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GLUT9 DB (TR
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b. REBRINES
venp  JLERBAEDET
(B MR PR AR 220)

X1 BREICHTIRBOBRIREEEEFTIL
BIETORBOBRINEREE S YAR—F—I2LoTELDRLTWA, a AHPEIE, RS
DREE URATL & GLUTO I X » TIEMRMEMIAICE Y A, GLUTIIC X o CHHAIN & &
PENL b BIEFEHE(RISC, R3OW 2 &) %A T 5 GLUTY TIURERHRAMNET L, BRA
o MEHA~ORBOMEIEBLbNS. 29 LTEHETORBOBRIMETTA22L T RE
ORFHEEF LR L, MBRBESRST 5.
URATLICBW T H RRICEETERIC X Y MG RBEESET T 5.
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£1 BHERBROEDS (7 EREREEF

- . FRHEEETF A — " N
EERRBIEDS 47 REET S Y A E—F —RET) SEBETFEEAT | Ak R
B PEACR B i 1 A FEMRMEICBT A
(RHUC1: renal hypouricemia type 1) URATL/SLC22A12 11q13 FRERTE LI
B PR IR MR I 2 B BEALRME BT A
(RHUC2: renal hypouricemia type 2) GLUTS/SLC2A9 4p16-p15.3 FREZF RN
BV ARER L AE 3 Y ? SR - .
(RHUCS: renal hypouricemia type3) &
HoTws (B BEEFEERBILED) LEXO5RTHWAEY

% URATLIC & % & 0% B KRB e 1 B,
GLUT9 IZ & % % 0 % B MARIRER L AE 2 2 & I
/g\; (ﬁ 1)2,5).

a. URAT1 &1i5F

URATL B R R B IE O B R EET & L
T 2002 FEIHD THE EN-B|EZFOCT, HA
AND BB WK B ME D% 25 URATL @
W2SSX ZEH (258 FHD 7 I VBTHB MY T
PP VY(W)BRA My T RVICERINE
E)NCL o THHENLY. W2BSXERE AT T
THT ZEHAOMFBEREEIZBBL3.0mg/
dLEATFC, FETHETHEMIZIMERBEMELO
mg/dLELFIETFT L Tw5, MIEREBED 3.0
mg/dL LT T2, URATLICEETERZR
DRVIEFTIE, BORENT VAR—F—O
BETERESHEESRS,

b. GLUTY #fnF
FBEHOSOFNV— 7%, URATI #BIEFICER
D I MESR R IMUE O FEF) % 3 R EAR TR &
FEHL, 20084EICHE2ORBE TV AR—F —
BETFE LTGLUTY R AE LY GLUT9IC
BITS, RBBOWZERGOFHOT I JEENT
MFZVRPLMIT b7 (WICEHR)
ERIBCER(NBFEHOT7 I JBEST V=
YRPLVAFV(C)ICER) I, WMEEHIE
IREEIRBOBERNELZHELSIES, nb
DT VFZ L F TN b EEEHRNOEEIA
BysEEHo7I JBTHY, NI T Ty
VRVAFVEVSIBREOT I BRICERE
N5 EBMNEIRI Y, BEEBIMOREEDS
AT B 2 LI X D REEIAEEONEERT 5D D

ZOWMO T VF =i, BERERER
FEBZTHEECEEIRESATVSET I
JBTHLH. BEEREWZEIZ, GLUT9EEHL
GLUT family IZE ¥ GLUTL & FIZB W,
HERLO T VF = VICEBOERRE S &
GLUT1 deficiency syndrome{(Z WV 2 —X b 5 ¥~
AH—F — 1 RIBIEREER) 2S5 | &R N 57,

c. TOMORBNZ > XKR—45—BEF

Bk A, BEHERBIELZF RIS
o B REZ TS URATL & GLUT9O DA TH
5. LaL, MAHOBEEFICERZRD RV
BPFELTBY, ERAREINF VAKR-%
—BIZTFOREFFRFNS.

