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Abstract

Hyperuricemia acid is a common metabolic disorder with imbalance of uric acid production and
excretion. It is closely related to gout, kidney stones and hypertension. With the improvement of
People’s quality of life and the frequent intake of high purine diet, the incidence of Hyperuricemia
is higher and higher, and the age of onset is lower and lower. At present, Western medicine has
serious side effects and limitations in the clinical treatment of Hyperuricemia, so it is necessary to
seek effective and safe alternative therapies. A large number of studies have found that traditional
Chinese medicine has good efficacy and safety in the treatment of Hyperuricemia. Quercetin is
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widely studied because of its natural Xanthine oxidase inhibitory properties. The mechanism of
quercetin in reducing uric acid has appeared in the relevant literature and basic research many
times, therefore, this paper makes a systematic review of its research.
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1. 5|8

15 R BR IfLAE (hy peruricemia, HUA)AE A A FRIR AL 55 HETE RS S R0 5 300 — Fh s WA 0, If
PRIEGT: i e 2 B AE . an SR PR R KA T S AP RPIRES, & T IAE R R AN i, 2 DUR IR
e TE T e . AL, BFAESES ALV T RO, IR B AR . PR IER HIUE 2
KA I L A, R R AT IIRGS . — IR R, SRR IMER AT 2 5%~19%H)
2R A

e PRER MUAE R R IR ML BN S 2%, BT M AR 56 2 IR TS 2 . T ECHUA 1P K 3 225 R PR R AR pi i
ZHHEIAE o JRER(UA)E N RS % B BR AR I e 28 7=, AR L B 2%, W REIF. B %
HZNE . PRI EZ 20 A0 T 5 E A BE(XODY AL & 1, SRIE & B IEHE RSN 1], £E
REHIAM AP F, PREL TR JRER B A A BRI A T ot — B o AR 2], 2R, AR T7EdEL
IEFEH R ER B E AR R R R A T ThRe MERAE, SELE AR IR . 7EIEH BT, AEN IR
()G AN B AL T2 A& PR AS o 2 N IR IRAE o 22 AN Bl SR BRHEHE H IR iy, R IR 7 2k
B, AMUCFBORRER ML, L7 5 BEINIR R B G540 R s I s 55500 AR 1R XU

IAER, R R IMLAE (1) R 26K iy, AT AR SR BRAG , X2 T AATTAE 3 o 2 R 8 oy LA B
RS TR AT AR NPT S BRI [3]. ARHE Butler S5 [4]H4RE, 35 [ i JRIR MLUAE 1) B RN 11.3%~47%, BX
PN 11.9%~25.0%, HAN 26.8%, FIEAN 13.1%~13.3%, K E RERIME 2 RN B4 NS5 B R (i JE 1
HER R —, 7 H 0 R A o S AN AR TR 2 K2 B PRI IMUE 83 72 DAL PR BR T ey M — 3R 3,
A Gy gEse, PR SEA S PRI ML, SN R, S, MR YT . fEImRIGYT b, TR R IRIRZ
YIRARZRIE R A IR, B HALE 2 I0H] XOD 3 M A1 W B /N SR, et JRIRHEM, BARHAA B
PRETT R, HRAAEE —ENARKN, Wi BN EF TS, SEREHEFRMAEE, RF
1/3~1/2 B E KR 259077 AR RE 2 B AR AR 2 RO ) XOD #ii55), (B H2AA 3 K BeE &1k
SRS R B RSN RAEFI[S], AR IR 1 R A A B

WA RAZMIY 2N 2. ZIEEE. SRS R RN/, FmgE . EE
K, KESCHRAEREAT 7E R BH, #it I 2 (quercetin, Que) R H: < 4R ) 5% N22 WA S8 Ak I 1) 47 Pk 1 EL A B A I R
FRASEIIFE R, WA T T MR T = PR IIUAE , 7 28038 HAS RSB/ 6] Mt e 32 — P RIMFAE
(P AVEERR I B RAGEY), | AT KREMEY F, RN, BT, maErt. P
KEWE. B3, 4E2, FR RE BEE, mBAMUEE7), BRSNS E. B RELEGZHM
AEYREIET &2 R0, AFEPURA. BiR . DU BEEER . EESMNR R — RN XS . 22 B0
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XIS, 22 MAERAE 19 2 60 5 2 18]\ ML FRIR /KT T v {E G v PR R MILAE FA) e e 5 1k B I 4
KR 50 mg Mz, 28 R, MRIRMK PR35 T EE, RN 2B RE . PR ERHE R AN A 52 20
XSG RARW], iR 3O i PRI MURE LA MG AR T o A SOREJE T e 236 97 v PR IR IUE ML 1 B F 72 32t fee
BEATERE, D9t B 2R (Bt — 2B W U SR LB IS LAt

