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Abstract.In recent years,the incidence of gout has been gradually rising globally due to factors such as fast — paced life,
changes in lifestyle habits and the increase in metabolic obesity. Gout acute attack will appear joint pain and swelling, long — term
development may even cause gout stones and chronic inflammation , causing great trouble to the patients. Currently, western medi-
cine mainly adopts anti — inflammatory and uric acid — lowering therapies,but there is a certain risk of liver and kidney damage.
Therefore , there is an urgent need to develop safe drugs with fewer side effects to treat gout. Traditional Chinese medicine has u-
nique advantages in this field. For example,resveratrol contained in Guzhang( Polygoni Cuspidati Rhizoma et Radix) has been
proved by many scholars to have good treatment effect on gout. Numerous studies have shown that resveratrol has significant re-
sults in anti — inflammation, lowering uric acid, maintaining the balance of intestinal flora,and regulating the growth and develop-
ment of bone cells. The purpose of this article was to review the mechanism of resveratrol in the treatment of gout,hoping to pro-

vide a useful reference for the clinical treatment of gout in traditional Chinese medicine and the in — depth study of resveratrol.
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PRBT I 2570 B2 Jo 26 [ 2 45 25 1) B SR BE W A — TR B b 2 i
SR (EUH B R VB L B R G AN R, DA T BRE ]
THREX T KMNIEY . F L, 885 AR A G
I8, 85 T1TF R BAT AT DA, [ I SURE R AR 25 ) A RS
AR R 2400, LASUIOH R XU e P 3 7 D 58 2 A 4 T 1T A 28 Y
LR

T B U2 T v B v 8 IR A B D A i,
TEIR A B2 — R RS HRAE R EURIE - KGR ) ic 2k * B
W IR IR L 3Z AR A Wb, HJ5 s K, s it s b
B, i R TERANE  IRMLAFIE, 15 M BE R, BT AVE R o
H I A2 FOARAR S 7 T S8 R BN AL, 5 KA 2
RETESS , HEINENTE , i B, i BE 05 L K sz I IR, 3L
PR AR RE RS I3 B AN, ORS ORASE Y R, B R 4, 3
HARMIBTT A, SIS T2 IR AU BERHE Y JE bl i 4
ARZEFIAL, A s, P Tl A, 2200 I IR e, BA
AR B, W AR 75 , O LR, P88 1B W%, Y5 G o A D
TEFR 524 (0 v RS b, W] 4 B3R 2 56 T R ALTE IR T AL
PRI T R AIE IR o B, (AR REAE H ) 08 S R TT E
DRI FILALSAS , W00 288 2 P AR o D BLAE I PR w9 2 Ak 3
SO 254 22— 13277 B2 (Resveratrol, Res) (UNI&] 1 fir
TR SR BEAL AR B s 2 — T SR B
il 75 W28 T B, A X BOREAE T LR A Bt R
G S Ly IR R IR K)o I AR TR EE DR ST 075 Res
JE— b 08 R AERRARPR R K OF- 7 Lt Dk, RHITE AR
HHRXT Res FI TR0 AL T 1 407 k5, 58 Bk
BR A AL KGR SR A ) R R RS . DI, AR SR
X Res 7E KR YT 75 T A AEAE I IOHLE] T LLUELZE , LUBIREXS &
Heix— B EAGUIR A BL AT A BT g, i XA S B 5
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TSR A SRS A R JAE S IR 28 B2 Ho R R i3
BREEMM O XA E AR AT RAAE , A TSR B X
KA NFRESNER I LA MSU i 1A BT JEE T 1) 1 A S AE K2
ARFITJRVRN, 56 KA e i AR AE IR KU — A 14 A2 £ B v 473 38
TR GE TR/ A A, I8 2 X NOD KE R 5K L B3
(Nucleotide — binding Oligomerization Domain — like Receptor Pro-
tein 3, NLRP3) S84 & 5 W A9 90E B, 33 A B e 4 B3 4l
Jfir 2 — 1 (interleukin — 1, 1L = 1) K& HoAt— R 51 HAT e £ RAE
BN HI ) AR PR T R . PRI 20, S S R P =
FAET E W25 SR AZ AN, 76 b PRI I R A Z TS B
B, ph i Se A= A i A 5 U S 2251 5 1 R PR AR AT

