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[Abstract] Gouty arthritis (GA) is a metabolic disease caused by purine metabolism disorder and elevated
uric acid levels. The nuclear transcription factor-kappa B (NF-kB) signaling pathway, as a key regulator of
inflammatory response, plays a crucial role in the pathogenesis of GA. Traditional Chinese Medicine (TCM) is
widely used and shows significant effects in treating GA clinically. Growing research indicates that TCM
monomeric compounds (e.g., flavonoids, phenols, alkaloids) and compound prescriptions [e.g., Tongfeng Decoction
(8 M%), Danggui Niantong Decoction (% V2455 %), Guizhi Baihu Decoction (B4 & J£i%)] can inhibit the NF-«kB
signaling pathway through multiple pathways, targets, and effects. This inhibition reduces the levels of inflammatory
factors, alleviates joint swelling and synovial damage, thereby ameliorating GA attacks. This review summarizes
the literature on the regulation of the NF-kB signaling pathway by TCM in the treatment of GA, aiming to
provide new ideas and methods for its clinical management.
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(monosodium urate, MSU )44 df DU TESC T 8 i 6 B0
% SRR BRI AU 5 R 1 RAEMIZIR LA 32 BT K
YERYLZL IR M D RE R rt o E BRI, ™ 8 2 38U ER
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leukin—6,1L—6 ) A1 IR 5L [ F —a (tumor necrosis factor—ot,
TNF—o0 ) S542 S 5E 240 B PRl - A R85, 2 — 25 00 NF— B8 I
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Luteolin ] M1 il TLR/MyD88/NF-«Bf5 Sl B HfE %, FR{KA
IR R (acute gouty arthritis, AGA BRI FRAT AR LA EY
HFTLR2 . TLR4 .MyD88FINF-«kBAImRNA 7K - FlI 8 FH 7K -, &
Z 8/ K UM TP IL-1B \IL-6 . TNF—a i &5, TR A=
GAK U RAE LI , A7 HE A IRTT AGA T TE 25 ),

S E (Tsovitexin ) & NFEZZ 43 B A5 B 1 15 L4
HAPUR DURAPUE A 25 HE ™, Isovitexin 1T i 3 FEAI
AGABRIR FUM B TNF—o IL-1B8 IL-63& B, #HITLR4 MyD88
Hp—NF-kB-p65 1 K35 AN FEPHA N , 38 13 ) I TLR4/MyD8 S8/
NF—kB# i 2N {5 51 5308 fi 0 3005 , Tsovitexin 1T AR K B
BROCHT PR B, ZEAGA K BUAYT Th B AEHLRAEH .

B3 7 (Calycosin ) DA H1 245 88 AR AR BT Ok , B
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TFFERIR I, Calycosin TT AR 4 5E PF F- M B ik, $2 155 p627K
-, BEAIRAIM2 IL-1B FKeap1 7K F-LA B p65 Rk Ba B R AL o
Calycosin AT 3 BTG AVE T, HALHI v] BB 2 S p62 (5
3 P FHBH TN F - B3E B, 28 107900 7] ATM2 28 RE/IMA A 5 (19 R
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3.1.2 B2t K (Curcumin, Cur)JE NP2 HAR 2L p it
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IE P F (UNTNF— JL-1RFIL-6) A3k , I G A /DN LSS
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AL L 2 BRI OG5 K B I U INF - IL- 1B FTIL-6
HKF, MEHINF-«B DNAZS & 16 PE A p6sHE H AR IE 7K.
Paeonol H A 2.3 FIPTSAEF , FEHLHI T BE 290 il 48 AE 40 Y
F B FINF-BIIG AL

JF A6 & (proantho cyanidins, PC) M RFEH SR ELIM K , B
AR B S 2 AR YE e R RR B, PCIRY T AL
AGA K UL 75 AN IRLH 4 P TLRAFINF— BIYAE 1 36005 I35
I, TL-18 L6 TNF-a 7K T W 2 R A%, 3275 PC AT g iot
IMHI TLRA/NF-«BIF 50 B 1% 5, BER AGA KB EAESEIR o

B E R (Chicoric acid, CA )2 M H 25 404k 25 v 4y B5 15 3]

AE MRS, BB BTS2 38 E T, C A AT 5E 5 4 1
THP-M 1 il 1 T Bo R i L S NF -k BA5 53 i FINLRP3 4% P
JIMA RS SR R AHL T i R AE B DR (UNTL-18 . TNF-o . COX -2
FIPGE,) B /K, T A 2L fEMSUR R 1 R AE , B B FGA
AR,
3.1.3 YR /NEEFR (Berberine, BBR), WK N HiE 2, 12
AT i v 4R AR B (1 S s R A e, LA Bk P T
LB I 45 24 2 TR A A P S SRR B, BBR AT _E JHIKK o T
IKKB, T ¥ p-IxBo Al p—IKKa/B , &K TLR4 NF—«B (p50) Al
NF-kB(p65)3E [ 13%15 , #&/RBBR AT LA M HI TLR4-NF—«B
{5 5 B AINLR P3G P AR , DAIMTREE G A S AE SN .