B, FEOXI) RREBERUI»»H5 T
G UAR=F —=DIEINIZ,  MIBWTAEEE
FIICHRRE L v B REBEREIZ b B b T Y A
R—# — & LT ATP-binding cassette, sub-—
family G, member 2(ABCG2/BCRP) 25415 h
Twb. URATL % GLUTO VB MR RBRIE 1
Phbo Tolzoicxt L, ABCG2 IXERE
E-BROFELZERBEFO—D2THEI L
PR LT 50

4. FEIR EEERIE %]

1) BERS LORHHE

BHRRBRIMEZ O b DR ERTH Y, &
BB CRIRRAOP B 2 EDS . LaL, 2
DAt LORBRE, EREAIETEY
WESNTBY, ThSCHT B EEIBET
&) Z}u)_
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2) MAERES LCRRE

MR & 0 ERBRIIVESRED b 7256,

FOBEEEHETHEIC X 5 0 (B ERERE
FERE) D, EEETICLILD0FSYF
VIRIERE) R OPERENT 72D, REHE
{28 (fractional excretion of uric acid: FEuw) %
MET S, FEQWIRBZ VTS VAL VT F
ZYZYTIGYADQLTHY, UToRIcLY
BHEINSG.

FEus(%) = (UUAXSCr) /(SUAXUCr) X100

(UUA: JRH PRI (mg/dL), SCr: L&

7 VT F = ViRE (mg/dL), SUA: MiBRER

BE (mg/dL), UCr: JRero L7 = VigEE

(mg/dL))

— I, BYEREBEE TlE FEwm 210 % DL
R bR URBFHETED FRD b,

BHARIRBRINIED 9 b, FanconifEMEH R
Wilson 9%, FEXIME L & OF PSR BRI
SEDBEA S NIEE, RERPRERE L & &
{EHEE PR R ILIE & BT 5.

3) REHE

B R ER I 1 8 2 2 M oiE Rl o R 3i
¥V 3 FANREBCHEETRECHES L
5.

Y5 Y3 FEWNRRIL FhFhowilo
FHEE 2 BREE 5 ¥ AR—F — ORI Z
FHLRERETHY, €5V 3 FAFR
B CIRBE RN OB % 7250 72 VIS B R IR
BRiE 1B B sh, RBobhiul2fl b
EEIN5.

URAT1 & anion & JREEZ 2L L, GLUT9
ZREAF IR 2 85T 5. RREIEET
HHEIVFI FIEET VAR VEE(PZA)

WCAH Sdtanion & % Y, IE# 7% URATL OREE
BRINAEEISEs. $4hbb, URATIOR
BRI REAME T LT 2 B R R BRI 1 B¢
i, ¥ VI FRERLTOREBEERIE
Zibx2 RV, —F, URATI OFEREDIEE
TEEERBIE2H CRYS VT I F2EW
35 & TREBERINGEOBEINZ D 59, L
L, EBOBEKOHE TCRIYI VI A
HRBREEE~NOBHEIKRE V. 2010,
URAT1 #ETFR GLUTY #H{zF 2B 2 BA®
BEREZPLIHRL BETRESEE OB
MWThsrlEZOLND.

TR R B ME BRI IEEIR TR D BIF %
TOEEONEE RSV, LML, REBEA
CEBBANEERED YA PBEDENL D,
ZFOBIEDPEETH S, FPRiEE LTE B
7 CHRRABRBIM LW ES R #IT S, BHO
BCHa ks UChkE D 5, EERC
NSAIDs DR % #1T 2% D ETH 5.

—RIZ, REREWRIEED A A — VAT
L, HERBEXEIIVUZECEIERWEEZ
b ThHsH LaL, EREBIESERE
EUBEARLEOBERET LR LOHRE ST, K
DB OIEFITRAFERALIER & v ) A5
T5. b OFEVEVORMFERBEENE
T EIRET A & TREED R, MiERERE
BEWFPN—F VI VOV A7 HIMEL 2 5
LV IEEYLR Y, RE, RBOD OSBRI
BEEINTETWwA, REBEL MNIE-THEEL
bERELZYIB LV LR EIERT S
DBEHEDTRE SN TN B,
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4) Matsuo H, et al: Mutations in glucose transporter 9 gene SLC2A9 cause renal hypouricemia.
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6) Enomoto A, et al: Molecular identification of a renal urate anion exchanger that regulates blood
urate levels. Nature 417: 447-452, 2002.