114

SN K S A SR, T 1 200 M 80T B L5 | A 1 At e s vy B
SR TR XAAE A% D B R . RVER K B R IFHE L 45
P L 240 L AR B A Y T S AR A G RS TR DX [ el
B T RS A HEL 2 A0 M A 5 S s A bR, R
ISR 2 A5 O PN TR A B/ IV 30 I 4 52 B 2 510k
&, RN R LU R B R, A O I
NN o B ™ R , RAE IR 23 A B 0G5 R ZH M E
S5H0 5 FEHLAE , HE I A G I RE R EALE . Rk, X T
I RV ST RSB &, A6 880 T 1005 PR 90 N BRI TR
TS FE AP OCBER AT o G A5 S SN, B AR N PR R
PR SERUE 98 T 38 21 P 8 S E SO 45 O 5 450 35 R E R AICR
PRI, PSR KU R AR, RS LT e (—fRNIAE 24 h Z /)
PARIBIT IR
1.1 34 NLRP3 R M /ME (RS RMERER G, H—1 K
PRI RGR 0y — HH IR SER A M R S H it 3 (NLRP3)
A 6 12 20 0 99 T A 9% BE AR 2B T (Apoptosis — associated
speckle — like protein, ASC) DL K 2 bt K & & R B i - 1
(procaspase — 1) , BATTHE A 44 1L T NLRP3 ZAE/MA . XA/
TRREAS A B SME S HAL M A5 5, AT IR 220 D R A iR 2
I — 1 (cysteine aspartate protease , Caspase — 1) [ I% Az (20
Jaf-% - 18 (interleukin — 18, 1L — 1) A1 [ 40425 - 18 (iin-
terleukin — 18 1L — 18 ) 3% 2R fi & V40 g A 9 73 W8 , IATiT 51 &
RAET KM EBIET: . VR 25 AIIESE, NLRP3 S8 5E/MA
T RE 2 T B i B s 5 2 R ROAE R e A B B W
BRI

TEEET MSU @A R KU DG T5 28 A 0 & i i A2 v, NL-
RP3 RAE/AME IR 1A RHLH AR Lo AR, MSU 4[]
JA SR, 2 HE T NLRP3 JAE/IMA Rl & 2R ie 5 15 1, i —20
HAFANAE R L - 18 13 AREHOR 5 & A . Fr il i, L —
1B A MU Ak SRAE i A 2 FH de K 1) 32 2897 5, T NLRP3
SAE/MANES MSU b (A 5 T 200 0 )™ A5 S RE SN 1) o 22 [ A2
CUAREI T RZIAAT 7 B, A H NLRP3 et/ IMASR BT %
RIOCHE

