28 0 S B B S B, TL-6411 3]
AT CASE Iz sk s TR T S e e S rERE
PR JOE VR, 0 HE 4 5 55 3808
2.5 IL-8

IL-8/& —Fi B R 7, BA FIE R 4H
i IR EL A R AR, A SRR JORE A R
£ LA SR A L TR BY, I H RSt
SR SR iR 1) I A R RS . FUSE BONE I A 51
ook T HE B I 4 it U9 3 74 it AN _E 2 411 fitd BEAS-2B
FLRE IR, WEE 55 R NAT 5 R R 248 i ) 30 TR
WIRAE T, 324 HR 40 M H ERKFI p38/5 i k)
WS , 5 TNF-of IL-8 1) F 3 WA 55 405 5
K, TR 52 HE Gt 40t i iet Rl B 140347 5 55 4 5 et o
(1) BEAS-2B4H I 285 7% f5 , TNF-ofil IL-8 [ RiA th A
Al i, 3 B MAPK A NF-«Bi 4715 771 BE % 5L
BRI . R, TL-8 A2 58 5 55 250N P 1) St
R, HAERE 2ORE SRS VR o i # ) TL-8 g
A ECE IS H AR S A, NI 55 41 i MAPK
FINF-«Bif 25 R0 , DL 40 S 55 201 >k [ 2H 27
KA BT IL-SELARFISZ AR B 2544 SB225002.
SB332235. Reparixin. SCH527123. AZD5069. A,
SB225002 e IR L LA 9 RE I N, 5 ST 2B
15 B AT IO BRI 140, SB332235RE A Rt )
B JR 7% i BRI sh PR 2R fii 4 211 98 R s B 9 L ke 3]
FHZE ARG E M . ReparixinfEAT 8 AT S8 22,
RS P T 40 P A 20, o e i e I ) e 28
AR EHT, Befg G 8] 2808 B, 1 PR 7L
A RIIA R R, SCH527123 71 LA H il 2,
B F 6T EERENG H 22 A 3. AZD5069 2
TR T 5248 200 — Fh 18 ] RS B, A BRI
YER UM, — IR BEATLT BRI 78 R I, AZDS069TH 52
PERLF, Reff o2 AR SCUEY Tk BB i v
LA X T AR

3 YRR RAUR R
—ECEARFRY), SR T S R BRI
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DA Z8 SR A A e sk 4 o ) ot a2 8 oA a8 4 55 4
75K DNA#A% U4, sl d it nl s 40 s 5 0 1 5
FEC 55 4 1 PN PR RIS R, 55 A R PR B 493 5 i Y
NG PR S BB I T e A 5 20, ROSHTLLE
Fe 52 A M PR o e P A B (AR AR
SRR A, IR A BL T Bhia i Ek ) B
2 AR 55 R 4l i B, i PR R B A AL
FEAT, AR A R BEARE. RS, o
FMESE, BARMIEN NG, A
I, ROSHENS B 4H i A R A A A g o AL Sl
A Bt H IS A B A A B S R, 24 ROST™
ESUEANRE 7l IS UE AT E st INE e £
INAHMOZE R, 5240 MR AREPIRES , IR 40 A ) 48
I JFARAS o 24 P SR A0 i 751 53688 S8 A0 ) 3 AL il
(superoxide dismutase, SOD)AbFRERAML 5 , 5 215
TRV I 55 R8N A5 B 25 4 O S S5 4 P )
AR I 2 S B N COX-2H1INOSHI &I TH
i, A= AENOSE - S AP+, 13 2 FINO 5 % H HH
IS A S AT A 5 I A PR AR 55 1 S T PR R
(reactive nitrogen species, RNS), AE% it Al 41 U 5 it
5 DNAT 5 LA S AS 8 A B4 B8, iNOSH il 751 Fi
NOJH B 77155 G 0 #4555 S = AR BT BTt
ROS. RNS. NOFM SOD Ak B i 2 5 H e 8
BRI 55 R8N BT 47 1R P 24 5

HAT, JUiE I A I 259047 tirilazad mesylate.
edaravone. nicaraveneZy, T W T#Z KRG HPu
FALBNIRYT, (HIX L 4 7 2459, T AENL A4 A YR A4
Y, AATRERAA —E N ERIERE Y. BARAMA K
BT &Y. RO, 2% s e ity 7 i A
RARIE, (H 2 H oy 52 2%, A ML M AN 2