7) Ichida K, et al: Clinical and molecular analysis of patients with renal hypouricemia in Japan—

influence of URATI gene on urinary urate excretion. J Am Soc Nephrol 15(1): 164-173, 2004.

8) MEHZE  REBOFRIE L ERF—r /) 574 FIEEERZOHER. Annual Review
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9) Matsuo H, et al: Common defects of ABCG2, a high-capacity urate exporter, cause gout: a
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RIMEEDSEE, FRE, 9HEHATIREETW

IE=H

TREA" GRMET WEAR W Em

@TFINEES

361 B ERBRMAE (MERREE 2.0 mg/dL LUITF) OEERBLEr H1), BT 014~
0.22%, LT 0.25~0.40% £RE S NTWE T, KEICH I 3 ERBILEDIEE L 0.72% & DI
ENHYET, EBREOEE, RRCEUIFECOREETE:, BHEICSU2BRIETRICS
fahEd, EEETERTCRBREREICLSbNDT, £4 2 F L RIEX phosphoribosylpyro-
phosphate (PRPP) &RBREMHETELEPEENETS, ZOEERZDOTENTT, BE
IMETFEUCIE, Fanconi MERRE 4 & BIBEARME OB, £MMICEE S VB RBICKEL
THBIZbOE, BETORBBRINEENICEZ SN2 EHERBOEN H1) £T, BHEE
JREBIMFE 13 B EEETFIC & W PEE& h, urate transporter 1 (URAT1/SLC22A12) BIEFICL B HD
% BHARRBRMAE 1 B, glucose transporter 9 (GLUTY/SLC2A9) EIETFIC & % H 0 % BEIKRER
ME2 BWEFFET,

PEEORT v b
(1) BMERBOEDEER, hPEICHEVTEMT 0.14~0.22%, LT 0.25~0.40%, XKET

0.72% EHESI LTS,

(2) BERICEWESETE BRIETRCHEI NS,

(8) BEEETRICK, AREOEREREVEEADY, TOHEERENTH D,

(4) BRIUETEIZ(E, Fanconi iE{ER: 4 & BEHEMRE COBRNIr SRNICES AN ER
ICEEEL TH b NE B0 L, BETORBBREFMEENICEE S W 2B ERBOED H 5,

(5) BMKREEMEIX, ZOREEETICLY)BHERBIE 18 (URATI BE) & BEERE
MmiE 2 B (GLUTO BF) KHEEI 3,

(6) FHMMDEEBETIC L 3 EMERBIVE 3 HOBESNTHY, BERRIED SN T WS,

* Epidemiology and classification of hypouricemia
key words | BUEERBE 1 &, BIEERBOE 23, RBFS Y AR—%—, GLUTI/SLC2A9, URATI/SLC22A12
B ERARSIRS FHEAEIIPEE  Crisa Toshinor, stal ’
R R AR REEEYYE
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JRPRBR IR & 1, MU IRBRMEIRARC & - TR
DI ENBEBRT, EHBREE R REEA
BELDZENH L, BRBIEOBHOLD0
EE TR, 15mg/dl £ T53005 4.0
mg/dL & T 55D FC, ME X VIENDH LY,
— I, Bk b3 g RERE 2.0 mg/dL
LT 2GR & LT AHENS 0, LA L,
EETRMEZEKCEBELT &S L, URATL/
SLC22A12 % GLUT9/SLC2A9 &\ o 7z fREE + 9
VAR= Y —BETOANTF ORI L ABEOE
PARIRBRIE (M SRER(E 2.0~3.0 mg/dL) %R
RITREEDSD Y, BEILETH S,

ERBIEORIRIICE, RBETERAZ2ED
FHIED b DR EFERBIAN T2 RO LD
bEEND, TDi, ABRBECRIMERHAL
W L IRIREBRIE O B EA AT 260 b0
ABEREOEE, MRBRIEOHE L bAE T’
0.84%, FKETIF 0.97% L E ST 52, MF
REBMEOEREICERH S 2 L, AES &k
BETHBEICHEND S 2 L2 ORI T
Epwdy, KRB INEQEHE B ET 014~
0.22%, LT 0.25~040% ¢ FEShTwaY,
KREOHSERE 2R e L%, KRR
EDHER 0.72% & FE S Tn Y,

RR &%

.........