FAN 251 FERH XA NI RBTREAT IR ABFIE G &
B, MSU REMS S B4R A A RS2 50, 111 i & NLRP3 S8 AE [H T
HE AL, i — e ik IL - 18 M1 IL - 18 A9 433, i 5 SHLIA
B RATRIE LI o T 3X Foft 52 28 R Bl T 65 8 R 3L L A4 i DA
ARBPAEZSPE 53 1™ 8 R KT A Res T i %5 G2, 1X T2 1)
T Res JRIHBFEAT IL — 1B 1L — 18 il Caspase — 1 153 W4t , [7]
P -3 3k e U M 200 Y A 1 R AR AR A KBRS T MSU i K 1Y
NLRP3 584 F F 135 A i 72 o BHAF BT BAAE i — D R R b &
B, Res iA7 HE T 41 i LML AR P 5% Hi 437 140 65842 18, 400 o e 7 UL
4K Hi ME % B 1 ( phosphoinositide — dependent kinase 1,
PDPK1) /Parkin {3235 , - IR A B AH B H - 3B - 1T,
Parkin IR E R [ M20 (19355, AT SELRL A F itk
T, A 2l NLRP3 S0 03646 . 55— ZHENG' 7
WHATBA 2 P8 S L, Res BEAE L) 1 5 FEAIK Syk w21k
475 R D BELIET TL — 1B A PR ZE3E & B, 30— 25 S AL B
TUIRE. BRILZ AP, Res [AJFEH % 30 NLRP3 48 4E A 715 1k
BT 7, ML T Al DU IR ASC B SERfbid 2 .
1.2 4= MAPK fz 5@ % 222505 A28 11 G ( mitogen —
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activated protein kinase , MAPK) 2% 5 & 122 40 0 B g an 58 4
b R T 5 RS I A 0 T B, AR = R R B R ——
MAPK ¥ fiff ( MAP kinase kinase kinase, MKKK) , MAPK ¥ fiff
( MAP kinase kinase, MKK) fl MAPK , ‘& {[1RE 4 7% I B iR 1L T
W . BB T E R BN A MAPK 05 ERK JNK/
JO7 T B 11N . p38 MAPK LA Jz ERKS {5514 Fig e .
MR VBRI MAPKS £ 5B B4 22 S0 1L — 1 90 11, -
6 B M R PER F — o Tumor Necrosis Factor — o, TNF — o) I
FCAbAR e MM A ek E RS A e s FE 2 L BN, Ak
KT - B G A 1 (transforming growth factor — B activa-
ted kinase — 1, TAK1 ) /& MAP3K i g — 522" . AT LA
Zo R 5 20 ML PR T A LA , i TNF I - 18 i5 22 4% (ipopo-
lysaccharide, LPS) F1%% 4k £ & A F - B ( transformation growth
factor — B, TGF — B) "', MBI 19 TAKL 233k— W00 4% s
S F - kB(Nuclear Factor kappa B,NF — kB) #1 MAPK {5 5@
e, 06T MSU g PRy 4 B e3>

BT R Res AIAT R4 BELIST TAKL (R0 4, DLt i 3%
18/ MAPK %42 P38 K JNK {9l iR AL R B, DA 410 i) TNK
55 P38 YA, filff IL — 1 55 TINF — o (%6 5 B B A%, [
i ZWEFE IR Hh Res XX T «B 01 # F o (inhibitor of
NF - kBa, IkBa) (53 L) J¢ NF - kB p - 65 [ {6 H A W] i
O E (S
L3 i AN R — P e R, G R TR AT
TR B BRI A S Al , 2 4 I 0 A 0 Sh A
FEAR WAy 2 3 i A 5 A RN R R E R Z —
B WFFEFR, 76 P % ( Reactive Oxygen Species, ROS) i3 8 7= 4 I
AR IO T AP S 4 48 1 B LR B G RAE T  H
SERY i IRIIRZS LA B MSU SRt , BRI N A S TR
A6V I BRI 38 (oxidative stress, 0S) BR A2, MSU il
BN NLRP3 PR, S840 1L - 18 403 B oK & ROS j7 A4z,
JnJE] 32 B 267 4 9E [ i, 1 ROS 1F J& NLRP3/IL — 18 #f H.AE
MR FEZW A BT E2 M CH T 2 (Nuclear factor
erythroid —2 related factor 2, Nrf2 ) $% 0.}y 2 55 S8 Ak 18 52 R )
KBRS PR 7, HIrT 4 ) MSU 95319 1L — 1B 434 F1 NL-
RP3 JePEARE 7 o fEIE# 0L, Nef2 32 SEA7 A8 T 48 it
o TG ROS sl i P 2R Ry SAL I B, Nef2 8 T8 %
P AN, ST SN T AF 45 WO iR S Al J5 i - 1
[ NAD(P)H:quinone oxidoreductase 1,NQO1 ] FlIfi £T. % 4 & it
1 (heme oxygenase 1,HO — 1) 55T i Il A 2t S AL 2
FER gk, AR EAGIR 0 AR 4 . HO — 1 58 s A
SRR I AR FFLRLA 2B, LA A , 2 E 20 A7
&2 NQOT S A Ay — Bt S Ak 8, B AT (R4 P S Ak
Hfe, AT A AL . P9 % (malondialdehyde, MDA) Yy
N B E AT A R A A R AR . [RI A
A=A N i B A I T BRSSP B AL i ( superox-
ide dismutase,SOD) i 48 1 Ui Sz 4% 16 H I 22010 1 16 55 Bl
TP, AL ROS X 4 il & i i 4555 o 1 SOD A2y 322
PR PR B R, X TR B R A S BT AT R
A RHELMVEN], BRI A ROEBR A 1 5L, By 1k 40 8 32 Ak
EI /TR

