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Crohn's Disease via the NF-kB Signaling Pathway
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Medical College, Nanchong 637000, China)

Abstract Crohn's disease (CD) is a chronic inflammatory granulomatous disease of unknown etiology. Most
patients experience an insidious onset with a slow progression, characterized by alternating periods of activity
and remission, leading to a prolonged disease course with a lifelong tendency for recurrence. Currently,
Western medicine offers limited treatment options, whereas traditional Chinese medicine has demonstrated
unique advantages in the intervention and management of CD. Nuclear factor-kappa B (NF-kB), a key
regulatory factor in inflammatory responses., plays a decisive role in the transcription of inflammation-related
factors and proteins through its intracellular signaling pathway, making it one of the classic pathways for
inflammation signaling. Therefore, this review summarizes recent research on the complex relationship
between the NF-kB signaling pathway and CD, systematically analyzing the progress of traditional Chinese
medicine in modulating NF-kB signaling for CD treatment, with the aim of providing new perspectives and
strategies for CD prevention and management.
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75 % B9 (Crohn's disease, CD)J&— 5 A i R
W 14 12 M 8 I M I i L T R BE e I Jl AT T A A
FRAL B 4 T A 1 RE 5 A, HG v R g [ g
AT 25 0 Fe b ULEY L AR SR L CD Y &0 R A 4
BRYG R S8 3 TR R ST, iE & 30 4F
(6], AR 5 R KR o 4% ~15%, CD B #
AOREAR =R I IR TS RN B A e PR B
RBAMEFRARERHIIRR., BT CDIRREEKH
Gy 2R R E R 2 O RO B FRIR I AR
R B T B, A I TR S R Y
ST AR AW R T AR R A L, P, R
AW CD [ & Bl S ih o7 s, B o B B2 2
M EF SR X,

H AT 5 BB T 245 W) 60 45 20 Ak K A% R L B K J5
PER A ) B i 9 SR SE I - (tumor necro-
sis factor-a, TNF-o) ZE Yl 501 55 . SR, X £ 25 4 1)
IR B AR E M ME LUA 2L i CD B3 i
R BAEBE A RIE ST . 52 H e, B 2 R A
CD WA 7 SR AR T & 1yl R 2256 L T HLid e
B YA L ARG I S AR OE ) £ 4% M 5 T
4% 5 5% I F-kB (nuclear factor kappaB, NF-«kB)
A FE MRS ", NF«BER
%0 T S R - 3 3k R 95 1 48 L 361 (Ginterleukin-1,
IL-1)\1L-6 ¢ TNF-o 55 2 B flt & [N 1 19 K 1K 16 1
SR AE B A i 20 AL 1 o B b R AR A G BE AR
R,

A3 FE W] AR KOG T NF-«B {5 538 #% 5
CD & 9i ML 2Z 18] i AH OG5 2R ) v B2 24 40 fe] 5 3
P4 NF-«B {55 38 # & T 10 CD AR5 B2 L LU
CD BB i 4 A 14 S8 e A

1 NF-xBEE@K

NF-«kB /E #y #1 5 4~ W 3——p65/Rel A RelB,
cRel,p50 (P& [ R p105) F1 p52 CJR [ Fi & p100) ¥4
FIL I BRI SR DR G0 L T R L PN AR 22 3 R o R
SRHEVR AR L D0 AR g8 15 40 0 1l A B8 °F- 47 0 4%
- BRI BN AR NF-«B Y 3E ML L A
FEWF EZESH S RE. 2087852 1E
. MBS RERM T Toll FZ1k K — R
HIAE S AL F, 40 TNF-o 1 IL-1, X 86554 F
T el % NF-«B i il 2 4 (inhibitor of NF-kB, 1kB)
W E AR o/B/y BTG AL, B 1B B A, DT B B
H NF-«B % & 075 . X — i Bk — 25 {2 #F NF-«B
HEEW(FEEIER N p50/Rel A p65 B p50/c-Rel

