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Abstract

Gouty arthritis (GA) is a metabolic disorder of purine metabolism and/or abnormal uric acid excre-
tion in the body. The etiology is related to excessive intake of diet, protein, sugar and fat. Clinical man-
ifestations of joint redness, swelling, heat and pain, seriously affect the daily life of patients, so anti-
GA drug research is more urgent. Western medicine for the treatment of GA, such as colchicine, can
relieve pain in a short time, but the adverse reactions of long-term use are obvious. Compared with
Western medicine, traditional Chinese medicine in treating GA is more effective, safer and more ac-
ceptable to patients. In recent years, many researches have been carried out to explore the mecha-
nism of TCM treating GA by regulating the signal pathway of NOD receptor thermoprotein domain re-
lated protein 3 (NLRP3). However, there is still a lack of a comprehensive and systematic summary of
TCM regulation of NLRP3 pathway to treat GA. In this paper, the relationship between NLRP3 inflam-
matory signaling pathway and the development of GA, the understanding of TCM and the experience
of diagnosis and treatment of gouty arthritis were briefly discussed. And it summarized the latest re-
search reports on the effective components of Chinese herbal medicine, Chinese herbal compound
and its preparation, TCM external treatment intervention NLRP3 inflammatory body treatment of GA.
It is expected to provide a new idea for the further study of pathogenesis and drug treatment of GA,
and provide a basis for the prevention and treatment of GA with TCM.
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1. 53|

I8 AU 91T % (gouty arthritis, GA) & — i K AT E N & B RAEMERTT 28, 2R 2 AR IR
FR & it L BN R IR 2k i R (monosodium urate, MSU)JTRAE S HT 4L, OGR4I 7, M5 T %
FERIR AL HFEZRIONZ R 2 MR KA LI PIR . DIRERRRS, IR (1 K R T
TNEE . FLIPRER s . 2RSS G A I . I JRRIThRERRS, BEERIEMHEE, XMEIREZ
BN . PEREE AATAEVE SR RR SRR T, R AR AR AR 2, s, AU B
FULIE 3.9%, A FERMIES2].

IAREEZIRIT GA MZAROKANGR . BE R T . AESAPTR 5 RBURZ, SRR 0
KR 220 B it AT AE — 8 AN RN, Ay A TE Bt r . DN AF I Thae a3 . /s>
oI I AERERS . O HUREAESE[3]-[6]. BFFLE N, NOD FEAZIAIE A 45 HtgAH 5< & A 3 (nod-like receptor
thermal protein domain associated protein 3, NLRP3) % A /MA@ I X 480E « Sl IR BN A0 M T )i d, 5
GA MR AEAFAEE BEEUAEE R R ([7] [8]. CA & B4 KR W], th 2 AMUA] DUl -7 NLRP3 %
PNMERTIGE GA, JF HBATRF . JEIEM/NEIRH0]. Fny, mThESGREA “f. E. BR” B,
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R DA 2t i e SR U (e SR A A 2 . PERZGE R 2 AEMENERy . A 2
FEVME] R BRAN IR DG T L5101, hEEZIESURNOURIIBT L, ARTUMEER 22 H, RA]
RE A ARARAZ U A R o A B b 245 e B 05 BLR R BR AR T2 NLRP3 {5 S8 EHIG T GA B
5, BT T BB, DUYIE i o 2 B S R T I NLRP3 {5 5 I AR SCHL R (1 0 RIA TR
77 GA WIE ML, 9P EEZGLERTIG GA TJ7 1 8L S A 25 K o AN B 1R B

