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Abstract

As a metabolic disease, gout threatens human health seriously. The gut microbiota, as the second
human genome, has gradually been found to be related to human diseases. The correlation be-
tween gout and gut microbiota has also attracted much attention from researchers. This article
intends to explore the pathogenesis of gout from the characteristics of gout patients’ intestinal
flora, the relationship between gut microbiota, metabolites and gout, and provide a basis for the
diagnosis, effective treatment and prevention of gout.
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1. 518

98 A E T NA o3 i A BT PRI ARV FE T 8, LR I rp VA R B B, 50 7 DR B /N Bk R s Ak
DU, T S8 I s8R =1 SR FURATR 800, WA IR R LN 14% [2], Hfa a1k,

AR P (1) R TR 32 B2 7 PR VWA S AL B R AL FH RIS B A 2R i, A P A T SR, PR YR PEE A
S ANIRIEERS o IR PR IR 2/3 2205 WE e JRHE 13 & TE S HEH .

H 2007 NG E SR A AT RIE B Lk, il s B st 78 38R, W TE B 0 BRI R B AN B
M I . WTE A A AE AR S — BURMET, W BERL S 5 B 2 B (lipopolysaccharide, LPS). J4 8% i i
% (short-chain fatty acids, SCFAs)~5a it Ji7 fixi i A1 Jizp FFfelr sz e 1 0 RE . H AT A W A KU E RS
PP S FBR A A OGPE, o 1 BURESRAE[3] KERRE[4]. FHE[5]5F . LTI AL, WIE R & BN
oS W AT BRE 5. T T B R RGO e 5 AR A D v P EE A

2. MREEHERFHFR

H 1 O 2 AN TR 6 5 I T8 W 2 AR B3 A DG, i XU 3 T T B AL i 5 1
FHEHAFAE— 2 7

Xing Z5[6]3% Y 90 {1 Ji & 14 X B 3 A0 94 51 1E 5 X HR AL () 38 AR, Jlid 16S rDNA-PCR/DGGE
AR R IR K Ve R 3 R AU BRI ROIR 2 AT B (0 2 R S 5 IR AR 25, RIUE R MR A
R T AR R AR ZF AT B 5 AR Ak, R IR ZF A B 2% i 4R Shannon-Weaver (H)
E TP, Guo &F[7]iid PCR/16S rRNA U715, 43 1 35 44 Jm R A 33 A4 ZEE, KINM
W I i R 2 AR R N R, HUE S SO B AACHE PR MDA 18T, R R PSS T A XS
FFB o 10T T K IO IR A 3 3 TR A 3 1) e A B ) It 1 7 PR R P 508, X s i T A T R
VE N R RIS i fg bR . Shao Z5[8]ilit "THNMR e Al HluminaMiseq M5 4041 T 26 4478 X3 Fl 26
PARRNTI B W, RKIVEREF NI E R 2R TR, HAME . RRMRmR, RS RS %
RSO &=, Yu SE[91# I NuminaMiSeq Wl /312 3Bt e P v PR B MUCREASS AR R i T8 e, 0L
o PR IR ASE K B AP () B T A AR AR B T IR K R & FE BRI . e L2 51 W2 n4 I 0 RV L5 i 25 4738
75, e PRI AR K BR8P SO 1 AT B 1 o, B A € @ AN PR AU I k2>, b i d s ix Mg
TE A PIRE R S v] LA A R R 23R IT A R R da bR . B ZEME B R R, AEFL[10]%) 58
81 i 1 9 PR 3 A 53 45 T % HEAE IR SRR AR E AT 16S rRNA TP, A 30 IRV EE 5 i 1 AR T 1 110
BV AL TR £ . 58I ARG B 5 W R U RGBS A% O IR DR HERUFT B
HFUFF B ATCC43183 FIHEFLFT B DSM17136 AJ REELA SRS TR & AR A& BAE
WA W6 BRI D RE . BRItk Ah, Chu ZE[11]X5 5k H 102 44 K82 A1 86 44 i e HRZH 1K) 307 3 (T
BEARTEAT 73RN0, B KB T VR A RAT B ASOURT 1 AR X =2 BB I, g T B R A T
% 6 A P R PR A = B BRI
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FHUERT UL, i KR P TE T R 2 AR 3 R, i LUOURF B . AR B S5 AR 3R 1) i 1 v AR G
BN