2. B # P PRERROAL I
2.1. FFBE

NS K 2 Hok B MR PERI 2, 8% & DNA Il RNA, HARREIRBANE SRR IHEY.
WIS A FHAE o 22 5 S A A A BURIR RO AT A4, DR P PR IR I = ZE A i . AR AL R v
JEFE B8 AU T BE RAH 5 g 0 3 2 B S PR BR A A e 708 70 PR R A T A JPE 8 — 2 7 it sl L - HE

HDiHI PRESE A

TENM VRS AR AR i K Z RS 5, b IR I 2R (ADA) AT XOD 2 B4 AR R PR B 2E B
P CEERE. ADA M) 2, TRAET SR KRIK N IRTIE . B NaBi g g IH 4% . ADA
T 33 R P B AR A A% A A VR I AL A, IR BRI R — 2D 2 e W ML e A B
Wy, AT XOD MIEA FH AN AIRER. XOD | Z AT S M AR, FELEAFME, HUOE/N
. XOD & —Fhii g, T LA 7568 SN AR v A PR, LA PR A WA Fg 8 A 403t 40 it
FRU L, Bl LIRS Ry IR B NS, TSR RS VWS, Je 2 R IR, X/ P ] BB U 4T 4k Y PR TR
P . XOD F1 ADA 3% M 1 T 1 T A i IX SR R (1 B A AR, S BURBR A B £ o Zhang C 2%
(91 725 WA 2 AEM ] XOD ALK JRIR I B, SL56 i 2 306 XOD 15 32 B HY -5 59 M4 I AR AL
IRE 7, KA R — R k) XOD M. BB 10BIAE T iX— Uik, B fzh 2%
M B MRS TR T i, R IR & DLR A 85 20 XOD Ak R BR A A iR 64 B
EVEAGIER, o FXHEIESE, XOD BAT —ANEsi M M i R4 G0 s, AT XOD M3 3R
K% RR(FAD)Z5 F 3 1 57 /5 SR IR o o B0 17F 7 I WA B 3 3438 5 07k ADA [F135 VR PR SR BR/K T o k0%
TN FH 04+ SRR 2 Jic T T 5 10 e v R I IR K BB 8 R B, I 3 4L o i R IR ITLRE K BRI
JREZ KR E AN FIRE RS I FEA, IS IR AR H XOD F1 ADA & F#MK, SEitah R, #i % ZHAE 10.0
1 20.0mg-kg -d 7 FIERS, MREE KA T AR, FEAFE R K, HAiiE AR+ XOD 13 145 i
PREGAKT (A FEAR — 8. FIRUF 7C33E A 47 3% 7T LB #0] XOD A1 ADA (3514, AT #9041 JR B )
HE R
2.2. Bk

NEP 70%RIRE B EHEME, @IS MRS hEkigd . B/ NVE ERRON i shag b E s, R4
90% R IR 2 e AL [l 2 LY s 10% 0 2t PRVGHE AR Sh o B TEACEIL, 96% M Bz 22 8 K B E AR
B2 KIMBE R RN G, B HE AP RO B SR I v T [13]. BRI, B RT AN 2
Wik B2 2R B PR IR HE AT JE DR 970 FH F) 2 ZEHEAR

2.2.1. {RitERERHE

B W AN AR BRI AR 25 o BT IRIR F B DURBREL B TR A e, AREE s gHfufi, pr
DA SR B AE AT 3 B /N o 0] B W WSO 23 i i 2 R AR I8 BRI R S . SRR #h 18 B 1 E B FE JRIR 28
HIRWC IS 8 E M RIR S s W R IE . RIS EW WU E & Ama T B kit g b, 2R
URATI1. GLUT9. OATI10 Fl OAT4, ' URATI fEFHEKERIE, T8 R FEi/NE T 4 i
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JEEANT, AT AR T NE Y EERLLS S0%IRIR, NN T IRIR KPR E R R . IRIRER /i iE
EHAXEA OATI Al OAT3. ABCG2. NPTI F1 NPT4 K MRP4 25, JTERWT TR, Mt 2 AT LA
IS A 2 5 PRI Eh A B BRETE 1H PRI LIS PR IR 2R 7KF, 38 BRI TR T b i SR M B i is B
ek, IR B, AR T A AR, AT PR R BR K P« HuQ H [14]155 8 70 R B, WKEEN 100
mgkg ! Mt R 3R R PR AR SRS R RS S PR R U AN S B KRR L3 R R R KT, R R B E
rSLC2A9v2 F1 rRST £ A1 mRNA 7KF, HIMEME rOAT1. rUAT. rOCT1 Al rOCT2 £ F I mRNA 7K
S, T a5 e PRI IURE AV 40497 . AEH o — WU Fe[15]7h, &5 R Ronti e & it B OAT1. OCT!1
OCT2. OCTNI. OCTN2 &[4, Fiff GLUT9. URATI £ [ L JR 5 8 (1 UMOD [#) 323 /K T~ 1 BRI i JR
K- o