RO I O T LA A N R FER AR A X — 3%
BN TEARAAERENNE RS EIR. S 5%
PEI A ST I e A0 AT % 45 22 A 2 ad R
AT L AR 4 NF-«B [5 5 5 S8 2 Hm R
it 2 LA JHC S BEAR O T 4R BT TNF A2 1 505 19 1
RSO o N R NN R 1 R S I e NN
CDA0 24K} NF-«B A2 /R 7 fb [ 7 45, 3 o X 2k 57
&5 TNF ZARH 7 AT msE 7 1/2 8414,
NF-«B 5 5 B Fl NF-cB 31 5] %) $4 8 o (inhibitor of
NF-«B kinase alpha, TKKa) %4> 70 2252 AR,
AL RelB/p52 & & W HIE BT 5K 8l H A% N 7%
Foto200 DT 52 B v i [R5 Sk 0 R g 0 s

2 NF-xBiESREESRTERHNXR

CD 2RI A8 M fo 2 I W5 R 2k M R F
INE 5 LA % B %6 Bt ot W 1) 1 3R, L R AL 5 8 b R 4
JHL T 5 240 i 1 1) e K B AH G . NF-B 5 3 16 4k 7]
5 25 R ) G 8 A0 B R i L R A M ) 1 R T RE L 5 S 18
PE RRSE M A E S . 3 BN IS B R i B . CD
S8 8 SR S S AR L A A B T R B s
I 2 9 GE J R R . I Ah, CD R e AR 4 4L
NF-«B #9756 16K F 8 3% 7+t ik — B ElE T NF-
xB7E CD B 2 i EELAEH

3 EFNFxBESERKNFEHRIE
=T EFENTR

TEPEZISIR R, CD B H 2 LU &
L5 BH ki Ay o B S il L A0 7 3R 30 A g TE T BRI I
3 o A AR G SCHR ALY, Kk AR X CD IR YT, 2
A LR rh 2 R AR v 25 5 7 50 R AE
3.1 B REREY
.11 #R%

WFgE BB op 2 R 2 7R R T M 18 T R O T
Ao FEITR, R 2B Cl(ganoderic acid C1, GAC1)
VER—Fp R Z R B I =5 2810 &9 AR s
Mg 32 6. Lin %5 & B, fl #OIE £ B (lipopo-
lysaccharide, LPS) #il TNF-a #J 7] 54 38 NF-«B #
HFE o (nuclear factor-«B inhibitor , IkB-a) [ i g
1. GACL 7] B E 3] IB-o BRI . WD p-IkB-a 3
ik s AT B B NF-«B {5 5 3 2%, 982> TNF-a & H A
R R F AR, XFRH GACL X NF-«B {55
& EA R EAE
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3.1.2 TR

JEANE S AN PR B RS W BA B
(A W e . AE AR A S o s TN BRUR AN S
AN BB A R AR A K R I AR L R R T
TNF-o IL-6 FI TL-13 LA B A P 7 =X 2 0 20
AN Y 2 B Cextracellular regulated protein
kinases, ERK)/#z 24 J5i 1% 4k & F1 ¥4 % ( mitogen-
activated protein kinase, MAPK){E 5 1@ i p-JNK
I p-P38 Kk T, [A] 1, 40 ) NF-«B {5 5 8 #% h
p-IkBa Fll p-P65 ARk, X 2625 L 3% 0 JRAD 1y /2
i P8 7 ERK/MAPK & NF-«B {5 5 3 i & #
PLRAEH

BEE & (sakuranetin, SK)J&—Fh i B 22 4% 14 H
AL LS Y, B 2R 2 B . B A
AR R, SK AT FEAR AN Toll B 32 {& 4 (Toll-
like receptor 4, TLR4),MyD88 M p-NF-«kB p65 7K
S T B TLR4/NF-kB {5 5 3 #1305 .