RERITEICHFIEC 1 HY72 Y 700mg FEA S
M, 2/3 BEEDS, &Y /3 B20ldh (M
BhE) podRlEshb, RISRT L1, |iR
BRIMEIE 2 OFERBIC X o TRARTE & B
DT FRILER) HEEhY, 209
LEAKTHICLAHOREDDTENRT, KR
BRIMIE DIF & A ISR NE COBRIET I
X5 EHRRBIETH %0

.........

1. EHETE
T VREHIEO DNA SR EY L Sk R
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& {ERBRIED S

FRESEE (X T AR FRRR AR

&SRB R T EMERER (05

FYFURE (84T, 21471)
BYTFLaAT e 72— RIBE

purine nuclecside phosphorylase (PNP) Ri81E
phosphoribosylpyrophosphate (PRPP) &HEESEE
MEETE

. BERER

FHOER (allopurinol, febuxostat % &)

. BWED ’

FREFFEIIVETE (FRlTER) {EREMIE

B RRERIMAE (1 8Y ; URATT EHME, 2 B : GLUTO

REE 38 LEETRAE)

Fanconi FEIRRF

Wilson %

ADH &4 PNIMEREE (SIADH)

EHES

. SERA

. 40 {E A (benzbromarone, probenecid, sulfinpyra-
zone % &)

. BER

. BEAETH

—~ Mmoo~ » 12 N N SR RN

~N e oo W

<o

(X 3) L 0EIA, —EE)

DOENBWETHY, THPEERNTRIS R
Bilid, L M EEOERBOITE, REZ
TIY M VIHRT AR TH DY AN
BEETFERY, ZOBWEPRBLTVWS, Z0
728, & MNTRIRRIST ) P ROBMACHED &

ToTwh,
FAERTHOKREBRMES LT, RO
FEBRETHLIFY VI v F VY —ERIEE
(Y 9 vFRIE), purine nucleoside phosphory-
lase (PNP) /%iBJE, phosphoribosylpyrophosphate
(PRPP) AMEEERIGMHK TR L% 545, TD
BRIy, FY v VIRER, FYYFr4F
VY —EREERICARL, 7 a0
LB U B 4 T Vi b JREBAN O E A
EEND, PNP KIBIE, /7 /Y v dpbr 7o
V, A2V ypbeREFYIF UV EELLFEIED
i 5 % i3 AR CdH 5 PNP HRIAR L2
THhbo PRPP AR EMETE T, VKR
2 5-1 VEh 5 PRPP ~NOABEASHE SN, Z
HEEN Vol 73 No. 3



a RS R R S

ERO
Mg R E

> IEREE
T, OET
K (BEERE
O mE2RE)

B REEN T2 AR~ 4~ (L L HDFHBIRE 7 O
{EFIC LD B RBAAE D4 7R

BETORBOBRIRERRE 7 > AR—2—(C

Lo THHLh TS,

a ! REBOEBFHBIIN £BFACHE, REDR
B2 lL URATY & GLUTY I & » TR RIS M
WICE AR R, GLUTY (T4 - THLREIN &8
#Eh3,

b BHEREBIECS 2 REEWRIEES, GLUTY
OREZERIC & 1) REBHNRREN B A bh, EARF
WECHIREBOBRNFESE SN, TOK
2 REBEORGHEREN LE L, WEREEME
fb?‘éc '

Bt GLUTY BHIC & % BIEEREENE 2 O HF

BEOMERTH, URATI BEIC & 2 BHEREEM

FEILSWTHRAELEEC Y MEFRBEIMMET

%,

DT, B L EEFEE C b ERBRIE &

AU REMERD B ER, YT UFHF VI —E
[HEHRTHLTOTY ) — ik ERBEEHEE
HELOBEHOMBIICL BSOS REEREAK TR
BRBIEICE I NS,

2012. 9

2. BIRIME TR

MEH ORBISEEARFAR B S, &
MRE CHINE N5, RARAE COBRIL
REREAR REB IS VAR—F—) LXoT
Hbhb, REBISEEARECHRICEBATES
EEZLNTODLY, BN REEIHER IR
10%1 bl v, SO &5, RBIREMERE
WIS CKRTPERINENRLZ EXFbP b,