2.2.2. W EEMAFRPIER

R IER T 2 SRS B AR E BN R, HEA & RER & 5 HE R R 2 . — Lt
FURIN, kB FE I P PG B S i AN R T L A A MR E . Yao F[16])555@ 1 #E 51
Fe gt v PR IMRE A 453475 K BRI AY, W TR SR o, ST RRZHAREL, A 2 3R 4 AE B A I 37 PR T /K - 1D )
I, L BERRL R B A (SUN) JILIF(SCr). 78 B (MDA) /K, $2 5 L3 A B AL B (SOD) 1 1
N Bz 208 KBRS AR 4 4 FH AT RE 5 B I SR R /K P AR s LA Bt AL RE DA % X[ 17 ]38 i WL
GEAN[RIR B PRI A A A G TR K BV INE B S8 AR K 1 SRR AR 5T, IR
PO IRIR T2, it R AR A AS SR B B2 AR, 7= A AL AR K R 7 g1 3080, UL &R
A FEAR LR BR AT 58 R BRI VR F S 3B RE IR i IR IR ER RN B JIE A 345 495 o e AN 92 B,
e AR R ML 50 B 1 A 6 4 7 | R IBR 28 (0 I U RRE T S 88000, AR s JR R TR 3, v 3 350 4 4%
S5HA[ 1855 7T LU O HE ZH R 38 Job A TR A1 153 o) 4% v IR R IR ' 92 3 KBRS 4, 3 e 5 I s BT
PR R 3L 7 57 Y 5 ——De Galantha et )5 R I B D RE 2 BE IR BR R TN, R IALE IR BRER R TR
TEIERIEOT, i R MU B ] 6 W U Je e s I At B R Iia T e, URER /K BRI R R, 5
JEH IL-6. TNF-o. MDA /KF-2 FFf#a%, SOD itk i, HEMIM L RARIRER. Jig. PrEin
IR AT REXTE IE R A —E R E

2.3. iE

W B R RRR A T BT, R IRRR W WO R 7, i R 0L 5 A T T
FARIE HUA RAERIESEE . (A IO MOHE R (R TRLRR, % 1/3 MR R MR 0, 25
FBH R, LG R T 273 MBS SRR R, 81 B 5 R
HERE AR

23.1. AT HERREEER

Vit PR I 32 B8 U E AR 8 M 1 PR I H i R 4 B 24 ), ABCG2 Rl SLC2A9 S H iy B B A
PREGIGSARER 1, el JRIR IG5 2 s I HE B A4 S0 B 42 3 20 1 A A AR K 222 1 . ABCG2 g JR
5128 1 ABCG. ABCG2 & — M m A =R Eh itz r, EENEAE D KEAF/E, TERIRHEM
MFE R A E AR . — I R AR AR, ABCG2 &4 28 NERN 55 HUA H %, i
SE N B BRI 0 PR IR 5 FE 1) FR R E HEME D 71970 sk ABCG2 (R IEAMY £ 50 FR B2 2 15 i HE
WAL, o RE i TE R PRI HEE, A O PRI A I, AT S BUE MR R A . — TR T [20] K
W, 7 644 B 5 Mk S JRIR MUCAE T 112 8, 75.6% M & fE1E ABCG2 Thfgksns; W53 b3 T 7 3L
5, /NERBERER ABCG2 28 5, JWTE b PREGHEMERE 7 B R FRAIG, T L35 SRR K SFFH . YANO 45 [211K&
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XTI, 5/6 B UIBRARA/NRAE N ABCG2 [FRIEH SN, BEARRERAME D, (5 &R
FRKE IR E TR, R E AN ABCG2 TR %38 AT B8 R 3% T 5 AMUA Th g DAYE FE i R B /K F
SLC2A9 X MM AR i A% Hh L FR IR ) R T AL B A R A, A SGHE > . GLUTY /2 B SLC2A 4fi i) IR
iz EA, B T7TENE, &ENMyhEERE. BERP, SLC2A9 JEH A7 H iz HUA K I i
KI5 5y JAE 252210 GLUTO ik DRI B 1) /0N BRI PR B8 T [ 23] o A R 2 T ot i 05 il PR IR e is B 1
AR PRIR , DARESE = PRI MR A J2 o BRI 75 [24]55 R FH CRISPR/Cas9 F A bk IR BRI AL K 22 3& HUA /)
AR, R B N A B BB I BT A IE TR GLUTO IR IE, #90 ABCG2 ERAMKIE, BEMFK
NER IR PRER KT, 2 B R 25 B IR TR (O L1 mT e 5 0 45 5 IE AN i3 HH 1) GLUT9 F1 ABCG2 Rk K.