2. NLRP3 (5 2@

NLR [nucleotide-binding domain (NOD)-like receptor] & [ 5K it — R E AR K%, HE M E LRI K,
45 20 ZHAFRPIEAT, BN STARE S k. T, FHgnmE . 4RSS,
RREAEN BT EERILEEZR MO, X TR N IEE IR A 5 o> EE R X[10]. N Il 45
M A7 TR HEAL B FIBIE T I, C i A5 AR A ST AL B8 @B 1) G ], NLR BE 2 B n- A 2482 A2
(12 P RRIRAL ), BT RRI AT R AR FE . o, NLRP3 (1 n Sifg 2800 25 K4 340 2 nik g 485
F4(pyrin domain containing 3, PYD3), 451384 J5 % PYD-NACHT-NAD-LRR. iZ45 Mt & — A =18
WELEK, AT N U RGPS o BRI R B4t ZGEMIBIE B — A e R, HAMEE — A R
HE[11]. BEFCRIL, BT NLRP3 & [ dk/b> Caspase 55445 135 (caspase activation and recruitment domain,
CARD), [HIbRAEH T IR JAh, X P fe al DUs I #H) NLRP3 25 1 H1 1) RNA 255 8 FR s,
MM EE AR NLRP3 A S 48 OB, UG TR T AH S BE 144 25 [ (apoptosis-associated speck-like protein, ASC)
HIAEAEA Befd PYD 5 ASC #HE/EF, 324 procaspase-1, MM aE 40 T-[12]. dHAL A1 IL-18 25
76 NLRP3 Ze PE/IMA, T PRERSE ff . 5 ARE . L[ e o A SR It P RE e 2/ M. kA, i —
LERRAER) . WiEE, AT EEIEE NLRP3 8 ME/Ma, Bl fG 2 Rkt 4l 3% 2 B H 5 64 NLRP3-ASC-procaspase-1
[13]. NLRP3 {5 Sl HIB0E A P8R, 522 NLRP3 s /G, NLRP3 R IE/IMEAE GARIIIE L.
NLRP3 #zhfilanfti, EA#ER. JE AL E RS TR E A, FEmamisi, JE5 kS,
ML NLRP3; 55 —255% NLRP3 mRNA [f6FIHH3E[14] [15], X FEZ NF-xB (nuclear transcription
factor-«B)I/EH . MU A% Rl T-xB (NF-xB) & — iz s 5 7, & RS S80S 41 4 1) DNA {2 F14H
PR AR T, TSI NLRP3 mRNA FIH AR E. &I nT LAY NLRP3 mRNA [ 758 PEATHH 1AL
R, NI SZ A0 HE P JE S S AN R MIAET . DRIk, NF-xB 7E NLRP3 mRNA % SRR 3 bk 15 35 L EE
X2 NLRP3 JJE/IMAETE R B — 25 . NF-xB {118 12181d TLR (Toll-like receptor)FH 2 i FC A 7E LA
A B AEAR BAR R, A2 2 ME S Z RGBS RN 2 R R AETEAG, AT & pro-IL-1b F1 NLRP3 113
i£[16]. THUTERE BT AT 2 AHCEF (SIRT1)/NLRP3 15 Sl HIFESE4T NLRP3 LS A — & M
YEF[L7].

