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Abstract

In recent years, the incidence of gout has increased year by year, and it has become one of the most
frequent cases of human metabolic diseases. The damage to the kidneys caused by gout cannot be
ignored. Gouty arthritis can lead to the occurrence of gouty nephropathy if it is left untreated for a
long time or improperly treated, and its production process is indispensable to the influence of a
high uric acid environment. Finally, kidney damage is also closely related to the influence of uric
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acid. The article explores the relevant research on kidney injury caused by gout, aiming to provide
ideas for clinical and basic research.
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1. 531§

9 U 15 93 (Gouty Nephropathy, GN), X4 “JRERVEENE” , SRR #h & R 45 (Monosodium Urate,
MSU)HERR T 51 2 (10— FP TE T8 1 4808 SN » R IR (Urric Acid, UAYR I 2 5 B2 9 XU 715 28 (Gouty Arthrritis,
GA) &I MR 337, RS T HOR B ML R 70 R AN B R, 17 73 JR BR IUAE (Hyperuricemia, HUA) 2 5] &
I UG AT SUE B 1 — R fa R [1]e mEre A ey Fl R S5 AN R A3 ST e N 2 i AL a3y,
S A5 R B ) A 2 I IR AR LR . BURAOR AR, HECNRE, FIbR AL Fi2k.
BT, 1k GNAHHHT T X, HBaxtimRr= 4 E 2% L.

2. IRBR
2.1. FREGH9IER

JRER, — R RIRAKIEVEGUEEA . IR N PRI FELERFAE 240~420 pmol/L, IS ) UA WREERE
AR ORI — > AR R SE, ATAEZE T 40/l B 40 AT BRI AR 12, IR RERB4EFF AR S
RGREAS[2]o T UA AP IR & 51U BTUR 26 BRAE . IAGARSEAPZIRAT YRR, R w2 51 & IR
FRIMAE « Jr8 P e L <5 Lo M5 AR [3]-[6] o FRERR 25 I 1hE ARG, 28 Ao o ARt U B, DRk
IRZWETTE IR AR E R R E R L —; JAREWTT MSU BORILURE B /NE . B BE
HHE—PUESE T UA S5 RCE DHRERIHUR, T XN B (B4 2 2 DA AT [7] 0 R KURHR IRV s 2 P K
JB R PRI INAE S 2L, B R R BRHERUE B MSU,  JZH A o 7 AL I Bt AT i PR A5 SO BT s 3 3L
PRPRERIEBE T, AT BRI H A BT, mT e XU R 2 P £ FH AN 24 28 JR R 5152 8] [9] -

2.2. UA IRV S B

2.2.1. BRE-URAT1, OATs

UA R M R@AE, DUE ISR, ZRERR. EEREIFE UA Bz A% E[10]. T UA K
PR HAKEE Z P UA g R PRI 4ERF[11], 0 32 B0 T B 30 sy /)N 248 B T o o 1) MSU [ 85 1 A2 46 77
(Urate Transporter 1, URATL), 7ERKER H RO Bt A% S /EH[12].

T AR R TILE 1) B LA B IR S 17 i DA i /) 44 6 T o AT MISU iz 8 e st /NP AE TP [12] o T 6
HIZ2H A 9 (Glucose Transporter 9, GLUTO) 4341 75 ' 1T sty /N 4 B I JEC AN B ) GLUTOL A0 Tt i 1)
GLUTOS P Iv A, i T4 4 il e 38 A SR AN e % H 1Y) UA e ig ik 22 —[13] [14]. GLUTOIS K UA #4iz
FE S, MIET UA FERIL, GLUTIL & T UA [IHEH[15]; €4 M1k, RILT 10 KFZ5 T UA
BGRB8 T A LB B 7 #415 1A 5 % (Organic Anion Transporter, OATS), 11 3= 547151 UA 43 WA )
T A OATL. OAT3 [16]. OATL fA{ET 5/ NEBAINE 5 'F /NE L AR IRIRisF it i, &R)iE
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BAEF[L7], TAE AR 518 7k OAT3 S5 FE B Rk T 15 Ikl vy /N Azt i /N oY, 78 B A H DAJR R
JIH V25 94 % % [18]. OCT2 (Organic Cation Transporters, OCT2) iy UA /i l#Eiz 4k, fEEMTHZS 5K
oy BH BT 25 AR, B 3 B B A LI B T IE A [19]