PG 2 (prunetin, PRU) ZIR FHILAL (R&EF .
R I S5 A 1Y S R 2R A S Y B T e R ST
WHE ST & B, PRU AT 5 3 FE AR/ B
RN TLR4 Fl MyD88 B3 ik . 1] A7 30 4k 5 I B i 45
) BEAT i b R 200 M e % O B 2 4% A I PR - 3R Gk K
Vo TLRA VR0 HE 22 [ B P 7 40 i BE LPS Y
BEZAK, 5 LPS 454, il % HOR iR {5 50 s MyD88
D 12388 s ) O SR AT 42 3 1 i 5 AR B G A2 4K |
HEMTCGE NF-«B 38 B o iR 58 58 S0
3.1.3 Iz

B R 97 e SRy B i U E | B ML <
ol i 4% MAPK Fl NF-«B {5 5 38 H 52 40 )
o7 B A4 A7 5 DA TG A 5 i T o B ETS . R R
AN TR R A 1 Bl 5 TLR4A 45 &, O 5
NE-«B/H B4 3 3 R A4 B Z A 3 (NOD-
like receptor family pyrin domain containing 3,
NLRP3) R Pk 2,

TN HE (tripterygium wilfordii hook, TWH) A
A TR I L R R AR, T ARk i R F
FERIEN TWH 1 5 R 4ERE CD 22 i J 1 /e 31
R ERCR . TWH Sy 14 FiG v 43 vl 58 i 48
T TNF-a il NF-«B {55 il #% . 5 0] ML 4 K2 A K PR
T ALMAPKS J CASP3 )3 ik, i 75 i 1ML 4 A=
B BTN A T PR T G A B RS b A R
B R R E Bz R TR T A
CD, H AR R N E A DWW OS5 BA
BEMPR G R A, PR ME, E A
BB P4 T NF-«B 19 p65 W 807 . 7 NF-kB

5 DNA 456 Z 5, 4100 i) 8 5 PR 5%, AT 9 20 4R
I BRI, 1K 3] 22 it iz 18 A& SE AR

ThER R JE N AL L s Y S Dh B 7 SR A b 42
YRR B 05 T 5 Y 28 AL B 1 HA S VR R R E
PR s /R . BFo R I, TR K AR08 3 1
TLR4/NF-«B Fll & % B2 ¥4 B (janus kinase, JAK) /{5
S N FE0E TN T 3(signal transducer and acti-
vator of transcription 3, STAT3) {55 il ¥, /b %
$iE PR A B, AT 035 LPS 5 T 10 W b ) RAE .

J 1 ZE B(oureirin B, LB) & ¥ I8 1 3= B 1L 2%
B4y . Sun 2P B BT LB AT > K B 16,
p-STAT3 J p65 £ ik, I 58 p-IkB-a F 35, 1L-6/
STAT3 5546 3 i 42 1% AL 47 T 116 5 52 40 Jifg
JBE I AT % 11-6 32 {K (serum soluble interleukin-6
receptor, sIL-6R) IFE IR B 5454 AL i sIL-6R/
1L-6 5245 W18 n . 3 115 fish % 240 i JEE R 10 gp130 28 1Y
Wois . gpl30 K gk AR B 8 IRl IR — SR AR A5 4
FEAEME S gp130 K 32 1A il 2 W2 80 Tl A7 75 %5 D) G K 1Y
JAK W w40 55 s A, W54k ) JAK Bl 5
STATS3 8 A & A AHEAE T fih 2 8 2 Ak 9 3K 5 0 fi2
fili STAT3 3% 4k, JF TG NF-«B {5 5 1% 5 & 42, i
SIE PR A& RE AH I 41 PR - B PR R 3K B RS A

s BF BB 4 BE R E Y., FR R
B 25 R O AR 0% R 0 /N B 45 B R B
WA v T, T TLRA 5 p-NF-«B 2 [ & %K
A S AE AR T AL R AR . TLRA AE K
22 TGP TR A IR 22 0 1 4 S 1 2 A AR R N T 4
A LPS J5 30% NF-«B {5 538 B, 2 6 00 240 i (=
I 240 L R 5 MR 40 B 45 43 b TNF-o 1 H: Al 240 g [
T NI R RAE . Rt # ] TLR4/NF-«B {5
5 T [ IR R DR A SN ) S B