3.NLRP3 5@ SN M X

NLRP3 #VEARZ IL-1. IL-18 WG B 2455y 1, H 5 LPS JLAHIE NLRP3 % PEAk, #E5F
R IR R A2 IR R 18 1 (Caspase-1) H &g 4k, HEMIBOE IL-1. 1L-18 &8 & ML 7-[18]. HF 7t NLRP3
DR A AR S 59 XU R0 KU B DDA 55 [19] . /K R4S IR 25 (CPPD) I S 38U M GA kA, HS
NLRP3 #&E/IMATE LA 2[20]. BRI, NLRP3 78 PE/IMAIE kA2 51 R WU T H G BR T, T i i)
— IR AR (ATP) 51 211 NLRP3-Caspase-1-1L-18 3B ¥4 17510, Xz KR GA 1 480 2 A B B I RUR [21)
AT, NLRP3 %P/ MARTHE MSU B HBRIEEA, RN, L9 MSU 1R RfER S 5 75 1 T4k
TLRs Pt MEeE NF-xB, MR HEALA S 98 5 0245 < B 4H i PR i 83 £4 BE K -+ (tumor necrosis fac-
tor, TNF)-a I1L-6 [ 5RIE[22]; Fe)ar=E sk A/ %=-18 (IL-18), 5% GA[23].
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RAEMEZ AN Z RIEEAEEY), HAZ0Ra AZMEEET, W Caspase-1 45, I LUME S IEER 1)
TWAKIENEH . RIEDMMEBEAEN Caspase-1 AIfEIEE YT, B PRR 5K, H51E F4HMH RIERPNAE 5
KA R . M AR AR I, RYEAMESBIE I, AT R R 1 A 9% 2B 5K (pathogen-
associated molecular pattern, PAMPs) 451 3 #H 3¢ 43 745 7 (damage-related molecular pattern, DAMPS){ H %
Rio FEBARHTTEHT, PRRs 01 1) D) REFNIY B A R AMA BILEI 4 ) 2 AT o WF9E R, A 5 F PRRs A L
TERARIE/ME, H A EIRLE G FERAAIR(NOD) . & &2l H 57 518 E (NLR) KRR 7t NLRP3 #
NLRC4 /& S AE/IMA T B B L2 R - T B E BT 2 (AIM2)A pyrin I 5 4b— b 25 22 (1) 5 % /)N
PRI RO R 7 [24] . TEIXEERE A, BB /2 NOD FEZMR B I(NLRS) K%, 4 NLRP3 #JE/Mak .
X H 1 A] DLd i O 2 A E Sl B SR T e N . EATE N LS 2 R gE M R A EAE A, SRR
T8 EMRIER M. b4, Caspase-1 £ HA S HIME S it R HEAEM[25]. £ GA K4EJG, TLRs,
NOD k32 4A%5 0] 5 MSU 454, B J5 0% TLRs.NLRP3 %M /MA&, i & Caspase-1 HIHi 14, f# H: 55 Caspase-
15y T8t X — R R N B 3E1L I Caspase-1 73 F T RARIRCRAE, )5 IL-1 Bt B s
fa4h. ASC W] DAz ie NLRP3 &5 Caspase-1 HiifA, iX—#4E IL-1 FIARRNEMH EREZ . MSU &Rk
FADC IR A ) IL-1 A P PRI AR, N AR 237 A R BV I SRE SN, AT 30 GA Btk R A .
SUbFEIRy, ERE R A FER T RAEME, GA BT S B0 7 th IR kAR 73 58 R U6 [26] -

4, PEXRERAMXTHRMIANRREIZSTEN
4.1. PEFBERAMXHERAIAIR

AN, R BB FVIREIRAARR, EImARAEIR AT 7308 BT R R S Bt
XA R R LT CGRAX « XD F: “ SO A - B 2 P TR, i Tk
FOAZIE, AR L e o XU, SRR KA T REERRAARRT, AAANRERLER, J&
HEESE “BHE” BVERE. SIClURRZ—HIRSHE, £ REURIR) iy “mR” —&Ef, Hib: “FWA,
Z PR b s, BRNVKY 20K, BONTHEEZ K, BRIPOREE, T THth. 7 H R High
SRR IR A S SRR b, A2 B RIEARAR M AR AL BER271F RS, B,
BRRTE” 8 RO A% 3T, BHEEE, UM AR, SR MIRES TR, SRR NS, JoEHRL A
bb, MBS, BURGGR, sUOK, BANE, SOATIIAAY, SEPORE. XNFR[28]08, FRZH
BEAR S A —FhER, EERIEEAMENBL R HRA M. WEE. B R, HR BRI LA
Ko €, W, # IR, B, RER. TR BN ZERIUVIRE AL, WERER. BR TR . RS .
AN, H[2015R e, MRERMEY, hmTREREALS, A, EREHRES. BAAZ, SR
ARANRERL, ORI EH #rimI6IT J7ik. A B UR[301IA D, FRUMURIAE T 2 i R ARIR, 1 8 SR ik
AT R AR, AR TR, S TR X 28 b, T U AR HLRT B 45 X,
FE, MR, G K, REESNEL ML B, BT, BT RER AR, AN L A AN K b R AT R

521

CPBIRIEIZ Wiy ROhR ) [311RE LRI 70 i a4 o AP o R IR BEL . B B RE 4 Fh o FE1Z0%
Wi, BYERR AR AL AP, 2O AR[32]%) 316 A7 T B R KB HEAT 1A, R FOAEIR
EERIT 7 gt o0hr, WEARE T 5 AEEMUER, 2500y: RANER, AR, TR,
JFF G 5 i B PH R R Y o IR 22 [33]ARAE Ak R AR ALLIIRIR A5, Do KR I FFIEA T, St
(I AR PHLUE VS BB AR, 2% (R SRR UEIe BAE A IE S, Mgl RSB IR S B AL
P, GEEK AR PR A Y] R I A A IR, W A% . B, XSRS S SR, RO
HE BT R, SONREEE, S NE, BE N, WEZEEEAEE ERKAR.
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4.2. PERTTRAM X T RIGTEREE