2.2.2. B#E-ABCG2, URAT1, CNT2, Higf

DAAIE N 0, 28 it o BRI J5 . AR N 20T 13 (1) UA DASRAE 1T AR . I AE R KRN
W, JUR R AR 1 ABCG2. URATL. CNT2 %25 5 i FRERAC I 1] 20]. Li M7
A BRIRFE 78 I, T R P R A A R BT v R B IURE S v o i DA LR B RS AT B P B A A P i
gD, B FEURBR AU DIREIRTS, AT — 2 ek & PR IR LE (1 S [21], 1% — IR T g iE e
PRIEGA I FR iy G BE [ 22] o RIMOR AR PR R 42 4 B 1 I RS SR A 49 PR IR A A2 R AU W
J i R T A B IR AR
3. A ER

UA Bt NRIA R A LUE AR, &2z i AIEZHZE . i APE R X4 “ R RRE W, BlE2
UA R EZAE, UA BIFIEG A S NERIEE G, TRl B /N 150 W5 WO JLHE R 418 [23]
M RERHERS 22, BT MSU B AN G HEH[24] [25], HERRF B 1815 55 /0N IR o B3 R i 25 5
P55 S EOH R M BUR TR B A TR BRAT4EAK[26]. N IILAS T 9 RV B BB 2 ML

3.1. RAS\ OS-ESRD

I8 U 0 S BB I 240, BRI UA FEE /NS B OS BEUTR, TER MSU,  #E— D30 %8
FED -, FECE /NER S LR INE (R AR 4L, AT RES| R B i [27] [28]. fEX—idfEdr, Z Ml
BRI R VTR R R B IR, Wi Bk A ThReRRNS . I S5k R R 4 18 B0E (Renin-Angiotensin Sys-
tem, RAS). /INEF I 17 18] 53 1 4% Ak DA B S8 Ak 3 97 (Oxidative Stress, OS)Z5[29]. X S6 I3 IR 2 0E T £
A TEE, KERIER TR, TIRALRIRIEMIG . RN, (ELF4EA0 1t ae bl 20 K1 B
Wi, R ] AR A A 22 AN AN 20 R 5 (Extracellular Matrix, ECM) IR AF R, RECE/NE HBIL
LTI AR[30] [31]: 42K 115 9% (End Stage Renal Disease, ESRD) A 5 /N 18] i & A 4T 4EAb S B0E [ 18
B A 28 sk o BRIk, X T RE B R YT, SRR, Bk R 24, DA AR
B N 1R R e [32] o
3.2. NF-«B

VE AR JE S N o 9 B B A7 (A% 355 7, NF-xB (Nuclear Factor Kappa B)/5 53 4%t & 05 /N A]
R —R[33]0 JREAE A —MR /e JIRR K 73, v LAMEAS3E 2 (4R 2 DX 4 175 F A1 SR 4R, 11 NF-«B 18
% AT AR L [R5 S A [34] [35]. £ NF-xB B ESHE0N 5, K EguMa 256 N 1245 S
HHEAE B /N BB R A0, AT A A5 TR 5 460 DA S ECM R, B 28 8 A2 B R) R RO 41 AL 7 [36] [37]
DRI, 3 P 0 XU B 1 2 B AR L B o ] S /N TR A 2R A BT 5 S . B /N L B A7 D
H T KIARBRIAEE 5200, [ 535 55 0 WA LI B S2 40 10 B 0 o /N Tty , 5 505 T O 2 4 A P 3
TE R [38]

