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Abstract

Hyperuricemia and gout were previously thought to be metabolic rheumatism caused by abnor-
mal purine metabolism in the body. In 2002, Enomoto et al. described the first renal urate trans-
porter URAT1. Since then, more and more urate transporters have been characterized. Hyperuri-
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cemia is no longer a metabolic disease, but a “transport disease”. This review reviews the domes-
tic and foreign research literature related to HUA and urate transporter in recent years, and
summarizes the relationship between urate transporter and HUA disease.
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1. 7S ERER MAE K2 MHLAR

FEIE TR AR BOIRES N, JE R H 023 I M R R /K T 155 T~ 420 pmol/L (7 mg/dL), BIFR i bR BR IMILYE o
AR A S Z A0 1 7K P PR 7 A8 S v PS8 T ¥ (1 DR R 28 T PR, R b 2 v R IR LR R A 2 SR o
e PRIR ML A 51 AR AU B SR IR, o 51 R i B PR o I/ 50 PR A S B BT 3R 1]

24 1111375 R BRI P R 3 1335 R T AR e 11(6.8 mg/dL)Iy, BN PR IR ERAE I e S s oA i 4 43 2
PAORITRR, 302 15 I 9 AIX — e 387 2l 00 AU 1k IR 5 o XU A R R 5 &lrﬂ%w$ﬁzﬁ
1%~3%, SIZE FFHES, HIRXEE FIFEER N 48.28 B (H1E 4795 %, Lt 53.14 %), ZH 2
R 2]

H AT ERSRBERERIGIT 25 1 25y N =K (1) MHIRER A RZ5Y): (2) i) PRI H R 2454 s
G)W%%%g%oﬁ¢yWﬂ@&ﬁ%%%%l%mkk%ﬂ%ﬁi@%%k%UKMWEﬁ@%.$
1R 5[ (Benzbromarone) FL AT i) B /N G JRIER A B WRCAE L, TE) 2388 I Ok PR IR HEHE . (LR KR T B 7
RN FRYE YT B I SRR R R E, 2003 AEHUH Kk, LE FDA 3&A fiti#EiZ2y B3], i
T (Probenecid) 3 EL7E I XA A B3 AN 48 FH DA bl i PR R IMLRE ,  (H R i S B &% B T e AR
ARFHAR S, RIS PR R T (458 P 52 381 PRAIE A 2 XU (1 BIR 1) [4] o

E@%¢%¢,ﬁ%ﬂ%%ﬁ%%ﬁL“Wﬁﬁ,E%%M%R&fk%%uﬁﬁ&%%knﬁ%
FR[5]e B e PRIER #h B AN AR LE RSORS00 4T, AR 95% IR BhE B /N ER N H it g, &
*EW&%E%M R, 29 10%28 5 JE I PRIR #h B R WGHE (6] PRERTE pH 7.4 AEFRAAE T, AIAEE
ﬁﬁi%@#ﬂ%%%%ﬁﬁﬁf,l%ﬁﬂ%ﬁ&ﬁﬁ%%kﬁemn BEFF LATHER[7], DRI PR IR

12 8 A S R Fa i i PR R K A S .

2. FREREREIR WAL (K

URAT1 #/& OATs (organic anion transporters) 5 B 71, #ifibE[K 2y SLC22412, URAT1 £&—1 12 %
RGN Y, TR B AT N b R A0 ) T R 8 i o R A OO PR R s PR A A 2
JEE 224 PR IR #h AT oy B /N i N R S B BN B A, IR R PR TR Bh IR B — P (8] A ALK W]
URAT1 RAEEHAL P RIL, &S 5RRHERBU R EZENFiaK. URATI KAEThREGR KRR T
HURIR £ ER I ThREREAS, 301 BB R RBR MUAE[9]. b4k, URATI H [ 5% F R % 25 1 (single nucleotide
polymorphism, SNP)# iiE Sz 5 AR ER-AAE 1 A HLEIA ¢, AL ALIME . K 2 B G 2 1 R [ e . e 34 n
AR5 R o I
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GLUTY (glucose transporter 92wl KA SLC249, A WA BT UIAR ik KA FHIAGLUTIL)FISE
B SFAIR(GLUTIS), FEATHIE. BERAGE, 7E/NGRMSE A HS pRIEAKCPEUK. 72t
/ANEH, GLUTIL A7 TS MM, 1 GLUTIS AL T s 10]. SAWERE, GLUTIS RAE M
JRERERFEIZRE ST, FFREMN B /NE i o ST IR ISR BR £6, T GLUTOL 32 2247 57 JRER #h I 4MHE[11]. GLUTY
2Ry 97T B AV B 0T i /N A PRLSK R TR ) PR AU AT 51 2 2 Y B PR IR IMLSRE [ 12]