[l L RAL S P (WR R FI 240 ) T LA 4 4
FRN FEN A E B, B WR2721. WR1065.
WR2822, WR2823F1 WR3689% . H 1 WR2721C
HENIGARMEA, T LUSRRG A7 5 7= AR R H
B, A E AR T B . BERRAL S B
HeA & aT LAt A DNA 23R 10 (1 5L, i DNA
WES e [ ()BT AR A, MR ) B 0%, X PP S5 AR AL
AT LA /> DNARE 2 [ H 52 s (R UG A, a1 e
FJ4% DNAS IR B WR2721 52 ME—H 56 [H
e A2 E B R A BT AR R 2, (R
RIVEHREY, FERTG R 2, I B IERE B |
B R 7 A v R 2 AR EOT B A 808, %

AR XoF Jiev 88 (1 28 A R

INOSH 7 AT LAY/ 41 i 4 NOFZE Fil, FL 4%
JE i B INOSHI I A E BV INOSHIHI R . Aki%k
FEPE INOSHIHIFI T T2 G PEFHI NOSHI &AW 7Y, =
T4 L-NAME. L-NAFIL-NMMAZ%:. %1%} iNOSIH)
Fi 5H Z AT (aminoguanidine) X7 i % (bis-
isothioureas). GW273629F1GW274150. L-NAMEHR]
DA P9 Y5 NOTRI P~ AL, 2 i RN B2 Th BERR RS, &
WA 2 850 IR 500 R A 190 S B i
P %, PR B F T 10005 4 PR B e , (R A7 AE %2
A n) LB SR =T R, BT DARE G A g A 01
FLA /N 3 S ) 550 0 3 Ak T 25 W I LT R B
GW273629F1 GW274150 2K N 4@ 2. mrik
INOSHIHIF, HEA KINE Z M IGHA B R B,

4 ERSTSE RS HE K8 B HIH 7

24 Z4 5 AL RS (MAPK) 13 5 3 % 78 48 5 5%
R 45 0 AR R G HEE H 1P, fE MAPKAE 5
JEHF, ROS. NOAI COX-2 /& MAPK/E 5 il #% )
WG 15 R -, a5 INK(c-Jun N-terminal kinase).
ERK (extracellular signal-regulated kinase)if] 15 T Jif
Bax. Bak[1732i%, M 1424 A o A 3G ATE 7104,
JNK/MAPK. ERK/MAPKA{F 5 i i 12 58 5 55 R v A
VR 20 M S 0 50 T ) A B

X} ERK/MAPK #1754 U0126. PD184352
ATPD0325901. PD980590. U0126. PD184352!
PDO0325901/EAE e 1 . IR AR AR MAZE
SR BRI 5REE R ), Selumetinib(AZD-6244)
1l 35045 167 4 6 M SR 2008, 2 e e 1 5
G, PTAEREMEK 2R R 5, A0S %
ERK /> T-HIREER L7, Cobimetinib(GDC-0973)F1 TAK-
73372 LAPD0325901 M5 S A S AT A T >R 1, 41
XPHIEE M AE RARIER . TEPE &R Tk
ITAEAL, XTSI il ASA9ZH M A SR P FE AR
MUK BERR . 2 RIEERAE RIFIEIT
RS0l PDOBOSIOTE Rt 3R . A/ Nl filieE . 45
FLge TR A FROIR e R 3 R R Y R I
IR A MAPKOE B 52 [m V6 97 75 1R 22 i i3
HIAS TR I RIE T ROR , RAERIT IS A
HR I 251, i LR 5 F AR

INK/MAPK #1771 SP600125FICEP-1347, 1E{£
PN S 56 4 IF B i FH G 2, SP600125 1] 5. 2 a8 /N Bl

Bl
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PRI 51 L ) B AE AL BE B JOE . £F4Efh. R
AR I RERERSG Y, CEP-1347 ] 2 4% TR 7 IH
AR K25, BTt FiR B, CEP-1347 2 E
T4 L VR TT I — AMEIE AT SR s
REM BN S 55 28 RE I 3 (I PR FH 25