B TEIE, Fanconi JEMRH 7 EMbEAIC
FEE L CABNDE S DDIED, benzbromarone 72
EOFEYERNC X A ERBIGES, KR M7 ¥ A
K & — DEERAL T IS A2 B 9 5 R BR 8 1l 5
(&) diepEans,

Fanconi JEERII KM, BRI, F4F38M
BB RS COTRIUS ERIcEE SRS
RBTH D, 2095, KM Fanconi SEREHE B
T5H0LLT, B~V usSIA3 VIEHE
HHOWECHRET B Wilson A D 5o

v OBBICB Y EMREN R EBROFRIN
(&, FEIZ URATL B XU GLUT9 @ 2 DD b
G VAR Y —NEDEREEHTEY, BHK
RBIEZ NS OFRRAERTICL o THES M
bo HUARRBMMIED D b URATI 1L Bd D%
B PRER IAE 1 & (renal hypouricemia type 1
RHUCY), GLUT9 {2 & % b O % BYREIRERIIE 2
I (renal hypouricemia type 2 : RHUC2) & IE3Y,

HARANOEMWHERBINED 5 bx b EHECA
BNBDIE URATI @ W258X 28 (058 HHO 7
IJBTHLENITS YTy W) ANy T3

RUICEIR S NAZER) T 559, 32 FIOEHEL
REBMEES Z 58 2 U2 T, 30 flic
W2BSX ZENH LI, 20T VIVEEL 741%E
WESNTVWEY, —RERMEPHLICRELLY
A, W2s8X R T UV 230~237% ¢ B
BTHBIEFREENTHEY, —F, 7TV7
APAL 2RI L2WFge T, BIEERBRIE 1
B (URATI 7RIEEET) OREEZL L, Y
¥y NOBHEIRRERNE 8 IEM 2R & L-f
AT, WessX ZERIRBE NP0k, 2%
YACBWCEREREBIE 1 MlHEsh
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WAHH, it W2ssX ZRICL 50T %L
R406C ZBRIZL B DD TH o728, RWTRES
N B HARIR BRI 2 oo B KB T3 GLUT9
Th 2% GLUTY M Bw TR S i
R380W 22 (380 HHDO T I /WA, 7 ¥y
R) PN TEr 77y W) CER) BXo
R198C Z5 (198 HFHDOT7 I JBAT7T VF =
R) Hb¥RAF¥ (C) IEW) <k, WELd
BIEESCRBOFERINEIEE L C0, W
NOERL, RIS Y AR— 5 —45FOHEER
WMo T, HEGEO 7 I OB 73
BICERIhEFOHENEECVWE, ZhICX

D, BEERBMLOMENEIL, REBHSIEIY
TBHDEEZLNTWEY,

B, BHERRIEORREETE Ll
SNTWBHMORKEETIZ, URATI &
GLUTY O THh %o L L, BHERBIED >
L URAT1 & GLUT9 OWH I\ BIZTFER LR
GVWIEFISHFAELTEBY, FHEETFRERICERE
T 5 EHARRBIE 3 MOFEIMEEIRTY
bo G, SbhDHHERERTOREN S
Nboe
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e, HARENM 54 @ 3337-3342, 1996
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20, 2010
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3. EM(EREAMAE

Renal hypouricemia

FILEET MEEET mHAEY m/ERR

o

i
:
| §

R ERMURE L, M ORIR IR & AR &
THHEZERETH Y, EEHEEIHTDH 5.
HERERIETH B 2 LD E WD, AffEE L CED)
BRAWEAECRBREANEEL 2 b, BHOR
RRME IS BT A RBOERNEE CER LT
D, BEREEFC LY EEERBIME 18 (re-
nal hypouricemia type 1 : RHUC1) & &EARREE
i 2 B (renal hypouricemia type 2 : RHUC2)
a5 aY, #hF L urate transporter 1
(URATL/SLC22A12) & glucose transporter 9
(GLUTY/SLC2A9) D#EIETERPFEENTH 5,
HAO L ZARAEBEE R, APHECH LT
FEFRERAT) o BUERIRBIEZ D b OO THIE
RIFTH Y, ToaKaBREEICL)E&HER
FHT 5 EPFETH S,