OAT4 (H1 SLC22411 BN gt & —Fh 2 Fe MBS TR B A, AFAE T /NE b R 4 i) Tt
H, BES5 T ENIRERERERIAHLE . OATI10 (H SLC22413 HER 4ahith) i —Fl IR R 3 A i s AR IR R
HiaE A, RIET KR /NE RS K B R A E

3. REREHFH AL E

ATP &5 B WFKjE G A 2 (ATP-binding cassette subfamily G member 2, ABCG2), WH T IREIHK
P15 A (breast cancer resistance protein, BCRP), ‘& LA ATP #&K #1472 A S IR IR L HEME . "B 72 15 Il il )N
ERPRG I RIE, HEBELE. BEMELEHRA T EERAE[13]. ABCG2 (EL T IRREGEREET SR
Dy 40%, H D RERREAS 51 L I W PR IR SR HEMEAS R 5 SR PRIR ShHEMES 21, I B 5B ICHERY = PR R I,
2 1 R B ILE AR XU 2 B IR [14]. ABCG2 s /) SR PR HEME 6 35 ek /b, IR PRIRIR T+ i (P <
0.05).

BB Fikigthk 2 it 25 H 4 (multidrug resistance protein, MRP4)Rl ABC #1285 H 4 (ATP-binding
cassette subfamily C member 4, ABCC4), 1] LLEEISAAR PN 25 Fh IR PEMD R DA SRR EE FI%18 . & 2 AT
MNBRIEF ML, R R NZEREBONTE, EARKTARIL[15]. MRP4 B[R 5R3 FHEH
PRI B3 TS, PRIRBRAKE TR, T B8 w5 PRI A AR KUK REAR[16]

A H Y R R 6/ BS 138 #e Ak (urate transporter, UAT), /1 SRERER AT M /NE 4 Wbk NP I, THH
KT B AN 708 .

OATs ZKIEH AL OATI B OAT3 (1) B R4 Hil KR 20 i, F PRI 25 M\ 1) B i &2 15 /s
E LA, OAT1 FEAFET EMNET, OAT3 FEAFAET HME. FHE. KINAIRFESESE . OAT1 5(
OAT3 W TIFCIRE, - H F L IhRe R HMIRIR[17].

BRI R % 15 B A (Na” dependent phosphate transporter, NPT), Zwfid3&[A )y SLC17, NPT1. NPT4
NG RARIE, S 5RBRHBENSW, WA SAEVAE FEREE, RHRRHS MRS NEER.
NPT1 7E 5z /Mg E AR TE 582k, NTP1 BRI RAR R ER N 7 i RER, FEURRIRLE, 15
— T SRR B G N TR R R I e KA 18 BB T3 B T AR IR XU 1) BT it /N e R IBR B RIS 18]
NPT4 75 "B i/ NE T B 40 B TR S AP AR 8, #5717 SNPs [ NPT4 AZ (1N, JRER 25 iHE & B 2 />
[19].

PDZ 4515 &H 1 (PDZ domain-containing 1, PDZKI1)& — MR BN B H, I 45 WK
ABCG2 SRR sh it iz R AL mE R, RN 23808, ER R HIE A B miES A K IH[20].

4. BESRE

FI T 3 238 1 245 40 ) PRI 1) R BB SOR IR T HUA B X, (HBEE AT HUA B KU
TR, TEESTBETER B RERHRIIX — & 48 FoR. 2w IRER IMUAE 1 83 L D e AN A O REIR IS, b
PRIRHEHEEAR LT o] LA e Rp PRI K O S 20842 . B, K Wistar KERVIER 5/6 BEZ 5, K2
ME7F ABCG2 B mRNA Fis & ETF21]. Bk, HaihUkE IRASZ 6, HiEsi 2Rt
HEERFREIVEH o I B Ay i PRI LU AR KB St 7 — R VG T i 4% .
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