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Advances in mechanisms for inflammation-associated colon
carcinogenesis and chemoprevention
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Abstract: Colorectal cancer is a common malignant tumor of digestive tract, and the risk of inflammatory
bowel disease developing into colorectal cancer is significantly increased. Immune signaling pathways NF- B,
IL-6/STAT3, COX-2/PGE2, IL-23/Th17 and TLRs have been confirmed to promote the transformation from colitis
to colorectal cancer. NOD2 and intestinal microbes also participate in the regulation of inflammation mediated
carcinogenesis. Chronic inflammation is a potential risk for colorectal cancer, and anti-inflammatory drugs may
play a chemical preventive role. In this review, we summarize the signaling pathways involved in inflammation-
associated colon carcinogenesis and evaluate the chemoprophylaxis of colon cancer.
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TE T R . PR 5 T AR A 4L B R OE BE AT PL A
(IARC) & A7 1 2020 4 4= Bk £ 8 i i 7 40 H0His 2R,
S5 e R AR EE = KR WHAE, & A2 O AE 1
9.790M, &5 H g 32 B0y AR R AL 45 g S A G
45 H % (colitis associated colorectal cancer, CAC) Al
BUR P45 EL g% (sporadic colorectal cancer, SCRC).
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H AT B 9 0E Y i e 45 B e AT AR 58 49
B o ARLEIR X JORE P I 5 7] 45 s Ak O AR IR T AL
il DA B Ak 5 TSR W AT A 4 o
1 SERHRBEHEWEENS
11 NF-«kBIES@IE NF-«xB 223 55 K%M %
hE 1) R B S R 7, S 5 MR M R AR JE . T FL
W NK-xB 5 jif - % 1 p50.p52.p65 (RelA). c-Rel Al
RelB T/ 8 4L ™. NF-«B {5 5 3 % 7] i fig £ %
(LPS) i 48 21 . IR - i1 TNF-a AT IL-1. 995 25 11 DNA $%
1573 70) 2 S R

NF-xB {5 538 I oS G 5 4 USSR R e
BT IRE . 254 T NF-xB [ 1xB (NF-«B 141 71)) AJ
B 1B (IKK) B &YWt . 75308 1 E0E @5
W 1B 7E 4 IR AR K DR AR A R R
ik, NF-xB [ Y5 5 5 Y5 — 8 A4 m] LL#E #% 30 41 i A% I
TR R S 7R AR L ALI& 4R R, NF-xB 1 TNF
FRA IR T 05, RS 5 B 40 i s 2R ik 2 5
HHEBY. Fifs ¥ BAFFR.CD40.RANK I LTAR
% G 3 NF-xB 75 3% (NF-xB-inducing kinase, NIK)
T OIS IKKa® s KK B 1L p100 {5 3 B 5 b 2
1 440 T p52, p52/Rel B i3k A\ 4 i 1% 180 41 3 (]
3 30,

NF-xB F 4 % hE ) B % O 5 3, 2 5 84
IBD £ A ¥ 22 Fh 28 iE S IR R 7%, 75 5 RE4H R
IR 7 1 208 AR 3 28 i AH SC IR 2L 2345495« 7 I1BD i3
FH AL 2% 1] NF-reB 2 325 RIS 1R 186 0, 5 S 2 285 et 5
I AT b R 4 A b R BE A 2% 20 R 0 TNF-a, IL-1
FVIL-6 [ 77 A0, 8 1) [ 05 41 1) NIK- B i i 4101 il
il R R AR /N R A5 I M. NF-xBIE S5 T i
PR I B 5 e PR R, A A T, (e RN L R 2
FLE AN, NF-xB I8 6 1) $E 5 R g 5 0 8 1 9 1 [
F, B A K ] DNA #5245 55 5] (growth arrest and
DNA-damage-inducible gene 45, Gadd45). B 4 fitd itk [
JAHSCER [ (BFLL) 25, iX e Ui 1 JE [A ) e IA (i i3k i
IR 20 P IR B B ANAZ IR U2, EAl, NF-,B 135 ALk A {2
HE I N A7 (VEGF).COX-2 F1 IL-8 [y ik, i #F
IR A=, AT 32 88 ) 2 2 049