FREBHEICHEDAE L v AFR—7 — (KB
HAR) OBEFERICLY, BN RN
HBITBT B IRBTERDEREIMET 5 2 & a5, &
R LIHETDH 5o
1, BB OWT

T vk, HIEO DNA R &Y 7% 212k <
HOONAMETHY, THPERNTRFSL
RBELR L, € MEEOLEREOMTIX, R

BHHERBEINAE, GLUTO/SLC2AG, URAT1/SLC20A12, REESEGA (hD VA —4—), BEfigatEre

SREEETH L7 ) B —F uricase I BEEF &
GoTEY, ZORENRELTWE, 2070,
TYB—EELOTTALELILETLE, v b
DOMFERBEILSEE R T M RBASER
FAET HRECTH L BRBME, fae L
DIVAZ BB RE, BELRBORFIEIIEL
MoENTwb, —HT, RETET) BN
=HL, & OB 28— 0PiILmE &
LT (AL HBIEHETHLEY IV COH6
BORETHEET ), BEF (brvi7yvFog
VUr) WEETAWEEDLEZ bR TWwaY,
2. BRELAYERBOSE

FIIC B 2 IRBOBRETCIE, FIR G %
ONEEDREMERPEE R RE LI Tn
B BRI B VT RUR I IR S W REE,
FOREFHSEMIRME CHRE SN B, L b
FERICB ) 2 AWEN R RBOTRNIZ, Fi2
URATI" B X U GLUTY @ 2 © o JR B WX iy
BREDH 5 T b, i vitro DHEITEB T,
URATIL & GLUT9 it &% & 3 & R B I E I e 38
NyA7Taxa il y, £OmRIEEREIS )
INb,

REOIEICL Y, RBSWE DN S &%
& ABCG2/BCRP (ATP-binding cassette, sub~
family G, member 2) PPEHSNTEBY, 0%
BZFERMRROTELRRRO—2THBI L D
HHLTwEY,

SRR AR S FEASIS R E
(7 359-8513 HFIRiidEA 3-2)
CREENARREEERHE
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REAR RETRE-RETEERRE

a PREROEFRFHERIY
B R RME R

EEO
MERREE

J
(RN (R ARD

URAT1 % 2 HGLUTIDBIETEE i

URAT1 (W2s8X, £ &),
GLUT9 (R198C, Hasow HE)
A

b REYHRINEE

. WERREOET
; (BAAE R M)

# BRICST2ERBOEEBFNBRIS JUEE0OSTIRE
BROEMRHEEHERIC S S RBEERNS L UBEEOS TERBETR T,
a: REBOEBEFHBRIETILIIEWT, RBEERG, S OEEAA~
URAT1 BL U GLUTO (FA V74— LTH3 GLUTOL & GLUTIS Ic4 1T
TRRLTWS) E0H 2 DDBEEEEN L TERINE 15,

b URAT1 #7212 GLUTY (DBEFE .,%im Y, BRI RT3,
MBERBEGET TS (Z2TE—flE LT, GLUTO ICEGETEERYF -
EHBEERLTVWS). PZA & URAT1 X FIC S W TRER & 3Tz & 1,
RBOEBRNZRETSZE,5, BNERBOE1EE 2 BOEMCE
SYFI FEFREIERETE S, LA L, URATT £ 41k GLUTY OEET
EEREEERTULAAY, SRBIIHTIREIEL, »0BETH D,