5 RS E MNP

H 2GR T B R 55 RN B R AR, AT RE S
Hprsa b sl 2O0E SOV BI/E A 5. AMAGASE
SEUPIE ST R I, A 22 0 AN AR AR 7 B AR 8 1 Bt
A ARORE, T L AT DL e s P 9 B R Y i AR
PTG, HEDA AT 2 WS R iR 9 B R
Re 1 RE S HOE Z MR NIt e R F A G, miK
Z Wi HAE A R BT 80T SRR R R R0
IR 5541 B N INK/ERK [ Rk, PR S5 4B
(RO 1 2, AT 77 4 2 43 55 S S R B A7 NS
KV 1 5 BV ok e Bt i BUDN A 15 B A AR B 1 Ok
FHEH, XPERS R ER 5 I B HAEIERR R 1A
EHHEE. RERXRT, HEEICHE i LA E S
THRS S5 RN SR B AN T, AR AN A I
B, W 4 L 0of B 2 S 55 5808 453493 1 B 4 4
RV, B B R N sS A h a e H K . Bk
VS A 2 B, M sk 2 26 A 1 B0 5 5 (R OS 1Y
A, IR BB AR 55 RN B . T E IR
KI, VA% L% AT Re i B NRF2HEE DR ) Rk,
WS Notehit 2, 12 12 45 5 /0> 5B il 20 Al (1Y) 15 58 4y
1k, 23 fif PR 2 S R A8, B 55 AR 3 A P B R A

(R BEE M e R H . P MEIRZHE, Bk
IR ML AR AT T, Hh 252 KRR S BRI,
R HAT 208 T DAJF R B 22 A R 2540

6 ZHIBTRE

H 1Bl O 10T 2 N, R 55 8N I
PRIGIT W SOGHERT R A T 3R JB0T 9T 3%,
RS 20 I8 503 A RO, I PRI ST TED)
L ALY E AR R TIRZ %), ik A
ZMAEEA . FHEMEE R . AR MI80T v L
FARST B AT, 5 55 RO R LT A
BRI, N Rt I A R0 T S5 A1 771, AR S MR B 55 2%
IO A PR H R, 3R HE T 1 T B 4 5 5%
RN SRR, T4k DT R 259, NIk R A
RS E. RN, XL %, CTSBH
H57. TGF-BIMHIF. TNF-adf 5. IL-6:40 7).
TL-8FMH 75 8 4 55 RUBLAR OGAS 5 B gl 7). 4t
ST LA B 25 RE 08 BRON T TE (1) 2590 2 7 4 8 55
SN o 1K e 2] 4 A B SR B Ik ) SORE SRS A S A
PS40 M PN 1) AR A B H 1. R 55 808 1)
7 AR TR RS B A5 e 1) [RD I, 43 Al 4 R X IE
2 6 ) SR 1, XK 2 5 S B B AR G
RN R AEIEAE, 5 BOAR 2344 i e 40 B 1 350 #4410
oy, T B FEUNE RS, TEOT IR,
NAEYELE 5 0 T REW AIE A e TT, EZER T
155 255 S5 5% 20 7 B SS0AE AL 4R R v, 9 AR ERE
IRk R Pl DA R S gge (1) B

R SRS EUNEXESRATT AYEE

Table 1 Summary of medications for radiation-induced bystander effect protection targets

el ZWALTR
Category Drug name
CTSB inhibitor CA-030, CA-074, E64d

TGF-B inhibitor

TNF-a inhibitor

IL-6 inhibitor

IL-8 inhibitor

Anti-reactive oxygen species

Nitric oxide synthase inhibitor

ERK/MAPK inhibitor
JNK/MAPK inhibitor

Traditional Chinese medicine

Pirfenidone, EW-7203, EW-7195, EW-7197, LY-2157299,

Infliximab, Adalimumab, Etanercept, Golimumab, Certolizumab

Tocilizumab, sarilumab, sirukumab, bolokizumab, clazakizumab

SB225002, SB332235, Reparixin, SCH527123, AZD5069

Tirilazad Mesylate, Edaravone, Nicaravene, WR2721

L-NAME, L-NA, L-NMMA, Aminoguanidine, Bis-isothioureas, GW273629,
GW274150

U0126, PD184352, PD0325901, PD980590, AZD-6244, GDC-0973, TAK-733
SP600125, CEP-1347

Lycium barbarum polysaccharide, Astragalus polysaccharide, Astragaloside IV,
Water-soluble extract of ginseng, Guiqi Yiyuan Ointment, Danggui Buxue Decoction
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