33. 1R

Ji 5 2 3Pt (Insulin Resistance, IR) 2 i i PR R MUAE (HUA) KT B I A4 56 . FE4ED B IE D 2 dn e s
HESCEE R RS 2, 2D 2 ZKIRF TSI I (B ARMEUEE 3-8/ & (14 B 1 Ras/Raf/MAPK). %A
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M, HUACRAS, BB RE S HIME S o mik R T4t, 38065 %= 7 S/ eNOS (Endothelial Nitric
Oxide Synthase, W% —SAMWE A, 4i'5 eNOS 3 NOS3)ikiG 5 7IA 1D A A FZ 41 A NO & /b .
Y2 S BN B ANML IR BYR AR RN B THREMAEAR, DAL 2540 NO MMM I A Y &7 Tk Th RE[39] . BRI,
it 2 AR PUTE i PR IR IR 51 FE 1) 5 T 2 Pyl 7 SR B A

g LT, RS BRI /N A 5 R R R AT AL T B, BRI 28 R R S 7L
B LR AL TE TR YT I R 15005 1 R P I PR A SRR o S BRI, TERSY T AR B 2 4 RS 5 ATk
NIEARR I B, BtEH e HEr . Bl A G, DA EN . Zar). n A ek
%

4. R B REIERISET

RHHRE T, AR, RE 2 AR H 2 IR RER,  $E bRk 420 pmol/L HEH 12y HUA [40].
A ZAE, MSU MU T 5671, B AR, SECE 5.

R NEN A JRERVE B a5 000 . ER PR BVES 2 . BEBEEIE AR = F R BB 2. R RER R
SRS TREIR, A5ARF T I B LOR B R . B AR RO R, BT W TR AT
Ja, PHRBIEMRAFIER UA SEIET HREESE . RBNEIRE T, TBRAE. PUK. BAARRES. B/
EYIRIRIE . R RS R AL [41]

4.1, IgRSERERE

4.1.1. EBLEEEHRBP)
MRS S EARMES RIS E R, 2o T ARIBARB T . B2l ENEGEE, BNVE
EEUE S AREUAFIRT, A EREIRHE o 29 /INE SN, AR bR T, WS ENERIEIE DI RE T R [42].

4.12. RiEEBER(MAID)

PR R ARG R, IEE T RS S NI BB R TR AEA . KRR
RETIU A B /NERSZ 0, LU LT SRR ESEEhr . ImPRE LSS, mAlb fE 54T A el 391
ilh, D9 DIREVEAN ROt B 2R GE[43]

4.1.3. BB IEERRITRFENEL CKD-EPI 512[44]

P PE B FIE SR (CDK) B S 2 R 3R 51 R IS B T 45 44 Th Re R g (B B s se it 3 AN H, B dd 2t
P PR MBAR R, AR O, BUHAR R AN )

DU LT 9 2R ) eGFR (224l 5510 B /N Bk g %) 73 9 CKD1-5 H: eGFR >90 ml/min/1.73 m? (CKD1
1#1); 60~89 ml/min/1.73 m? (CKD2 #); 30~59 ml/min/1.73 m2 (CKD3 #}); 15~29 ml/min/1.73 m? (CKD4 #f);
eGFR < 15 ml/min/1.73 m? (CKD5 ).

4.1.4. EERRERM BRAEXIERMR

JE A5 AR R 14 W5 98 (R0 2 Wi Fi b A DG SCRRIEAT 2 T vS B, RS 2R 229 F ek Hoh R H AR 5
A 1994 4, BMEIA 2021 A 162 R SCHRAT 79 NI T, LA WLIEF. JRERS 24h JRE
FE S 3 MEFZ H T EIhEelE, il UA 2 TR0 RIEKF . ARCRAEMHZE >87%, 64 1
fabrfli % <5%. 45i0: HET LG — Mg maahs, K2 REVE BT 748 FH AR TR AR 1R s R FaAR[45] -

42. HfteE
1) XTI S RS RS EERNE AR SiE, WEHRAR CL R K PSR ) H
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Do 2) MTFHEEAERE: BNEXSH. MR, B HIUEH X Z&H . 3) T otk Bl & miid
SUA. IMIRFER WIEF, SEEHEEDIR. K, SRR 4) W TEEE R EE: WEEK,
B EZRI A MR R WIEFSL, SEREREEE %5 B AEIREI, AR WEES 6
i, PR A B ALK, FATENE REARG Rfets, IGARAEIRER 2 v ik B &R PR IL AR
FIWT[45].