[ 57T (Palmatine PAL)J&—Fh 219 A= U036 PERR , Sk IR
FrhF 2y 040, HAT SR 2G BA R A AnpT R 1,
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JHF RO AR JUE AR L B BAVC R IR 1) A 7 A W 588 B, PAL
A 38 5 310 NF—« B/NLRP3 N 238 ek 2 MSU %5 5 Y G AR5
RN RAE I, I8P IL-18 IL-6 JL~18 INF-aff =2, 1
Hilp-65FIIk Bal IR L, FEAIKNLRP 3.ASC.IL-1pHICaspase—1 11
Feik, i PR FBT AL EH
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K AT GEE L 55 p65 ATk Bo A BEIR Ll A2 , HE T I NF—«B

5 I AR WD JAE T RO R, e A S B GE AGA
RACRA IR .

A BB AR R, A AR B XGE 2% 1k
S BTk, T LIIAYT GA ST 21 B A0 I 2 A0 FB 3 s s
et gE R A S AR AR S  GAK BROC T b ik A
F RS, LS T IL-1 R FITNF— o B 7K T 35 5 R AR R B4k
I ERT, R 41 B SE T 1 B2 2T P SORE A MR B4
AR, TLRABAZA T kB p65TE5E (NF-kB-p65 ) [ 3%
TR SRR AR o X 26 % B R, 2S99 T Rl 1
FINF—B X TLR S5 538 L A DG TR (1 358, F im0 il 46
iE SN AR, DT A B A G AR

SRR T O B TSRS IR BRI DAL, AT T GARIA
I7 o 76 R FH R GABEAR K R S iy | 388 1 19 ¥ 7 R T
21 R B 3 R R G R S TR R L Vi A i
A T HNE A IR T IR G AT i, R DG4 ik JH g 50t A I ok
D IBIT ALK B B U I TLR4 A NF-kB  p635 1 mRNAFI
ARV W EBRAR 17 A A B A 14 A0 A 22 1k
v(PPARy) Y mRNAFIER [ 2235 7K -0 BH b T 1 o ik 245 L4
TR, SRS 5 T Rl _LJFPPARy IR IR, [RIAF IR TLRA
FINF-k BRI , T RO A GA JRIFRLZL ) RAE R o

I XU A AR B L2 B S 4, 1T LAAT 5K % i
ST EIR K . S LB BIFRBH  R A B0 XU X bR
FREIF T 0 717 SRR R TR YT FE L K SRR &5 i kR
ARAGH1) 58 75 DAk o [, 367 2H K B T v 74 1 4 36 -12
(IL-12) IL-6 TNF -« LA B #% A F «B 32 4 1 46 PR 7 e {4
(RANKL) 1) & 534 1 25 AR BEAM IR Y7 4R BRIE 4 21
NF-kB p658E H (1335 7K Pl B 8 [, 1 3% B R
(OPG) Y75 5t A K OPG/RANKLI 5 35 FH 5 o iX S6 45 4R
H #0098 X5 1T 6 38 1o 1815 OPG/RANKL/NF -« B 53 % , 1k
U0 ) 9 A PRl 1 238 0% A SN, AT R BRI T AGA
HIRR

HEGELE N ERA L P ENERMRRER T, h#E
FE A RS SR, B T AR RN 8 SR Y
TR, LSRRI B R 45 B IR YT A AGA K BT I ik
TEBEA RIS, B L S 0 08 % o IR B YA T 2 R BT e
ZUPTLR4 \MyD88 NF—kB .NLRP3 .ASC .Caspase—1 & [ K ik
IO R ML I 18 IL-182K (& 2 I B BRI, R &
JRLIE 45755 1] 38 i A 45 TLR4/NF —« B/NLRP3 38 [ , 41141 ¥ it
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322 WEMRER HEREARGEF(SBEZER), Lk,
HE A A FOEOR AR, BAT W HAGE 4% 1E R M Th AL . 3h
YSE B R SRR W], R 1 R T S ) AR M R ARG A K R
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RARNLHIE 2% W5 B 224558 B HAR ), BRNF -« BAE 538
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