5 EF AN RAH G, TKKB 235 1) /I8 B AT LAY 2D 98 i
G R R AR . £ bRt IKKSiE
Tok A ) 0 R T A O e R D M B, T 7E B R 40
IKKB 2 5 b8 £ T 75 2R A 1R 7= A0, g Y
Wi EW S5 7 CAC K JE . NOD Ff 32 14 12
(Nod-like receptor 12, NOD12) j& NF-xB JF #L 7% {h 3%
B AR T . NOD12 fiBR/IN i 2481k AOM/DSS 4b
5 2 B B Dk ™ (1 45 i 9%, 9% RE AH G IR 41 A 1

Eb 51 58 =7, 7E DSS AL HE ) CAC /) R AL h | p53 1)
SRAR A 2 i 28 L IR AR BT NF-B, 32 151 12 4% 40 i (A
T 7K F, G0 1L-6 A1 1L-8, [A it %) 53 1BD & 347
P53 i [K 984 (1) i £, 1 — B 7% p53 5 NF-B 116 &
s E 0,

NF-xB I35 A4 7] 17 5 TNF-a (172 4, TNF-a 5 3
ZARTNFRL A TNFR2 256 J5 X n] it — 3G L NF-«B..
TNF-0 i 5 ROS ;= 4E 25 1 il DNA 4115 . TNF-a 18 i
Tk o) 0 O AR R R A PR T ) 3Rk SR R i i A AR
. 7E AOM/DSS 5 5 1) /)N Bl CAC # AL it TNF-a
()22 I8 B B T 57, TNF 35 50770 A 0% 5 25 0] /) B Rg
K, HEFAERUNEA L, TNFRL m%R /N B CAC 41 il
K i B APY, Ak, 7E DSS i S /N R 45 g 4
Sh g b R A TNFR2 3 kP, Kk, TNF-o & NF-«B
I8 % TR 45 GG W 96 A % 4 W e O AR R RE ) % A g
¥
1.2 IL-6/STAT3{ESi@EE e tEgHMu A ¥ IL-6 Hi
s 92 A B AN 5 J5 240 PR 4 A 45 g b B2 8 RE ARt
TEAR 5, TE 90 M g s AN 46 iy g b e 2 B B 1 BOmR AR
H . I1BD H1 CRC &3 I i& 1 7 6 JE 1 1L-6 17K -3
B T, H5 5ORE ™ AR R R R ot R 2 O A
KA L-6 5HAZIKIL-6Ra G AT R E AW, 5%
PN gpl30 37 2 175 5 FL TP Al [R) R — 544, fli & Janus
W (Janus kinase, JAK) 18R 4629 & 1 JAK
— 30 B R AL IL-6Ro, 8 2 4k R T B SR BOE B T
STAT3MZE A i, I Z24E STAT3 52 454, 5514k
4545010 STAT3 1 JAK T R 4K J5 T Bk — SR A, 13 N\ 40 i
K% VR 425 20 M 1 B AR A7 RN 0L 2R Y. 7 AOMI/DSS
AL B IR /N B 45 P R R eh | 1L-6 3 B ey R IR 3 (1 B
W 4T A AR SODR 200 HRLRD T 40 e = A=, R L R 4 i 1
B 5 R o 0 R AR, fER — iR, STAT3 i
5 ¥ 2 BF -1- % 2 5 52 #& 1 (sphingosine-1-phosphate
receptor 1, SIPR1) ik, i J& Al AH 5C %o 92 410 A 11
S1PR1 X ¥ 7 82 0% STATS3, {12 33k i 98 1) & 2B R g
I SIPRL ] i 5 iR ¥ 11 15 0k 4T ft 0 B DR 200 it
FEBE IL-6 fly 2 w2728,