3. BEEEESSHENA RG]

JiE R 7T LN iR kR R, BT DAA R I TE 2R BRI A, PR R E SCRAs, W]
BR%%, WFHEMIE pH, A BURE[10]. ARELEA TR T RE e YR 5 18 AR 2 1R A AH ELAE A T
PRI — RANVB, e b 6 i T B G2 R B b T RS 0 S L R R T R AR 1) S R A [12]

M7 PR K5 [ o A R 2 AN Th R TS A A B V)G R o R XURR 25 T A i 2 B R ILAE 2R R 3
o3 B (1R BGINAN 7 AE e 8 DRL - A R PR 9/ o D) e R A4 2 IULE i 8 TR AU P 0 R i N i KT R AR AL LR
W MEEALEE(XO) . JRIRHE . IRIERIGSE . HANRAER T LPS. TNF-a Fl 1L-6 7K~V ()220 tR Ifi R IR
HIKFH—ER R

3.1. BB SRR

HAT, AR SR DOE I A s i A 4 2 R 51 SR R

e AR B TR R N SRR e A 2 BEVERRAR, R BE R S AT AN [138]. H T, B R b
A WG ¥ 5 95 T AR St v PR R URE AR o LI PRI T ROBRCE JET T (A o A2 D R i AN B S A5
HERTIERAS, ATP Slbiislb . ONBERGER LL—Fh & THRAON R AT R T A 2R B, H
AMP HTIMP 7KV~ 38 i BE S B0 % 1 R B AT B PR R K1 AR, AT I SROMI SR N 2 18 it i s A PR IR 147 2R [ 14] o
BEAh, RIS PR AT LU A Sk 5 R AR A AN R B BB AR A BRRR, SR ML RER KV TH i, I8 &
BOSUEFT T « AUKT B A ZUAT B Bl AR TR RSB B [ 20 B 48 AN [15], 2> 51 ORE R LPS THes Al XO
LR .

WIS A 1 PR 2 AR S il A R P P AR L K g . 2019 4F Wang 55 [ R b S i Hh PUAT T
DMO218, JeZe ERFIETRE I, 7E i PRI M AE AR R 1A P9 SR RIE R i e e B gt AU L A o
EHERELIAE, AT AR S PR L PR R 7K T+ [16]

3.2. IHEEESRERRIE R

ML XO &AM P JRIR A I SRl . SR KR XO WIS, FIRE S MBS TR =T
BEAT . MRS B B AT AT IR RE AL I P XO W& PESE AN, I h PRIRAE R 2, BARHLEIATE[L7].

v DR IMLAE 8 595 [ 15T R By T8 = R A AR I G A R B MU I ] BB 1] AR T SOAT iR
RIS IR AL B TE XO WS YRR R Th, M A] DAE £ iR e 76 iz i P BRIb 2 5h, DL XO 5 1
RFFUARRR, AR BTG TR A R PR AR BRI XO YR AR D JORE R 172, AT I R 51T 4
UORAE . BEIRAR BHE T UM B e, T iaReds. A0HE[16]Rorad LA DM9218 T
T, v AR S BN BRI XO MR EE V& PEATHTHE XODmMRNA AR 2k 7K - W&~ FUAT
TR A'F D 5B 1 1T HE DL R — i 2 2 T T LA B B XO SRIK T 2 A vy PR R ML

3.3. BiEEE SRR, Hett

FEFRIRIF MR T, PR IR A bR 3 2% i SRR P A B (X SC Bl - i T8 2L R T AT B P 7 v R IR Bl AT
PREEZBRETER S, AW IR B TE IRIR 7 PR 2% . H T O 2 0 B 43 PR IR A8 0 (3 1 B 25 0 b o
o BN Li ZE[18]d 5 IF R ¥ a4 B ) 71 DM9218, s @R A H = AR 1K JR IR G A PR 32 R, et fizp i o
FIPRBR 7> . Wu, Ying SE[1O]MH A B dh “ Ik vh o B A B SUAT 81 JL-3 T R P 815 s PR PR ILAE
SR N IEM AR, I RN KR KT