GA KiRTE . . K. W B, N E BN OAMEIEL, HARE Rk, 97 WAk B3N A
B A RANEMIG S8, T TR, KBEUAFRRAE. FERTRAD A=A SRl 2@
AT II[34] . S AE AR AR IR AN “EPLEM] 7 T RIATT . (MBI SRSk, AN RS SR
i DARMERRS B AR, AT SRR . TR IR A B B i 7 45 T AT IR T
RIS AT R 5 7 2 3E M R AR KIUENG YT, ROR 2 [35]. 1 EMILLIERE N T, 6 LURRH R,
AhEE IS o DRt AT A P07 RACHIE #A I LI AR [36] [37]

HERIRST GA MRS AFE T Al BRI RIER, 10 DLHAHIERTA M2 RR DA B BE D9 SE R, Xt
FA A FER AR R AT MR IR TT, S PRIER IS 18, I ELA HE B XS PR R (1 HE AN 7 ZER KU
FORNE A IRIREE VS5 b DTE, REBEFE IS PRI,  SCRE DRO AN A8 T R 1A 2D g DA S8 = IO MLAACIR S
HAR, 2WITR)E, MRRAIACTRD R, BaReAHX A2 € [38] [39] FEULIEAf b, HR4E b= 144
RERIHHIERVR BB, XD N B R AEREAT 22 T AW 7E,  JFXDR RO BT P ST A3 TAR IR
SERFRAAT MMM, RICARATG 7 SR WA ST T, R EEUARES KT
i, A NS AR BUIK L BIRI B EPIRES, IZAE “BIPRIRL, Rehsin” .

5. FEZIEE NLRP3 (E5EATT BN M XX
5.1. FHABYMRS

I IR FE AT R0, R 2 A7 NLRP3 (55 B8 16T GA MIAHRIRIERE D, AT ERL T4
W AR AL, ATESE R AR, AR S R U B 2 A 8 I T 9% R R ) ik 2>
PERLYH 1) S8 DS AE B L A T Ui 28 0 DR 7 BRORR IR, AT E5C8 D10 1R S A 5, (i il e 4 35 e 7
W PR R kiR, WEFURT S WM. AR A IS AR . SRR . ANTFE Rk, H R EEE R AR
T, WA THRIT BRI . NCISE . AR SCHERO R R 29T T R b, gHRM,
FEH WAL TR, AR R AE AR HE4 AT 5 A2[40] [41]. AR PSS [42]38 i 1E A BRBE ST s P4 1 56 R R A VA
MG, RGN BRI KOS TIR H IL-18+ IL18. IL-6 /KT, SR ARG I K BB ST IL-18 Ik,
Westernblot AT i 2H 24 NALP3 28 MEARAH DG HE AR Mk, R4 R AL B RE A 40 B B5 7 IL-18 IR
IEFFFAR R ROCTIR R IL-18+ TNF-a 7KF, #0156 NALP3 %8 AR 5E i LA & caspase-1 HI¥EIG[43],
TR WERVERTFRIE, SRR RIERER, BiiE SRS K. W 253 54k & 25 3
BNz 2 T LR B S A S 0 B PR IR AR, L ARZS B R 28 43 R RS2 16 Y7 AU A 28U 53 [44] -
SMRAS)E R, AR MR AT S N NLRP3 # M/ MAE R, , SR R R MEE T IL-18. IL-6.
TNF-a» NLRP3. ASC. Caspase-1 &, 42 M AAE . SRRl MIFE FH 32 BRI, SOk e, &M
2oy RAGF[A61E I AE /N BRUBROC T VR S PR BR M fh M40 iE 45, Westernblot 50 1 B 20 21 NLRP3, ASC,
caspase-1 £ FH&IAIG AL, K ILPEHLIF IRV REW AT R I IL-18+ 1L-6 H1 TNF-a (7K, HAKW
JERLEE SR R PR GA /N R AE K, HoBt A H 5401 G 71578 B2 NLRP3/ASC/caspase-1 fil & 1 Al mMRNA
TR TPAZE . JoH B SR [A7)E A5 B A s H (SR K AT S 2= TS, R BURKAT HH 2 Ae B S0
MSU 75 KBS BRSSP AR, S ig Il 23 R MR, BB PRI R4 £ NLRP3. IL-14. caspase-
1. IL-6. TNF-a S5E ERIFRIL, R0 OB NI RAEH o IX S sRie 25 FLR B v 24 ik 2442
697 GA, 5 NLRP3 {5 5B & VA% .