5 FH NS (bergapten, BG) & Fr 10 2 25 41 ¥y M
BOER B — B R IRAF e T e AE 2R L b T B 8 16 4%
2R 1 R S o, O LA S R e T
WG Y BG T 3 B CD RS I %/ B B
T8 o B A5 A5 L A AR T B T 41 17 Cthelper cell
17, Th1?) /PE55PE T 40l (regulatory cell, Treg) #
P RN N (73 3 B O RS A NS S U
T3 AN LM ST K B S A W R 8 B W O 2 ARy

( peroxisome proliferators-activated

PPARY)/NF-«B {553 #% 7] e & BG & 4 H 5 152
AE A SCHEPL A
3.1.4 IERZ

£ F M (vincamine, VOM/E R —FhE A Je 478k
YK BB RIK N &Y B Z MY

receptors-7v,
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REVE ALRE PR S A0 A A A AR 2R A
e &P, VC BEFEAR =l FE 25 il 2 (trinitrobenzene-
sulfonic acid, TNBS) % % /N § 45 i 26 1 41 21
TLR4 Fl p-p65 AYFIK , WML R A i (TNF-a IL-183
K 1L-6) BYRE I . L ] TLR4/NF-«B {5 7 i i 2%
fig TNBS # R/ CD #2517 R

g Z (phillygenin, PHD) J& % 5 1) — Fh ¢ 8
W VE LAy, W 5T R PHI il 5 40 i NF-«B ) #%
T 1T 9 AE AH O K& A 1 3R 38 DL K Al it 5 1) 4 04
AL, PHI i A] R i & 57 4 J& 28 i 8 (matrix met-
alloproteinase8, MMPS8) , 7 i§ PPARY 15 518 ¥,
T A7 265038 il 9 E B 5 A PR T Lk e e A
WF5E & 8L, PHI R84 200 2> TNBS i T 19 /N L 45 1
R LU 5 TL-17 MG (5 5 85 1 3R 35, 30 40
W NF-«B #5810 R 78 RAE O h & 4% H
BAEH

4P (mudanpi, MDP) BAG 51 % 4t i 8 |
W R B AR 0 i SEE T . MDP ATl NF-«B
5T 3 £ 3 W F (Interferon regulatory factor.,
IRF) 5 5 1% 3 i& 42, 38 i W7 IRF3 . IKKa/B M IkB-a
P 1R b S TG A 7 L I DA R s 0 My =X = 4 o)
NF-«B B IRF 4 5 B9 U 45 5 30 3% 300 - A 20 2>
IL-6 il TNF-o 55 5 V=41 I 19 A i

B4 R E AR b o A B Y 32 A 0
WAy . WRFER I # N A A TNBS 45
RN 7 5 B — R AL &5 [l (inducible nitric
oxide synthase, iNOS), ¥ & 1k Bf-2 (cyclooxygen-
ase-2, COX-2). B #% 40 M # 1k & 1-1 ( monocyte
chemotactic protein-1, MCP-1), TNF-a & 1L-1B8 %
FHE mRNA 3R IE; 5 A, AR W0 FiH LPS
0 W 40 i TLR4/MyD88 {5 5 2 Bk (NF-«B
M MAPK) , B{AH 285 (10 55— Fl oA 80 4y Hok
FEHURAE AL S 32 202 ok Mg CD14 1y 3R
ik, BEAR NF-«B p65 i3 2% , M1 il MyD88/NF-«kB p65
T IS ) BT 5 DT 410 1] 4 SR 200 J X1 —F R L At 48 SiE A JB
22kt

JRE B C(huzhangoside C, HZ) & 8% &
BTGP Ay . WFSE RS HZ 5 B R N 7 E2
MR T 2 5 5 2K A il NF-«B. N & — AL A&
fit} o STAT3 ¥y 33k, M1 34 58 i 18 Bt B D) sg . 1A
W HZ 80 A IR 7 98 58 PE W s B9 IEFE BT R 57