WFFE4E 7 , Res AIE Nief2 L& HO 1 F NQOT fy 3Rk,

A S ARG 5 2R L T B BE . ZHANG % B
R I, Res 7T {51 A R T i AR s 1) 0 9 6, % (IR MDA % &2,
13 SOD T, M AR . FENG % R HL, Res fig
T S SN, I A Nef2/HO — 15 5 4% 58 i DL 35
HLiA NQO1 SOD \HO — 1 LA} Nef2 ({32 157KF , -4 ROS LA
S MDA I3k, DA R PB4 VR FT , A i RS IE vh
1) OS I,
2 PE{RIRERKE

TEPBE 22U, 2 MU A PR IR (B RR IR A= 1 iet 22 sl
132 BELTAT AR L E S I, BBl SO HUA, HUA FEIR R B
Ja& 90 R A (1 v RURS: R 3R ] o i i I IR 22— [
U, B PR IR &5 A 1 1 IR 7 IR KU AZ O SR
2.1 | FES E BN E L IREEAR NS ZE
Ry, Hodr, BEERS SAL i ( Xanthine Oxidase, XO) /F 24 G
T, B Y B T 2 g S IRy | 0 T AR DR AR R
XO PAMHIEFT, 7T 52 vl /b PR R AR 8, 3 BN PR B e
Weo BRIE, XO Bl fEiA 7 RS HUA (SRR o IR
Tz A8 R R PR BR 2 T e R A W)t S FEME R I SE B R
XO ], B, RSVETEN XO S R EAT 8RS L

CHEN %57 &40 Res 16375 & M HUA /)N UL 3% PR 12 ¢ &
AL FE FIEAT T IRARIESE, T B X IR AN SN XO i
PERIM IR EE , I E Res BEREIE LI XO KB HUA,
LLAE SR D - 2 FUHE S 8000 HUA /N BUBERLIEAT T 215
B, 455K BOR Res REAS 2 i 1. 3 5 PR SR A2 XO 15 &,
HEMT AR R R K o HEAh, CHEN 4577 31 1) FH 48018 iR 411 5 5
1 10 PRI/ NS B TEA T T ISR, 25 SR 32 B0 Res W] LLAS 24 A 11
JEFIE r B RS AL ( XDH) mRNA &2 XO (335, g2 R
BRI A
2.2 #1%| GLUT9 £ URAT1 #y & |k AT RRHRHA 2
R RN HUA B E R A8 PRI T 285 /N BRTC BELAS b 1k i
SR 24 10% W] ARG 0 305 o /DN 4 4 000 [ A B L, e 2 K
WPRTR 1B IR . S5 T2 90% HY 1t 8 PRIER £h 2 78 B JIE 1Y
P E AT, FI X — i B AR N, Ko, JRER
¥ 3444 1 (Urate anion exchanger 1, URAT1) 5 & 4L a5 9
( Glucose Transporter 9, GLUT9 ) J&2 55 Jik ik £h 75 W U B 3= 2 5%
BEAYTM L F, EF X URATL F1 GLUTO 30 5l o 1k
AT U B SR