2.3.2. BT HEEE

R R 2 FEHE R W, T8 B B S 5 S S AR RS, i B B R TS HUA Z [IAZE 35 DI 56
Fo WIS, Wi b B e AR I TE A EAT IR BR AR, FONLER RN SRR IEAT AL 7 A R IR 26 S AL B [25]
— BN SRS R I, K e PR 7 AR IR R, K FLE A Dy s M8 BCPL IR DA K% i I 10 B2 (SCF As) T IR
BEAN T ERER, AT FRARIRER K261 AMRA BR324 B 1T 430 XOD, ZZ AT B [RIFE i 7] LL 4334 XOD
[27], fSRMEAL A JRIR . FLIR B PR ZE I TE R, AT B R BR K P (2810 A MieE h i WL L
B8 AMER 5P R BT R & i 2 P R BR ARG, AT 0 A PR IR, 5805 TR R A iAo, R B[ PR R 1)
YER . BOHEFE RI29], FLERBE MR FLEAF B 06CC2 AlEIE I IN T i ABCG2 #%I8 & HIERIEMN
TR A% B R IO VE F o B3 Bl 3 1) 45 W SR A O 2 IR BR K T i B LR N . KERF AR, 5
TR N R, e PRI IUAE 63 A P T T A R R R I T 784k Just S5 [301 & B0 HUA /N BR Wil i B 45 R
AT A, ALHE LR B RHE P B F B ARG = BE A, T FLERAR R AN T RRAR B AR T FER N . ATRL
FAE[31]K I HUA BEEEER S, DFFE. KpTESEe, SETE. AREEERD> . Wa
(321388 3 A 3 PR 1 S il 22 TR o o i A v PR IR ITLRE /N B, AR AE R oR, S IRIRAL LU, R HE o
A TR COUST B8 RN LR AT B ) HUA 7N BRI T8 HHoSUBOR B AN LT 1 1080 B S I, I3 PR IR . B A4
ARG PR KT B R BEA, (HEE A & T IEw 4, H il s Eod IRIR 0 il K 828 T, iEsia & e
ABCG2/BCRP FIA/K-PACEEMESE I A e 22 4 1F B a ik 9 =75 1 108 o 1 i R ¥ PR PR R VE o Li S5 [33 18 5
PR 208 SR XS T i S A A T 5 R R TH R LA B K 0 & LR B T PSR B HUA BRSPS 1) If
TEIRERK T HERRERIERI, R T CML180 LA A K, JFiRm 7 FERGFE . Bk Fi3t
RAERE ST BRI CML180 7L B (71K 2R (1 Nhy69 HL A5 1R 58 (1 M w4 7 /K i v, 3l M R R AE
FSF AR o VA R DA PR IR PR A Jil e FEBNPISEEG h, A5 53 [ 34138 1 FH e SR BB TR # 4 HUA A58
RS, R I e PR IR LR A 38 7 A v JEL B AT 5 SO T ) b9 2 2 3 . SRR (35 R FHEE 1B IR IEER4 (100
mgkg KA B LM% T BE(250 mg-kg ™) 75 vk S e PR IR IUAE /)N R, 45 B Sk« AR 2 iy JREBE TR ]
ATV B R B R RS B R B, W B IRYT S R R R P i3 R A R SRR B Y 20 & 7K ST 1Y) Flexispiras
HAETT. W H. BUKER BAMES, il =67 5 a W E FREREaS, AhRmdie.: ks
DA% e BRI ILRE /)N BRUJVT8 B R (R 254, [i] Rt PR AL T SR PR 7K T o

HAT, SPRERIME O AR AL TR B 2 —, AMUSH R AR I, 1 B2 O B
g P s S5 ) B R S DR 2R o R R R IR (¥ A L AR S — VR R, T2 22 B DR 3 A ELAE T B 45 51,
B —{E FAATLA 1R B4 PR IR 25 0 3 LAk B e (VR T AR, AR EHA R RN, 2T, 2 A1+
ZiRIT RA ERE . HEDW R RO AAE R, KRKEFEEZHAEE - PRALS SR
FRAEFH LRI AN i, DARFR B 224 S, B2 SR R 299, st it v PRI IE AR 3 it
IR VECREE, S AR TR .
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