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F2 IMERBREOEEBENRE Uy / L7 REEREH (GWAS)

FEFRE & NHRARK NRAE ik SR
2007 Li, etal. 4,371 A 4 %Y 7 ASardinia GLUTY/SLC2A9, PIA2 21
[1,301A] [4 %Y 7 AChianti]
2008 Doring, et al. 1,644 A F A > A Augsberg GLUTY/SLC2A9 22
[4,162A] [F4 > AAugsberg]
[4,066 A1 [F+4 > APomerania]
[1,719A] [#—A Y 7 ASalzburg]
2008 Vitart, et al. 986 A rar7F7A GLUTY/SLC2A9 23
[708 A1  [A£ ¥ Y A AOrkney 5]
2008 McArdle, et al. 868 A FAYRTAYAA GLUTY/SLC2A9 24
2008 Dehghan, et al. 7,609 A aA—nvBHEA GLUTY/SLC2A9, ABCG2 26
4,148 A % v % ARotterdam SLC17A4-SLC17A1-SLC17A3 gene cluster
11,024 A 7AVAABEA
3,843  TAXUAARA
2009 Kolz, et al. 28,141 A 2—mySA(X )  GLUTY/SLC2A9, ABCG2 35
SLC17A4-SLC17A1-SLCI17A3 gene cluster
URATI1/SLC22A12, OAT4/SLC22A11
MCTY/SLC16A9, PDZKI, GCKR
LRRC16A-SCGN gene cluster
2010 Kamatani, et al. 14,700 A  HAEA URATI/SLC22A12, GLUT9/SLC2A9 40
ABCGZ, LRP2
2010 Yang, et al. 22,054 A WREA (X ¥ fBHT) GLUTY/SLC2A9, ABCG2 41
OAT4/SLC22A11

SLCI7A4-SLC17A1-SLC17A3-SLCI7A2 gene cluster
GCKR, INHBC, RREBI, PDZK1

# [ ] i3replication study DR %ZRT. (CCHA31 X D EIH, ®E)

X )R REBBEEREDREE 22 Z LREN
7o, D XIIC, BEHERERIGE % & ¢ REEETE
BEEBORR & 7% 3 TIRBEOREICE b 2851
DEEVBREE ThINroBHD 1 DI,
E MBI 3 RBORBB I X 2 ED DI
LR L TRECEL TR E I EERL
Tw3, BT, b7/ AFROERICH
BH S 2 & 7o T E R IMIERBEOTE A =X &
P, REBEEER, FiICEEERBINE DB
DHERB I THEST 5.
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EFBEIVEBHEO B TRRBOMEERTDH

57U A—ENRRELTCWE, ZDkDH, D
REBEIZ~ 7 Al EDMDE  DIFHIE L e §
3 LEEERTY. VYA -CRETREESED
EGBRBICE W TERENICHflENTETED,
FANRUBEIC 22 L EETLL CRaEER
KoTw3, HLOIEHBETIE, REBIZY Y A—
BILE O DBEINTOKBEDTF A v e
h, BRIEMCEERENS. L LAds,
MCBWTIEY Y A —Eh iz dRBETY v
RBOBKRFEM LS. CDIb, 2/313F
2 & R RSN, &Y 0 1/303EH» & E
FicEtEng, LkdioT, b MBI 3R
DR - WEHROEEICERT 2 ERICOVT
X, RBF S VAR —BEBEF/ vI/T77 <
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E1 REFSYAR—-9—2NUERBOBRNE LU0 FHEE (CLE28 X hiH, &%)
URAT1 & GLUTO 2 RBBERIN F 5 v AR — % — & L CBROBEMRRE 1 817 2 REOFERIN % 5
3, —HT, ABCG2iZREEHEM F 5> v AR —F — L LT, BiEd» s oRBEE Nz <, BE~D

FREGHR (BRI 2/ 2 2 LSRRI NTW 3,

no

0.6

VC- RIS
(pmol/oocyte/min)

K2 URAT]BEFORAERICLDIREH
REEOEBERET Cut4 L vEH, ®%)
URAT1 @ % 4 #(wild type) & % B &
(W258X) % 779 A XA H T )VERSHIIEIC
BxeT, RUEMSL 72 RIE OB % 3046 L
7z. URAT1 DEFEBRIC 8V CIXEH 7 REBIR
REEER L, ERE(W258X) TIIHEEHE
L, BEERBILE I BOBRERTHE L
WRB I N/, ControliZ URAT1 2 HE X ¢
T IR B R 2R T,

D A% EDETFNEY R T D EORREEMERIX
HE#ETH5., 20X LREEPS, HHEFOE b
BRHRE U, it b OBEBICB T 3K
BEEIRNT & 2D { SRR DA T
RThotz?, fFru—=vrEfiom ik

H 1990 R TIKE L DEBRIT OV TRERERE
FOEEIN—FT, BHERBIIEOREE
BT DRIERREFRIN - SR04 FIEEOMR
BizowTide V77 AR OEBRZE>Z LIC
ot ),