PLERF TR, A2 Bk (3 M B AN AT LB NLRP3 55 53 B ) SORE S B, B R R 1R 7K
-, [FII S A] DA I IR 23 b S IR, (2R PR IR SR e AR 1) A0 i, X S SRR T BF 7 o 24 R Rk
YRR AR HEVRTT GA BA IR S L.
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5.2. EHE TS R

W R I 2552 75 Sl FRE B - J7 BB T . IR A LA Ik = AL
NLRP3 {5 5 B 1% 5 REDITR GA WIEH . 1B -LY7 B @B, ZiER T, IhKR EWERiZ
i EERIRR. 1, WOERSER. ONR[48E T 45 K RIS kS MSU 45 i wiaE e, T
AR K TNF-a. IL-6. NLRP3. Caspase-1. IL-18, W5t K&H, /MR ST #E & NLRP3, Caspase-
1, IL-18, TNF-a, IL-6 /K- FBEFK. NP ZE T NLRP3 15 Sl BKIG T GA 1Rt — @ M 7 (5%
B BERDITE T A IE R RN HORIhAL, TR SR AR A SCTT  T OR R, FRRIRIR . 56
T ARE[49]LL MSU @A RTINS, R MSU d iRl VA, £ S7m ABhal, 45T NF-xB
LT S T K B 24 L AT S A i R B R TR A SZ AR gamma s AT T = 2H R LI
HH TNF-a. ANZE-18 AN -6 WEERKRAE T P27 )E, KRGS PPARy /K-F i &
g, 1 TLRA ACT B MRE. Rk, wIERH %07 & 81 NLRP3 % FVR4HI PPARy, JEifi i TNF-
o KFHARRNER T, IR FERTT IR REIE o Nk e A 1oim BA & A XU IR HOE
IR o A 52 [D0] 5538 i 7E K R AT BR OGS s P 7 S o 28 PR R BNV VI A, R Y TR IR S 8 VR By A U
i NLRP3. 1L-33 fil TGF-p1 /K°F. PCR il NLRP3 ik, S5 AKHL, MNURE N B mee@Ed ~
i NLRP3 ik, B TRAP R Bl 7 e AL A K -1 3Rk, A R 1 oS B KR, X Ui e Y
YEFMLH S NLRP3 {5 5B A EIEH Z VIR R MK = AR AE AL S B 7 £IR%E . 4R
W, A ICE N, AT S, BEENFE. & IR IR, 754 T By IR a 7 R
TRBEER[51]5 M NLRP3 #IE/MA K NF-xB (558 F A, R T IR =2 5 GA B ia &R K& AL
H, ORI =1 AV AEBER K NLRP3 #85E/MA B Caspase-1 HIFKIE, EAEIIH] 1L-15 K532 AR 0 B0 »
FEfI TLR2. TLR4 K& NF-«B {5 S A2 I EH FI/KT, W#H Z B FEIER, BEEHH] IL-18 AR,
ER T HIRMROR, FFUFsE MyD88 il i@ id i NF-xB, hAES IL-18 7745, H5 NLRP3 MEg K 2%
P,

g b, BAWEMIERE. BEHR XGRS EZE IR 2455 07 RN T GA HIEYT, 8k
B, 5 GAEPEFRIRHLT 8. @idxt NLRP3 5 5 B2 F AR A K7, 40 A 3k AH ¢
YHAR R T RIERIE, 1Y 5 A IR R W R R 2R i AR (R Re 1, DNis FTRZWI6 T GA 4r T LI IR 7t
BE | —E AR