IL-6 {5 538 2% 75 b Jo0 40 B o ) TPt 28 G L 2
1L-6 F 8k 2k e 400 i) 8 240 Pk 6 7, AR Py it K/
FIRE 2 KR . R BT ] DT AR /S B IL-6 (1R IE,
STAT3 B B A 7K P FEA, 1 Uit Vi 4% 40 B 93 T2 & K] Bel-2
A Bel-xL 22t B AR, 1L-6 R/ B b Rz 2
TR, JHTORERE T, STAT3 S 55 S 40 i 18 5
AH 938 [R f) ikt 2 25 R, Wi eyclin D AT PCNAPY,
TE STAT3 i B /18 B P .15 21 7 ALK 285 31, /0 B
98 K BRI, STAT3 HI I R T & A
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Mcl-1 33, i STAT3 RE {2 3 ik 8 41 g i 97 7289,
IRtk 1L-6 7F 25 1% 96 AH ¢ 25 g g w3 22 1) A o
BT, 1M STAT3AE N Tiif 7 T1EAE 5 S ELA
Arb .
1.3 COX-2/PGE2{EZS B M LK (cyclooxy-
genase, COX) & ff 1k 1 2E VU 4 BR %% 46 4 /i 1 AR &=
(prostaglandin, PG) ) 5% B i, & I A= i« 80 M
A5 ) # A5 K7, 3% COX-1.COX-2,COX-3 = Fi
TEAYEA, COX-1 /& — s /& i 1 I R A T R 18 K
filf . COX-3 /2 X £ & 45 N COX-1 AR 4AB3, i
COX-2E45EH B E EM S B2 AR P RIE,
FE bR R AR R R AN B . 2 R 4R AT TNF-ars
IL-1%5:1%5 5 COX-2 M1PGE2 [ ik, 5 & &7k, M
TN R FERY . Z115 85% (1 45 i e 5 3 v m] W 22 3|
COX-2 KIEW T &1, H LA B Z A 154
Jigr 9% £ 3w [RRE AT 4G I 31 COX-2 ()i Rkt A
B 58 F0 2 P 55 56 F B AE S R 4T % 259 (nonsteroidal
anti-inflammatory agents, NSAIDs) %} £ [l & B A {747
YEF®T, NSAIDs nJ LAl il] COX-2 #% ¥, & #A 18 A 4k
5§ A Bt 98 24 B) =) DT AR BT BRI 25 B T XL 40% ~
5005, COX-2 4 it & [K] Ptgs2 78 45 /I B8 kA&
R R BRAR, i FH COX-2 411l 571) A B A1 75 3] 1 AHALL I
g A gk Ah ) COX-2 i AT il it i S BCL-2 Z5: 411
= = W v D 0 R W T NI (TR el B
A K,

COX-2 {1 R~ PGE2 /& —Fh B Z Mg & 1)
REMS M RE R A, 5 COX-27E IBD A CRC [
TEFE, COX-2 IAEA: DU B N A A Bl 51 iR R
G2 T IR 5 H2, 28 )5 & BT 41 ik 22 D2.E2.F2a.12
A 2 A2, 3518 S G & (A 8 1 52 1 & 75 18 F™.
PGE2 jd i #F & I 40 2 & i =% #& (prostaglandin E
receptor, EP) K #1E M, 1% 2 14 1 EP1.EP2.EP3 Al EP4
VU A R 2 R, PGE2 I E BG5S H SO E T
EPL 4 i1 4H Bl P9 Ui 125 45 29 1 IR B, R AR 40 il N cAMP
W& P AIVIE i EP3 1] S 3E Gi #07% ERK, LA & cAMP
W TF i, B85 EP2 FIEPA TV JE Gs W0IE & I
PKAM, Hrr PEG2 f¥I{2 1 F 2 22 1 EP1 A1 EP3 £
S L A B 7R B K PGE2 1@ i EP2 Fl EP4
TR B SOIR G B 2 k 1L-23 RO 3E T 40 /5] Tha7 204k
KAERFJAEM . 7E IBD Rt 2, PGE2 nl i B A W
FEEH . — 7, m/K T PGE2 2 in il 48 i [
PGE2 /= A= S [ PRI 17 /N SR &5 11 98 1 i ¥ 71, EP4 %%
Pt ok o] B E B RN R R, 5 —J71H, PGE2 1]
$8 5 1 7 2 B B A7 I RO R AR, E B0 45 g 8 RN 4k
b 7 SR T T A T PO SR AN EPAREE I R i

4 5 1) [R) s AT S B MR AE . EPA BEh AT 5
PGE2 [F] 55 /K V- i i 1 45 s 4l M A= K o fl Bk EP4 B
18 FF EP4 5 470 77 4b B AOM 42b B ) /) B3, 7T 9 20 T 117 996
AR 8 B BCERY. R, EP4 RIS PGE2 7R 45 1
S PR R A