; WAL, BEURBIEST I X ENS (E),

Umuuitueumgwgm¥ %Lib, BRI mAE OB & 2 5 BIETERICE Y
WARAE BT B RBOFRIIARREASE T2 {opo 8y — 6N TEY, URATI#(E
L, BRSSO ORBOTRILES L, Rbh~0  FoOBEEAERTH D WX LR (URATL
REBFRHIASEIT 5, 20k, MTORBERE  BEFOBSEAOTI/ BRTHLII T V77
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key words renal hypouricemia, urate transporter, URAT1/SLC22A12, GLUT9/SLC2A9,
ABCG2/BCRP, genome-wide association study
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Ficix 1 e 28 EHIN TR Y, HWEEET
lZ urate transporter 1 (URATI/SLC22A12) &
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SLC2A9) BETFTHLZ LD, wiIhdBAA
DEGIEF» S S L5 T\ %, URATI B
XUGLUT9E, &5 6 b FROEMRME B
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porter, subfamily G, member 2) %, SR
EREEO EERFEEFTHY (), 20
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®1 EFOREMSYAR—Y— EREAMHEERS

RBF 7 Af—y— BETFEM

AR PR AR (PRIRHS)

F I VAR —F IR RIC L B
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GLUTY/SLC2A9 4p16-p15.3 FREBERR I (RHUC2, renal hypouricemia type 2)
K _ N LR RERIME SR 2
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“RAGA-EEFRETIER0, ERREEET & L TABCCZRBIETFBRAEINTY S,

P52



146  Annual Review $R¥E - 1 - R 2012 11 RE B, BERIT oS
R2 MERBEOEEHZENRE LT/ LT REEEHR (GWAS)
FERAE =5 RNEAE MNRAE BHREET SCHER
2007 Li, et al. 4,371 A 4 # Y 7 ASardinia GLUTY9/SLC2A9, PIAZ 21
[1,301A] [4 %Y 7 AChianti]
2008 Doring, et al. 1,644 A FA4 v A Augsberg GLUTY/SLC2A9 22
[4,162 A1 [FA > A Augsberg]
[4,066 A] [F4 Y APomerania]
[1,718A] [&—Z }Y 7 ASalzburg]
2008 Vitart, et al. 986 A VA N GLUTY/SLC2A9 23
[708 A1  [4 %Y A AOrkney 5]
2008 McArdle, et al. 868 A FAVRTAUIAN GLUTY/SLC2A9 24
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11,024 A FAUYAAAAN
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SLC17A4-SLC17A1-SLCI7A3 gene cluster
URATI1/SLC22A12, OAT4/SLC22A11
MCT9/SLC16A9, PDZK1, GCKR
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2010 Kamatani, et al. 14,700 A HAA URATI1/SLC22A12, GLUT9/SLC2A9 40
ABCGZ, LRP2
2010 Yang, et al. 22,054 A BRKEA(X 5 BAT) GLUTY/SLC2A9, ABCG2 41
OAT4/SLC22A11
SLCI17A4-SLC17A1-SLC17A3-SLCI7AZ2 gene cluster
GCKR, INHBC, RREBI, PDZKI
W [ ] iEreplication study DR %2RT, CLER31 L b 5IH, ®&E)
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El2 URATI BEFOREZERIC LZREBH
MEBOERRET CCik4 X D5IH, ®E)
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REEERL, EREE(W258X) TIIBREDIHE
L, BHERBIE I MOBRERCHD Z L
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T WLINEHEROBITER 2 R §
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EIRE UM, FiCE FOBERICEIT 3R
R MR & 2 S ED O PR S ATH]
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% OAT4 L OEFIOMHERED S, & 7/ L
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bDEEZ SN, HAEANDBEMRREEMAE 32
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EEMERBIIEOFELFRRERTH S Z L8
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BF (R W258XZH) b oTwn3En)
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ESYF S FEMBRBRICNT 2 KIGDENTH
3, URATI F 5 v AR —F —3ESYF I FD
RIEGTHHEI DV ALRVEE (PZA) LR
B2 L OZHER 21T WIRBR O BHRIN 2 (2§ 5,
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Bl BUE T8 H13, URATHICHRTE W &
BRBI NI, FoIL, ZOFKEEEET 2EE
D GLUT9E R TR EEBER I W CEEIE A
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DPAI2REB D L VI RENH > 719,
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HERETRYIC X2 TEEEREMAE3R
(RHUCS3, renal hypouricemia type 3) (£1)
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Sugar transport Sugar transport
A proteins signature 2 proteins signature 1
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