F ALY 2 Coxymatrine, OMT) J& M 5 Z 4R
PR IR 32 A ) 5 M 03 HAT B EE PR KAt
ORRRHE S Z R 2 BE ], HoE o B TIkB-o 2
KA ] NF-«B #9316, 98 2> TNF-o, IL-18,1L-6

Ko T1-8 55 R AiE R F B il . X DSS 5 % 1/ R 45 i &
HA R

FUE B (aisaticoside, AS) FEH LB H P IE Bl
AR B TR 4B, AS 38 i 34 DSS % S/ B
i 3 TR 22 1 L O AR B 3 T A 25 OF L 4k b i 3B B
B S, R TLR4/NF-«B fl MAPK 15 5 i
FEAE AL S D80 ARAE R TR R DSS 75 T 19 /) R4S
Jo 4 fiEARE

WK BUHT R (total flavone of abelmoschus maniho
L medic, TFA) &% %38 18 ) 3 T 47, B #IE SEXT
CDV™ 1B JR % B k5 B B 97 k. BF o &
B2 TFA 58 3 TNBS 75 5 19 45 17 46 /) Bl s 25
gt 2N IkB-o A1 pl00 4K H ik, 3 5% NF-«B
{5 S MBS . TFA 0] _F 8 MAPK {5 5 38 i
MK p-ERK1/2.p-JNK Fl p-p38 i1k, i f5
BB ARRAE N R TFA FE 9858 P B0 14 97 19 1
FHAR L HE S
3.2 HASEFERFF

fEfs A B IR IR AR AL (ST,
KT AW AT, R — s 2
Z 7 R AR P R R 45 W 41 21 NF-«B-p65 . 1L-23 , #4
fE T LA 20 Ko HAH I 32 R 1) 22 35 7K OF B R0k 5%
R EE W 169 R AE S

AR Z 7 H TR 7 IR 8 B, R 349 20
s . T R B f A Y R R R
FE R 5 11 AR 25 IR 38 R, e fat g . — & D WA
FH B985 R0 rh g5 g AR S e TR, AR R
LTSV R B, R DR v v i 1 A R TR CD
R NF-«B {55530 F% A0 OC JE K3 1k, 5 25 B AIK T i
248 L 1R] 5 R0 RE A TR T, DT A R DB 245 W 1 8
Wi, XU 2% &5 & B, R AR X gl 1k i
TLR4/NF-«B {555 1% 53 %, B It TLR4 mRNA Al
NF-«kB p65mRNA Rk, i 206l 55 HF B, [\
B, 3% 7 7003 RE VR YT 028 K 1% 43 0 K 5 32 1R 1) AH B A
FH & 325 101 52 ) 5 figh J5 A5 5 1% 3 Fe 24 SE U S e T 2
JieL oAk K HC AN i DR 4y W 14 R 4%, Rk &2 Thl/
Th2 AR .

S EAARB F LA 5 < BT,
5T BB 3%y 700 A 3 Aok 9 5 DA A B L P
FEH-1L.E-45 855 1 M mRNA ik {2 #F CD K RL45
i 766 HEE 5 5 ) B 1918 52 . AT % A% g 285 S g s 952 473
WAL, 2255 PR ORI 2o 0 Bt S Ak I 8 B b R A
SR L R4S B S A AT I 3 1 S8R S A AT
s RIS . 22 AR BGE i3 R MyD88 Fl NF-«B
Fik . Ml TLR5/MyD88/NF-«B {5 5 i [ i 3 1
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BB R ORI R T T 4E Bl G B Y 57
P S3AN . B2 R HGA )58 1o 8 BT R BT K A i
il S Bl A R 0 R ST R R O BRI . B
B 5 2 B0 3005 ) il 3 ok R 1Y i 1 2R M 4 41
IL-10.1L-6 J TNF-o 55 55 20 M X 0 3% 4 , 3 9
i 3 75k FSE 5 s 114 £ 47 T R DA T . 3 ek 2 45 M 4 R R
TR N 90 SN . 17 I e R I p38 MAPK {545
i Y p38 MAPK,NF-«B p65 4 1 8 #2 fb K F .
FEA% p38 MAPK miRNA ik, NI fEi# CD K
Jo 1 4 V5t 7 R A AR HE KRR BT | e 2 (i
M,k kB B R B IR T R S T T
AL T A T R