Ak, PGE2 i W it 75 5 1 I/ A= Rl (1) a1k ) 7
CXCL1HJZRIA, H AT S i e Py Rz 44 i i) 3T 4% A0 if
BT R, e BE R AR K AR 2800, CXCLL #5321k
CXCR2 A i 5 CAC /N B fifl 5 41 1 2 fig (myeloid-
derived suppressor cells, MDSCs) ¥ . i 2 4101 1] £ Jfy
B CD8™ T 2 A F 20 B 25 1 o ek e () 3 4, 0
AR/ 988 2 36 36 v 1 B4 R B
1.4 IL-23/Th17 {5 SBE& I1L-23 ti A S IR 4 o A 3L
Al 47 S 5L A0 M 2 A pd9 AN pd0 AN TE R A R,
AR IL23Rs 4% IL-12RA1 F1 IL-23Ra***, TGF-p Al
IL-6 AT 5 5 Thi7 40 b IL-23 Z AR IE, /5 1L-23
RN Th17 2 AL B 1E FIPY, IL-23 5 H 2R 45 & )5,
T O JAK2 A1 Tyk2, B 5 % 5 0 R 1 STAT3 Al
STATA Bl Wi, 12 3 Ui #1E 5E [R R kBT, 1L-23 %2 K
X Thi7 20 i) 7 AL BAA S E o R R A4
FH BT 1L-23 15 = il %, n] 5 2 Th17 46 B /9 9 12, Ik
% CDA" T 40 Jiil % #% % SCID /)N 5, 51 &2 11 52 56 1 45
%ﬁé[sslo

IL-23 {2 3 K14 1L-23 52 4k 1042 T 4 Mo K &= 3
B, B S5 1047 T 40 f = 28 Thi7 AR 7, A6 IL-17A.
IL-17B.IL-17C.IL-17D . IL-17E F1 IL-17F"), 1L-17 &
i 75 5 PR 2 i A A R A T A TR R A
DR 7~ DA S S 4 Hp PR 4T B SR Bk 3 i 1 98 ™. 1L-23/
Th17 @ F CRC At B FIFE A EEEM . &
APC ZA5 /N IR 4h i A A vp ) IL-23 R IL-17A 3R IA
B3 R, Bkt ANIL-23 R LS AR S A H] T IL-17A
(2%, I FLBRAK 7 20 o 338 5 R0 g 6 fr 9 1L-17
5N R an i b sz AR S A, I R 41 = A2 VEGF,
Pk I A AR B, 3 B AR IL-17 f 4 e B0 5 R
T 5 25 B IR AR SR, R A IL-17A REAE 3k /N B 45
Jizs Bl 983 MDSCs 1) 55 45, 2 32 il Jq () 488 4 . B BB
IL-17A W] 42 5 PD-1 i A& 75 /) il CRC #5841 46 97 24
RO, R, IL-17 S5 I e B R 5L, G IL-17F, W] il
1) P g 2L 2R 0 I A R, R 6 T e RO LA AR AR
Mo IL-17TFES m B AR P RIEERFIK. ¥
I FIE 1L-17F 1) &5 i 9 240 i # 1 25 4 BRUNF, VEGF 3%
1K 7K B AR, CDL31" 4 i %5 &= sk 20>, i 983 A= K 52 2]
e,

BE Ak, Th7 4 A it 7= Az I Ath 8 35 11 18 G 928 SN (1)
A1 IR IL-21 R IL-22 %% . 1L-6 J8 ik STAT3 {5t 1)
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75 5 S Thi7 40 8 % 0k 1L-21, 1L-21 7] 3 i 3%
STAT3 A1 _E i IL-23R JHUK Th7 40 i i) 4 928 e ST,
IL-21 75 45 W 9 AH O 4 i A o R 0A . 1L-21 (1
RGBT 4 MR U /D L STATS3 Y BE DL & IL-6 Al
IL-17A (1) 77 A2 52 240, i T8 2ORE 9088 . £ AOM/
DSS A 1) /) R 25 g Jag B A v, 1L-220 S5 2 W sk 2% i g
SRR, 1L-22 W] {1 Th1.Th17 fil Th22 %5 % Fft 4 25 4
WP A, TR 5 1 98 M 55 CRC 83 123 Y T 4 i vp 22 ik
RN IL-22 % iR i R e B W EAR . — 7,
IL-22 AT G STAT3 A5 5 BCL-xL S 51 T2 K 7 1)
RIE, R 1 KA R, 57, 1L-22 )
B bR Al AR b R R LR 4T 4 4 i 7 A — R A BT
KVHAMAGUR E AT, £ DSSE SRS K,
IL-22 BRI H— 2 MRy 1EH, TREZ BT IL-22 38 fn
) B B I 7= A, AT 9842 DSS %of i b iz iy 45247374
DR, 1L-22 7EAS 5] ) JH 1 4 0 R0 e vh BB A TR L &2
X JE IR .