N, LEE 267 38 3 44 gt HUA K BUBER T T S0 00, 45 1
/5% Res fg05E 3 T I URATI 363k, 3 1 ok bR R 76 B 41 i
H TR, BAh, CHEN 457 i 4800 IR A6 o DRI /N
BUEAY B Res AEWE 2K 1A 'H IiE P GLUTY #1 URATL Y mR-
NA J 25 H 3R kK, [m i F RS e A HLB & 7 is ik 1
(Organic anion transporter 1,0AT1) i mRNA A2 H %Kk /KFE,
[FJRE , L1265 5l AN A I SE 56 L B D = R FUBE I S 8 SR R
AN B, Res AXAEAR SN GLUTY [ 23k K-, i 7E
B S5 X GLUTO il URATL 2 [ 33K 7K - 34977 A 3 )
B (HAHE R AL, ZHANG 25 BT 5E46 | Res W] fig it
TLR4 ( Toll - like Receptors 4, TLR4 ) il NLRP3 {5518 i il &
HESAE , REARIBRE 5 ZRARBT /N U IEH GLUT9 1 URATI 125 A
FIBAF, NI A B AR IR FR K- 25 E TR, Res HA T
URATI 1 GLUT9 FH4Mfi| HAR 1 B ik K - 1y BE
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i T Al A S T o A N A BRI P A e
FOVE R, FL 28 Ak s 5 IR T RE P BRI L . R R
T RIS PRIR A HEMAT: 55, HCA D0 380 2ok 318 e HR M w28 o f 1
BEACHE AR o BRSO HUA G XU & 1 i i 1
BEALSH B (L. ZHUANG 45 3, 5 e A L, i XU
I B YRS A IS REAR T Ak, PR IR R AR 22
FFEH 2, 3 15 397 J2 2 T4 R B WU AT 19802 EDER 417
SEHERAMIE 7R 9 XU A R B B R TR O
KA BB T R A IR RS PR R 3 0 X 3R, s e
FEAE RO B PR AT RE 22 5 T B AU R ES &
AP B P W R R KR A A E 5T
WAESE K HUA KRR FE RS A 22 0 BR BUR 9, T S BUS &
PRIZUR LT+ o BUAN , FUAF B 0 NG AT A7 L 45 BR 1R W g i 1S
oI EE A BT R IE HUA KR PRI K x st
WFSE BUR Y BRI B A W0 5 HUA FE KUY & s BL
UVAOC, TR, P42 3 B 0 R E0KE R 35 7 HUA FRR
MR HTE AR o

Res fE . 25200 7 18 1 BE A0 2R G, G35 B A 1 1)/ 18
BETE T LU, A2 E 40U 87\ FLAT B RDBUBCAT T 19 A= K BRI
LRPARE, DA T 9 I 3 A, R ALK S DING
51 HRFIE s 40, Res R HR 1510 8 BE AP 3
M. Res BEMGINA 4 M ——FLIRAT B8 FIOBUEAT 1 A4 £ it [+
i A AT 28 g B B R A AT B 1 7K XU 255 i o %
Res REWU/D RSP I ECRE , BCGE I B MR YIRS S 2
RV, A5 AU T 1) 28 T8 T T ) RISEBE T 1 B 22 A, 38
AT E IE D T A, B R S S AT A R
R
4 PV EBHAMEES S

9 AU H A PRI £ TURRAE G717 1 6 ) [ 3 B0 o Tl A
W TE A B A T BE PR R 5, 81 1H B335 G 77 450495 2 Ay 9 R
SPRYTEE R 323 MSU S IR , 1 28 % v i 4 i
JSCET 2R LA B 2 e 8 A A e A S AR ok AN B IR 2 R S O
BRI EEFFS
4.1 WF B E I A % E 40 (Osteoclasts, OC) J&
BB TR ST 8 AR L A 2 15 7 2R Y 2 R A,
TR FIAT AR A BT R SO i, B TR 2 3 5 A
JIAET& IR 7 F NF — kB A SZ ARSI (Receptor Activa-
tor for Nuclear Factor — kB Ligand , RANKL) [ . W5t %
IR, g XUAE 2 1 A/ J) T B A A N AR O T T VR PR AN M AE S
RANKL F1EAAZ A0 MR 35 R R 7 1 35 37, B 09 TR IR
B AR BE T, 240 M PR TSNS TR B i A R S
PR XA OB B IR eAh, CA BRSEIESE , S AR
11 ROS AR i7E RANKL 75 (140 B 40 i A 1l b ke 4 SC B4
FIPY o KT ROS FE A% SR Bl R 200 0 1 335 1, T 44
W AT