gi b, S EAT AR RIS F UG AR bR SR TR 2, FET0 B A2 W R XU B IR — A B
Febr, XTI RS BT SR A R ARETSIR . IRR IS WihsMED R R e E g —
5. FRMEXT R PEIAIR

AR PR BRI EH AR ER (RERAIDY o IS, R, ToRE. FHREWRA, 5
SN ARE . 7 LR LT, R g R PHEM LR, I 5 R XURIE T 7e B8 e 1 2k
fille TEMCZAT, 1 CGRM < BIRkE) B “RIER =M%, SN, BRI IR, B
T CRIERAS R IHAT, MR, PRGN, AR SR SERURE KU OGN IR IR R .

CRERRE S « P U 2 “Pris AR, oeeee s, PITRIRANTT L, RS R, MR R
FE, RS , DI E OSSO R SRR AR . PR C BR
TR ZUE IR — R0, B UIEMES = « AR 8. “HmBFmmk, REMEE,
FRP/ERR, R WIpE 2 M, M4 E AR 2t o XPLRBEIE . DI, 108 S0 IR SR I B XU
R RFFAEASC AL <SR SR SR TR 5l KR SO, SRR TR KT
JEEAAR AR 3 515 IR RAH AT o

DA 00 3455 e IR I R R AT R AL 7 s 5 1 (A, B3I 1 XU 78 1 32 012 1T 20
R, BELV 75 bk 571 2B O 5 0 R 1 LB, S EURIE ST 70T UA 5 MSU JTRR ST 51 ke 4O
7, 5 B0 R ST 28 SRR BRI T A Sl F) 2 i, %o St XU ST 28 FOBI Fe AT AR VR 1 A
=98
6. FAMEERPEIAR

JEAPE R, R R IERIC R, FEFRIR I R, A ORI R AR L O R T A
AR 8 BRIV SEERE EIREE, AR M= ), EERKTE, R IR AR,
HERJE “EEE. K. Ok SEEWE. S5F. BIIRREAT . BREMA R, IESEE, iR
2. MEFHHHAER N EDIRE R BE AR 2, BEIE, SR, SUEFFIIAL, s KER
AT S BRI, SPEIKER, H AAR N R [46]-[48]. TE B[4 KU B 0 N DU RSHIEIRR: 1)
TRARPHZE AL S L PR R R BB, PREC(ERL, TLLE PN, LI =R AR RIR . I T & . By
WECIE AR 2 & 2) BERMAFEL: T RIRRR RN, SRR, R WA . DBk Y
WinERIRHAZ56TT: 3) MU SRAL: NI Z St ERRNE, HAFEDNE Fiafdia<; 4 B
BRHRE A RIEMEAERR O SR, TAERNEG ZFRZE . & BUAARYE  Se R AR i, ETE AFNE
MBS IER b, S RN . IERRAE IR, ARSI IR B 2. IR SR 4 1 4 A
Wif, MERIIE S AR, AP ERA AR .

7. A ERE B AT

TR PETT EE SR TGS, T E SO AR IR T . R T HUA BRYT, B EEEA—,
JEHFR TR HUA (K395 (G2 15 7 2906 T SE R AT il P EBSEG: MJRER > 540 umol/L fI7E
HRIE HUA 3, SUSITIRTHUGYT: 4 MKIE > 480 pmol/L FHAEBE A m L« HWE 57 55 45 R AERS
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M7 3 AT [40]. BIEWNT IR . S th IIa T 25408 S0 R B2 A= BRI a2t PR IR HEVHE 5