1.5 TLRsIES®EE Toll 5214k (Toll-like receptors,
TLRs) J& T L RSB & 1, B FE M oh | & R AR
(1) 5 5 5 51 A Toll/ 1 /i %5 1 52 #& (Toll/IL-1 receptor,
TIR) 55 3. TLRs HA 5F TIREAE A #iFE 1k
¥ MyD88. MyD88 i& [i 14 #f & 1 (TIR domain-
containing adaptor protein, TIRAP). % 5 IFN-A 1] TIR &5
¥y 18 %5 2 8 (1 (TIR domain-containing adaptor, TRIF).
TRIF # 5% # 3k &5 & (TRIF-related adaptor molecule,
TRAM) UL K 13 % Sterile o il Armadillo ¢ 5] ) £ Sk
% [ (sterile a- and armadillo-motif-containing protein,
SARM)™, TLR £ #1135 538 % 3= 2l ik MyD88 i,
1M MyD88 X 4> 41 % IRAKs fll TRAF6. TRAF6 i ft. %
A= K B 7 B O 1 (TGF-beta activated kinase 1,
TAKY), T FIIKK A5 1) NF-xB, 5 2% 5 3 NF-«B
AT HE NN AZ, 75 S TNF-as IL-1 T 1L-6 2540 Jfa (R -1
1774 . TLR3 75 40 3% 42 A K # T MyD88, i 44 i
i TRAF3 AIIRF3, i 5 | BT H & 0 ™., iy ik
9 A 38 5 AT AT LAYE 1L TLRATS,

TLRs {5 5 X% T g 1 Jie LA 3280 (R SR A
TLRs 2 5 fiie b 1 5t i 56 B 04 A 55 My D88 & [ 1)
Thiie, AT 4% i B 38 2% 5 1) H B 5 B 28 RE AR ¢ I8 11
RAETO, iR 4 i b TR B 2 66 T 22, R UL B R e
P2 N2 T AR T W SR 4 e . DCs | TLRS I3
T LA B TLRO il 2% 410 i Ik DCs ml A5 R4 ik i e 4
P08 TLR R b 1L-6 48 1) 77 5 BE T Treg 41 it (1)
T M EIE Y. 76N 45 W R R A N RS
MyD88 5 TLR5 #ft 2k 1] g 3k 45 g Jet A= K<, i 983 41 i 7
T2 B0, TS TLRS AT 5 2 42 3k R 3838, S8