DOI: 10.12677/hjbm.2022.121006 50 W=


https://doi.org/10.12677/hjbm.2022.121006

T 5

TEPRIRHARM 7 T8, LV P R R 1) i T HE e = 2R A B i il bRz i 2 M RIRFE e, IR M
MR E|GIE. IRIRFISERA TEA ATP 458K G2 (ATP-binding cassette superfamily G
member 2, ABCG2). #i%iBi%:iz1k 9 (glucose transporter 9, GLUT9). Al ¥ATEE A E [ 2 F % 9(the solute
carrier protein 2 family 9, SLC2A9)%[20].

HHl, ABCG2 =W AMIANINIIRIRFIZHEN . RE ABCG2 fEAFEHIHE, AR It 2 A4
FKILREF, 10 ABCG2 LifgbEAF T4t /il i iz 18 A5 ol PRIR (1) HEHE, AT (2 adf v K B2 IMILAE 1 & 4B [21]
[22]. H&BATIRZ &S TE(SNP)HIFEHFL A 8L, ABCG2 K QLALK A7 5 575 55 I (A S M oAy
R H[23] [24].

[FI, B FEAE A i T AR =4 T IR AT d e R S Al T v RAVE R IR, BRI b, dERR i
PRI, A bR ARk S 2 (N IRIRFa e, NI AEE JRIR (R [25] [26] I3 U ) ML PR 1R
TE Wi i ia A — 8 B FE AR PR N . 1738 B R AU = M TR SR AN AT B SE I, nON IR IR 18 B e it
ReR[8] [27], AL hnHEt[28]

4. EEBFRETYSREARER MY

JATE ARSI S8 SR P e RO ) JE R 2 — o T 755 (26158 i 45 = e BEF M HUA /N R
BRI ERAR R, W7 LPS. TNF-a Al IL-6 TP, /N BIR XS RERE R AN ML R BR /K T 453 LA SR AR, 45t ifiLJR
B K5 JORE R /K P AR R IEAR SR S5 1 . LPS HENTEIR R 40512 40E I M A F 9 XA o i v
AR BRI T Pk B B0 1, B @B I . BRIk 2z 4, 2R, THRS: SCFAs il 4 i K 1B
Ji, FEAE N T T A R (R S M ATLAAR (1) A BRRT G E BE T . TR AU, SCFAs Al L7 GPR43
AR o I HNH] SCFAS-GPRA3 (115 5 A% S RS 4598 G 1T 28 S AR AL 1) 98 i i PRk LA [29] -
BT £5 T DUSE HUA B8N R 1) MSU 25 Shisds, ilid GPRA3 #ii) 8 fiE /IMAIIOE A IL-1B AR R, ibn]
DL I 155 MR A0 L P 4 J R A T 0 P 40 o 9 RT 3G I 28 A TR R = 2 SRR X MSU R AR T 98
iE SSE[30]. BRitbz A, Ji AN B T8 5 5 Bt 2 S BR AR A DG IR 2 A & e T B, Bdxt N 2KTE
FEEBRIEH T L-2F B2l B A=) H,S [31].

5. BESRE

Wi e S S A AR ELE M IR . IR IRIRR S & S B IEN MR RO, a8 R
EE— 25 SRR IE WA R . T 3 5 A R R B R IR 18 B S R AL, IR
R LASEM JAE A 7 VR BOF R RAE, i o 8 b P 52 2451 3 S BUR BRI I8 VRS2 450D, FRIR TG i
IEH R, SUERIRTE &, TRBCEIEEA, AR B a2 .

g5 ERTR,  ARORA S S A ) R RS A (FMIT ) 1814 7 T AU 7 0 7 1 R 8 8 i T 10 55 i
He) BRI PR IR LAVR T TR Ko HL R, AHSSTEAIALEIIT ST, RN 7T 5 R 2 UK 7 77 2 — RE 1Y
Rt
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