5.3. HESNE

EFRIGTT GA B YT A CHGIFI[52] TREAR[S3) R E =, KIE, HER, BE, &4,
s, B TR R, FIRTBOONE =B, KR, &7, BibRE R, X 51 1T IR HAR L R R
WNFEATIRIT, AREMKT IL-18. IL-18. CRP /KT, BUS T BUIFHIITR. M 2% [54)LAETE, Kig, &
M, HuE R, A, WRIAH FE T A, AN TR TR AR AR R R, JEI =R BTk
SRy KA BRZ TR R OCHS) BT ST, 406 T TNF-an IL-18. IL-6. IL-8 [3R3E. fr 4 R[55]H it
SN AR, SRR, AT R0 GA B /N BB MR SG T 41 23 NLRP3. caspase-
1A IL-18 |ARIE . FonEHIPE NS TR RE % i I 187 NLRP3 {55 i #%, f& T 1 NLRP3. Caspase-
1. IL-18, WRERSCTTANN . MK S ThRERERS ZRitR, XHEYT GA B RIGFIMZR, HIEHAA R RN, i
P [56] 45 38 3ok 0 g 5 15 v S R R AN it PR VR BT T GA KRB S, I Western blot Y248 K BR 2
KT Cathepsin-B (1314, BiF 7t &L, FEEHATT GA P RE 18T P4 Ik Cathepsin-B 75 PSR4 NLRP3
RNE NSO o IXRRHI/E F T LA R i Caspase-1 HIZEMIE ML SEIL, X — i FE LD IL-18 Al
IL-18 %5 78 R T-I AR B, AT IR 9 XU 1 28 e R VR BT 28 14 S B« 18 B R AT GA 5 NLRP3
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G I DI K. BABIEH JTB A rHUEPO ¥RY 7 KUME -5 K97 A2, WA ZCR 15111 R NLRP3.
TGF-1 /K, BRSPS, BSOS MR, AT e85 50 45 Zh RE AR i i AT R4 [57] -

i b, MEERINGIEIE N — R EERAST T B ATl NLRP3 {5 5 okyd b 2 VR K5, [ IE AT BA
i R SR AH AR A T RGE, AT 2% GA N .

6. BESRE

FEX T BT GA I RIEBERAT TP IEAF £ — 2L fm i, fn: (1) HEGHE UK PR IT Sl
Al FHERINEIRIT GA BIE TIEEIFARIAFER], IR TN R 7 R DR 29 & 3%
AN RAEAE BB A E A, XS Sl A W AFAE AT IR R, AR ILA BB F0 R 2 B e R — Tl g
b TR A R A R R AN HROE . R, 5 SRk 2P X U A W T R AT I A,
SIS KRG SHEB M LG R, PPN HAE GA il PRI S 446 58 9 RGN 58 4% IO BL IR FE A . (2)
PRGN BAE IR . B IERT A R 2, AR 2%, L%, AR, CHEXHZmKETT,
2 MRAE I PRER I 7 SR RN Y] . 220t HL kAT 1 Bl AT 5 A B, 48K 2 By b 245 Je 25 62
PAAERALIE T IR (K 7 ko0 QU IEAT IR YT, (HARAE S MUTAR D I, Bk, RRAT LUK E
TRAER G2 GA IIRYT b, IR ABT T 25 & R 750 GA BT FT, ZARZE 2 RENKIE TR .
W TCE 2R R A BT, DR A R B TE GA IR . (3) HEE SEUREZMIX
WA R LR 2o R R T E R 25T DO PAE AT G I B R, REA 2 A rh 2G24T
o KA 567 #EE I m RIRI WSS 2, (R eI ARG 2. PR IRATRIEH
E, ERRBEERARNA KA E L, EPEEMBERKEST, s HIREREARR,
ZAR R EERME, RN B RS %o SR EPTA, BEAR R EE 2450 NLRP3 Ji i 1438 15 11 I 1 47
FEIE Z BRI, (HENIRRIRGE 7 — BRI T B . BEE BT U RR AR 2 BORIEEE, AT B2 2
4% NLRP3 15 S8 E AR B S AWRA N, FPER 2518 112 NLRP3 {5 5 IH B HELE GA 3 okt B Ay
J R A R R

SE
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