iR B 5 R B

S —J7 T, BhRE 40 A R TLRs 2 34 th T Gl @ L i
S8 M JRE A 5 00 8] P b R A 85 R AR 3 PR R
A, $8 55 NF-xB {5 5 /& TLRs 0 35 Z iR 1E 2
—o TLR LA NF-B & i 1 77 3R A2 %8 7 40 i R 7
IL-18-TNF-a. IL-6 %™, 745 B ks, TLR S 1
NF-xB ¥i5 4617 R T s 40 B 1) A= A7 75/ SR 45 T e
YA 2 T, TLRA MBS 75 5 7 M8 48 Al xof 24 Mt 25 14
T 20 M A 5 (0 4 B BE T B, A R R A7 TR
£ AOM/DSS % 5 [/ i CAC 5 A v, TLR4 H 2k 8 3%
U555 9% AN B AR T b 8 7 A, 7E B R TR /)N R 2
mh, i 2% 3k 2 R TR SRS 1 TLRA R B H X CAC B i i
JEPER DR, TLRA BT IF R AE N T A6 TT 45 1 2 AH
G e (R R
1.6 NOD25MziEE SR NOD2 /& NOD F:4Z{£& (Nod-
like receptors, NLRs) Zji% 1 5k 52, 4 i 5 [A] £ F 4
16912 b, ALFE C ity 4 K 2% 45 M 38 b O A% IR 45
£ RE TR A5 R IR N iy R 45 #3500, NOD2 2 531
o) 0 SR Al A A0 400 e B 4, R S R 4T 1 T 22 B T B
i NF-xB 7Ee R s th R HE s 2AE ™. i B 40
Hh ¥ NOD2 7] it 3 i 1 1k i X 4t it = A2 7 4 2% S5 Bt 1
& T B E AR P BEES . NOD2iEb W 3 515
H W, 2 3k 52 38 1 J5ORT 40 i 9 75 BRPY . NOD2 3t
DR 974 4 5 F0UR A1) 375 ok 400 A s iR Ak ) Th R iz %, 2 %
o1 A DR T R 3, 2 TS SO M RO kAR
NOD2 5 Jiz 3 1 A= W 1) A EL A FHAEAS P 980 I8
2 5 50 H B, NOD £ K 2 451 5 3 & JB % 5y Ik itk
B0 P H 59, %F CD R UC H3 i i 38 R A i3k 4T
NOD2 J & &5 fir F= K 73 4L, K I NOD2 & R K AL 5
AR P A R AR 53 R O, R 2 A M B A R I AT
B4R, 7E TNBS 75 S 109 /)y B2 i 26 B 20 v | e
TRFLIRAT 1 Ls33 1 LR 47 5 /) Ml T~ NOD2, Jf 55 1L-10
7= A K, NOD2 k[ /I B 7E DSS 175 5 1145 1 %%
rh s TP 5 RGN . NOD2 78 45 7 78 FH 5% 45 W e
10 33 e v A R (R4 A, NOD2 ik 2K /)N BiUze i &5
i B3 6 386 o (AR R, R R v DUE S
AT I TR AT 4R . 5 NOD2 Bk B /)N B IL [F) B
FrJa, B AR/ BRI RO ZR AR T % 2 3 i iy, DCs &
R E KT IL-6. FE{E R SR i — P UE B, ToE
T A= /)N B B2 52 NOD2 S /1N B 1) 35 4 Ji5 9 155 n 2
1 76 B4 28 NOD2 R /N BR 4% 52 1 57 A2 284 /)N BRI 364
TE 5 PR R JE 15 B 2 RS0, [R Ik, NOD2 ke 3 5 fig i
T TR R 1) ELAE X T 45 Ml R D 45 e B L AR
PAEM .
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2 SRR EEAHNUETMRE

A 27 T 1 2 W ) FH 245 40 R e R % 1 e 8 g R
K. HATCRIA 2 M7 25 W 29 B A L
TR &5 e (198 77 o
2.1 ZEiPHmE (5-aminosalicylic acid, 5-ASA)  5-ASA
SEIRIRIGIT I T 25 W 9 (1 25 . 5-ASA BB Bt
W % COX-2/PGE2 {5 5 i@ %, #1 il NF-xB 1 Wnt {5
SR PEET, 5-ASA L AT LA mTOR {5 5 il %, i &
21 A FE A BELE, T A0 45 B R A0 I i 3 B0 R
5 15 460 4 %2 3% 4 #E 1T 1) Meta 4 #7 /1, 5-ASA Xt IBD
BH R AL A IPER, I H UC B
CD & #H B AT . 5-ASA4EFF i =/ K
1.2 g /2 P MK 1BD & 45 B s XS 108 280697 5
RPN, SRR A B TR N, 5-ASA 1IfE H 5 IBD &
R 4 P AR B AR TG 96, B4R 5-ASA KT IBD
&t e AR T E F A TE 4 (2 B TSR 2 A
750 4 T 9 I 2 B, UC H 3 W] 35 R K 4
FHIATT -
22 TNF-af&Fl (e GES, B b5 40 NF-«B
T PR (RSO 5 45 W R W 4 B A . PR
RAE IR -1~ 24 4 5oL BHL T TNF-a, 410081 NF-xB 48 5 3 1%,
> EH R A . HET, 55 E FDA FTECH EMA
FLAEAE BT 7 53K TNF #1230 72 9 R 5 B4
BT IS A BT F8 T BR BT ORI A BB FAR IR G 3, 3=
B TR 9T BRIB R G 48 L0 M A A VR A
o B R AR B G O B SR R B R IR
ARG Z TR Bom S g 5, Bk ba] LUE
Tk 9/ 6 R 9 R B TR 45 s VR FH o 7E — 00 4ef =2
[R5 191 %o R APF 7 b, 42 52 TNF-a JUAR G711 1BD B
R 45 L I 0 R AR T LE 5 A0 TN BT
FH R I TNF-a ¥8 97 5 45 B9 0 R 2 T8 %
RO H [, 3 R IE I IE B AR A 1 ) e
5 14T 45 E e Ak 2 T
2.3 IL-6/STAT3@EEHNEIFI Hul AV 2 ot 5k
BH 1L-6 0 1) 550 06 T 9 RE VA 97 A A PEFE R M AT gk 2D
IL-6 (1) 73 Wk, SIS B w40 MRy S 8T H T4 E M
Jee 5 5 0 Pl 2 R AL AR AL, DR O RT BB R VR T 4
7 (I AE 25 R B 2 W o R YT 1L-6 A2 44
F1 SOCS3 (suppressor of cytokine signalling-3) & [ [
3 SR AM I M55 A B, AT DA B 0 1) 45 B i e A 1A
FH™, Olamkicept (TJ301) Hi # /> ] ¥4 74 A gp130 &
F15 N 19G 11 Fe B Bl & 1 1, 2 3l i 2 505 5 HL )
RAEAE FH I IR 1 1L-6 #1550, H A ik AL T 1 R a5
By B, A9 o TR 2898 9T B TR A T I B A
%#%[107]0