F 3k %51 (baitouweng decoction, BTW) i i J&
AL SE W 2 4 S 5K A S i (P FE R ) L 1 T T SR
WEE VM 2R M 4 MR 2GR A R, B T I R L
kSR Ak L Bl B IR AN ZE R CD R IT .
PARZG BRAT ST B BTW B H0 1 B 28 S ikl
I ZERPIE B 1 . B9 & BRE 0 L BTW RE % 410 i
CD B % % #4041 NF-«B p65 Fil ERK #3415 .
FEfk COX-2.iINOS B3Rk, [F] i) 34 58 K% 1% 8
235 I A 25 i p-NF-«B F1 p-ERK 1 £ 31k ,
5 Th17 Fl Treg 4 Md (4] (% °F 5 , B AIC 1L-18.1L-6 F0I
TNF-o, Ff 5 IL-10 KF, 35 23697 CD MFEA . 5
KRBT AR BTW Al 1 AR AR, ol 8 3% F K
1L-6/STAT3 {5 % il & p-NF-«B.IL-18 il NLRP3
B K SRR IT 45 I R BB A RO & .

VU F % (sijunzi decoction, SJZD)YE N BE 24
BT B2 AT Y 2 307 SR B AR A I R R T
g, BFIE RS % PR VR 22 T TR A X 2 A
SAE M A AR R B TR, SIZD RS B 3 U
% TNBS i 319 45 W 2 0E K, BEARZS I H 2P clau-
din-2 23K B NF-«B p65 LK 171 5% 5 1% i
Fik O SIZD 76 H W iE e vA 9T b i A 4R AR TR
SRR

Je Mk B REAE BE CD ME A A A, m
WL (xuejie san, XJS) & — il JE 1ML 98 A1 3% 2 41 B
MGG 25 5 07 WA R CD 83 09 I PR S AR O
P kM 1 B AT . g A SRR s L XS Al
WA g R AR 1 1/NF-«kB/STAT3 1E
BRAN S L Bz A0 MR FE T T R 45 B AL 4 A R AN i
P3R5k, bR H0 R 40 M R -2 3k, AT 08 4% P 286 L
05 BEAR A 18 AR AE I, 3 ks CD R AR
3.3 X%

BT ST & B, e X SR K T ORI TR,
VNS i B 25 R IR T . RES A AI ] CD ok R4
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NF-kB p65 ik , s H R il 8 5E T TNF-a,
TL-1B YRR - AT 2 fif W 1 9 E i AR, I 8085 465 i 4
YUESLEM R FAIT H . Zhang %57 &8, 8
BRI BT R L 45 M B A1 41 MCP-1
NF-kB p50 LA} NF-xB p65 & [ 19 2 ik /K F & 3 &
G, K B2 1 7 8 4 i M 2 oz A i o

4 BHESRE

i LTk, R YRy CD J7 i B A B R
T AE G Wi PRAE IR L AR 0 s 52 4 R 2 4 T+ 8 2
i JoU R A5 7 T RS R AOR . RN, M ETC T CD
A4 TP R 24 T 5 1 A7 A — 6 R R, G 28 FL IR & T Bl
R 2GR 5 1k T RE 23 38 3 AR [ 05 508 B R IR T
CD MfEM . I, o T2 REEA 2O ABER
I BE DT LEE  XRIF I ORI M A 2 . R
KA TN A BT I0K Bl 4 S5 s PR T AL LA
Sl AR B L OF R W SRR AR AR A
BEZ53097 CD ML, i oh, a7 < 309 Bl U5 ) 2 D)
I 97 2 O e PR R T B L AR = R B AR P R 2R
7 CD Bl P A R0 B E 23R
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