© 1EF WL LE T 3o 0 VRS o3 AR & 2 IR ORI, 1 PR IR AE F 1) 245 ) (B VEE M4 S A Bl 00 o)
Fl——JJ PR, B FEIE A, AR RS . TR U SRR, FEIRIT HUA JE ] LA
FIZEfR CKD ML RAIR & . 7R3 NIRTT G3 TS M B 95 (CKD) A TESE IR i Jk 2 IUAE (HUA) B
AEAm FhIR TS, SRR TT A RN 96.77%H 5 =y T4 B2 1) 89.25% (P < 0.05, % 7 Guit2#iE ),
FEITFE 3.6 N H I (UL PR R (SUA) I bR 243 31 Ay 53.769%F11 68.82% , 1 {5 2 1w 1%t R 41 ) 38.71% A1 53.76%
(P <0.05, ZRASITFEN), FikdEfafxT G3 #i CKD-HUA (7 3o B3, Al LUA 2K &
HH SUA K, [FIR OGS S Ihaetits, watkim50]. BE —WF 7 En, BIMERAE AT IO IR & IR
% MLFE(HUA)RE, MU B PR IRIR KT, Hae s, AoglkmEA R RN, BRI
TRIVERI[51]. R LA FEIA RS UA JRTT 1 25 AL T RE IR T8> UA A B 5 25 R R4 S (XOD) 41 il
gIkS, AT R ik — P S GIE [52] o

@ it PRI HEME Y 2459 2 AR MR BR/K T I EE TR, = — ISl Mk 5/ NE X MSU SR 2
Y, DOPRIRERAAH . i) 2 N I PRIR S R AT RRET . — Al IR B R R 2 HLBA B 120 e fk
-1 (URAT-1)#1 2, A IEAL T IR BRI B B i 8 LIk £ 1% URAT-1 #1124 RDEA-594, #3452 N JRIR
(ERE LSRN

XFE IR mifE . SR SRR RS, BRI as. S0 U 25 7E BRI
FCHEAREI RN, B PR I/E . (BRER, XSaWE R & — e uE 2. F
PR B R R S 2 LA NS M PR BR 6 5 s JR IR PR VAT Fh Bk A, DR 8 254 m] e S 3 SUA 7K
SPF SN o X T R R MUAE 55 B R R ANG ST 8, R R 2 U0KIH BARIER: H R
B 2000 mL (RTEE T, R0 Al AT BR 0 PR R HEE S R R R . BRI, S BRI 2 PiE B
VB TR R TS5 PREGAE B HoA 2

8. MMt B mE P ERTT

SN R R () R R 4 5 SR O IR Y 7 i e o TOIREIR N 7 LA R PR R A A U, T 0k P R R 2
Wy, WEIREE . Tb. . BRESE. 22RE (B3 MU R I R LZE TR S, R “&
AR RN, A UM R A, L TR RV, (LI . BRI 54],
AR 82 730 1 S B TR VAT 7 % o TV LLIE A, LIS 5 4 %5 . BR B A 2 e R v A
W4 HEATD. SR BESEBHA Y AtRIRIUE S TR L. S IR 2, %
LI, KA. SR, B BIESRIK R .

9. &5

HUA B 234 FTHES, IR W “ =" METEsm(E s, s, siiE) s
) “ZEDYE” [55]; HBCRERZ MUEdERE, TwRFE, HUA 38 CKD KWL fa s K2 [56] [57].
RIEEXTT UA 2 HUA, B2 GA, 4% GN WA FLd FExT T Wi M%EZE CKD ()& 4 BA H 2 I R
X

I8 U OGN ERE, IR R ZAERE, RIS B EM, R THGSHEBE M.
MEHER: 2U0K, ZEEE. BESWMESY, BOEBEN, W NI, i, 555, HRE
KEFREEHME(—E G =) —E4HBREQER AMIRERN 1L.0L~25L), &RV 8D 03
B>, IR R RERARM, FEMER, Pl MSU KRR B 51 A A G 28, A B 457
BisoNRa S, —F PR OSSR B (), 2 H L (R 3 )y B A B K A AR, B Pl i 0 4 /R
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R RS RAEHARER, ER AR T IRERHEM R, 375 K A S it = B RBESR(E
B 2RI Y, B RS PR R e 15 A 7 AUR), TR RFRIRIE | 125 SRk
HEMRREIUK G R R SGE T SR EAN, b b5 A S 545G 75 5 A R ERR s — 2P & IR IT
[58].

YA, BT GN Bl R 7B LI A 583, AR RAGTEAWHRNER 78 HIw EHLH] 512 Wi
brdEs 2y e, HEVEERNHTIGRK, A% GA HZE GN M EERMEEARZH TR
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