2.4 IL-23/Th17@E&HNEIF  HArc B IL-23 48
) 25 2 B TR AR B, T TR IT B M 45 W A R0
o, % TR 1 24 ) o 1 R 8 R At A T PR R B B
P45 7 BT (ustekinumab) EL3k#AEIRIT UCAICD,
FEEE P (guselkumab) & Hi Bk 470 (tildrakizumab) Al
i Y5 Bk BLPT (risankizumab) I+ UC #1 CD & M E A I
PRIRIE IR 76T Ji& HR i,
25 TLR#EzF H 54 (telratolimod) & B H #it
Ji9R 35 4 B TLR7 1 TLR8 #3071, CUH 145 H i &
F V6T . TLRO 507 cobitolimod 7F & 5 1t 5 1t 45
1% 9¢ W PR 58 mh BUAS 3 Kk g, mT A K R 0 ke 2
P AR, B 1R 1 2 A, TR PR ZZ M 77 T e 0
HH 2 T AR
2.6 HEAZGY [ E] ULAR AR S AT 5 24 ARIT
KW e 3% D AT BRAE F A A UK M CRC
PR AE FH O3 BB Z a5, 7E R =] I8 Ak
FE S PR PL 2 24 1 VFAS v, 8 T B 14 917 1) B 1)
W 7 AN 3T I 1 282 451 i 1wt 5 4y I 4t T IR A
A 6§ M Bt 46 25 R0 BT =] DT AR (¥ 1BD 58 25 45 B e XU (1)
Bl 25 R ER W F YL H 5 1BD A R4 B
PR 2 1) A S B AR M, VT 2R BoR
B TR 1BD A OG5 B A . 7E— 0 R
1 376 1 IBD & W 5T 1, 9 4Bt 15 B A], 4% 52 i ik
TT 225 1 5 3 45 L T e 1 RO BRI R R,
YA 7 4R A 2 D ORI R A B T R AR 45 L
AT
3 RE

9% i 1 iz 9 AT S 2 4 o 4 B g 1 R 9 KU
NF-xB. IL-6/STAT3. COX-2/PGEs. IL-23/Th17 {5 5 ifi
#% LA Sz TLRs A NLRs 7 25 Ji7 98 JiE [ Jie A % 4 gk 7 o
RAFRE B FEEER (B 1). 128155 8KRIES KA
NIRRT, 18 BCAEAR R I 235, B BiE T
EKSF, ik b R 4 38 58, D bR A B R Ak
W, XEAE 505 T MR N IS 1% ik, 23— 22
BE bR ) & F% o T #B 4> TLRs A1 NLRs RE % 22 fif fi i
RAE, DR R b7 B 50 B, (kB R A0 O SR B8 . AR
M, BT C 7 i 259 1A e R 280 14 7 s R R R
R4 L e RS BIAR B R T RO . BRI, O AR T 4
¥ 9% 9 e Ao ) VR s L, SR HG R R AT T TR O
93T, R 9 VW s A G 45 i e 1R TR AR T it
A R

& STk MBI R A SO LB SRR, 75 iR
FEEL TAE; P B de SRS MRS S TR,

FIZE RS A SR 75 B TOAT AR 2 v 5%
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