SHAKIBAEI M 2/ % 9l Res AJ i 4 410 ] 1B B FRAL |
TkBo [ fift Al TeBoe SREG PRI ] RANKL 37551 NF - kB i
A, TR 1E 22 AR 1 AN AT 1, AR, Res S0 0K 35 2
1 (silent information regulator 1,Sirt — 1) 73755 & Y5 4 40 )it A Aip
S R Y Sirt — 1 - p300 SCHK, §: 3 RANKL 5 S ) NF -
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kB i S BEAL S NF - «B 5% SR80 Ak & 40 M A . BOIS-
SY PV IESE, Res 43 Hi it sk B A% A B 41 MO Al (4 A RANKL {5
SE R e, LA A A A A R XU S
PRI, Res 0J LI 1 #0] ROS 19774z, K Bj 1k B RANKL 75|
Al e RzE 38
4.2 fRSHCF @A o R E ST AL 2 T
WEE BT, MSU g R ITURRAE 1 8RR 5 L 580 MSU A1y
BB R EREL, R B IR 1B WA 454, R A ELL, MSU
fnfAE T Toll #£3Z4A& (Toll - like Receptors, TLR)2 {5515l
NF — kB 19 8, 755 0057 50 R 20H rp — 4000 800 AR RN 26 Jo
BIEE AN 3 AR, IL - 18 7 XRAE 51 A h R B
Ao MSU @HATE IL - 1B AAFER S OL T , RO 04 B 2
( Cyclooxygenase 2,COX —2) mRNA FIRiF IR E B2 & HIEAN
AR A P Y FRIA N E A . MSU it 458 5 i /b 5 4
BR3P RS BE L 1 I A A B 3 A AT 2, %o XU R R
EA TR, Kk, BB a5 MSU @AM EAERE , ATRES
SEEEIE

LIANG C %! % B RES i3 LB 59 15 2% 1 (SIRT1) /
X KE R AT (FOXO1) 5530 H R R A 308 1L - 18 5%
(Y AR 05 0F Ak R R ARG S 0 L W4T R B RES
AT LA COX -2 NF — kB [ 3R 35 3% 72 F 5L o 43 )8 26 1 1
(matrix metalloproteinases, MMPs ) , 3 i1 %5 Fric ¥ ACAN (A
25) EA T (POL) AT 1T Y i Jii 25 1 ( Collagen 11, COL 11) (19
Feik, M BCE AN A I T, LIU % R B RES S i
Wnt/B - catenin {5 5 1 H M ] Wnt 2 4. B - catenin DA K&
MMP1 MMP3 F1 MMP13 133k , DA T 900 i) 40 - 4 e B R 1
XYL Res AT RESEIAYT IR XU 3 G 8L T T E IR 7 7
5 HEERE

UEJLAER , PEBEE AR 7 5 IR 45 i A2 1, i X
PRI AR R E A THBE SRR R, R
T S BUR T I B ANBOK AN G B AR RSB AR 2455 T A 2%
7R S0 50 P A D e T A SsS H  a BR IR 7K T B8 S M
e FMBAFEZ Y o SR, SX L2 WA AE — € PR IR BN,
X BB AR A 5g e . AHEEZTT, A s LB AU A w0
T BRUERGG , e B AR R 24 R ALY T Res,
WD 5 B PEAR H A% S22, s 32 0. B Bl 4%
NLRP3 4t /MA  MAPK 553 #% , #0] X0, F 5 URATI [
Ik RANKL %3243, SEBTA (3 PR ER 15 1 T8 R LA B A
B A G AR R A3 A SE D RE , #E TR BA TR XU B . SR,
FIRTICT Res 1EFIBLEI RO SEAS LA AN S 52560 2, i R
7 T B FEAR XS AN A2, 3X — [ U A 3 T m L A, [
I, A B — 25 BRI A A B o3 I 047 3 B, LA
PR A R AR v A 2 4 o
S 30k
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