B. BE(SRERIMAE 13

BHERBOIEIROFREEFTH 2
URATI X, BB7 =AY F 5V AR—¥%—Tdh
% OAT4 L oFFlOMFEED S, © b7 AE
ROBREFEAT A LICE YV WOTRAEZ L
79, Dk & URATI EEF 5RO FERIN
FVAR=F—%a—FT 2L TEES
7= (1), URATI 7 v 7 BILAEMRE O
B BET 2 REBERINE 5 Vv 2AR—F —¢&
LTERENCEBELCE Y, B - ERBIE
BERTHhIRVy AT uen YOS FTH
5, URATIBEZ FOBENZELICHET 2
W258XZEHR (258FHBD MY 7'+ 7 7 vaskik
AFVERBFURVAER) CRIFBEEE
Ficflgns o eh» s (K2), URATIZE b
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DIRBEREICE W TERE R EEPNERE 2 R ¢
bDEEZ SN, HAADEHEKRERIE 32
Bz DT O T, 306ic URATI EBIZF D
EEMBRD 5NY, ThEToHEADERE
I DFEFIIRENT T 12 W258X 28 Bhsizt b s I
o5, Bz, W258X (G774A) R
(DNALV ANV TTABBED T 7 =BT T/
BRINIER) BHEAACHEEOR—EES
#I single nucleotide polymorphism (SNP) T
HY, TUNEEIZ2.30~2.37%ThH 5 LHE
INTw 35, ERBINEOHREEETFERT
H 5 W258X (G774A) D 5N BBAITIE,
BRI I LI EbHEINTWE Y, &R
BIUERZHERAIZOI EBFONTWES, =
N7 Y7 KETEL LURATIEEF O
W258X Z R IRERREIC HARICEERL, 20
BETFWILE -7 TABRESR) LD HBEAK
ZLRBDONB LI hokkdEEILNTY
210 #EIZ B\ TH URATHEREF 0 W258X
EEMERBINEDOEELHRRERTH S I LW
FExN LI, FOTHUSTIRURATIE
BT (RFIicW258XER) Bb-oTw»3 Ewn)
HERZ LW, FZE, ¥V 7 OB HERERIIE
SHI DM TIZ URATI BEETFDERIIE AH
INTESTD, 79 7RIS ©OE R
FEIC X R 7% 5 BEFHES L T 5 AR ER
ENTwiz, HEADBMHERERRIME T —FIC
URATI BIEFOER 2RO B IEGIHEFLET 5
25 50, URATI BIANo B AR RERIRE DR
HEEFOREVIRE > 7.

C. BiERERIMA 28

1. WMABEFGLUTI/SLC2A9

Bz ix, GWASHIC HADKHBRRZE 7 —
YR ZABTEALBEFRT2ER TS 2 LI
XY, GLUTY/SLC2A9 5% 2 O JREE DFEIRIN b

FVAR—F—ThHbh (1), ZOHEBERIED
ERIBHEERBIEORRE 252 (K3) %
HE LD, CoWEDRK, URATI/SLC22A12
BEFOBREICL 202 MBIERRBBIGE | 8
(RHUCI, renal hypouricemia type 1, OMIM
220150) t #E L, GLUTY/SLC2A9EfEF D
BEEIZEH013 TEHEERBME2R
(RHUCZ2, renal hypouricemia type 2, OMIM
612076) LEFHEND X)o7 (F]).
B4 DT o MBI D T3, GLUT9Z BRI
EANTRERIC X 2 PEEDMERBEIET
(1.5~27mg/dl) 2RLTEYH, RBEDE
T FEua @ LB URATI &5 F D W258X ~F
uZRicksb0 L ABEORTH -, BiE
{RREBINGE 1 8 & 2B o BR R RV B o0 #HE A1,
E5YF I FAMRBICNT ZRIGDENTDH
%5, URATI F 9 Vv AR = —l3EFLFIFD
REEWTHEESO UV ANVK VB (PZA) LR
B2 & 2 HEIE 2 1T W IR O BRI 2 (RE T 5.
L7h3->TC, URATI DHEBET2 Z727T 180D
REFIC BT, BEHEBIC X 5 REFRINOHE
Masgad sz wvd, b L IRZOBREMET S
3. —7%, GLUT9 + 5 v 2R —% —IIPZA %2
ELAwkd, 793 FARRBRICBWTIE
BRIG (REFRINOBIN) 2R§ I LT
»5. LrLEeE»Ns, BROBETEITFEF
BB ERT 2 2 LIdEE I 3 AHIK
Eio®, BEEERIRIGE 18 & 23 D#ERIC I,
EyarAEE L D LBIEFEITZ 2139 238
B2 OBRENTH 5. HAWURATIEEZDSND
W & 5 BHEERBIME (GLUTIZERICK S
b=28) OM&EMI L ik, BH
{EIRERIMAE DB 72 & 0HE T 2 EHERIEEAR
&5, URAT1 OBBBE T 2 EBENLZER L T3
D», BBV GLUTIEBET 2 & O /- B
REBITAE &\ 9 TRBEEIC X 2002 BET 5 C
EWHBEE o, ZOBGLUT)BEFDFE
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B3 GLUTIOBIGFOFRAZERIC L IRBEXREOERERET G 13 X v 51 A, %)
GLUT9 0¥ 44k (wild type) L ERE%R 77 U Y X F L VIRHERICHEE 22T, Rl
BERE L 7 REB OB 8 % §14H L 7z, GLUT9 ®long isoform(GLUT9L), short isoform
(GLUT9S) & bic, HERICB W TIIERALRBEXEL2RL, £EEADH LRI98C L
R380W (GLUT9S ¢i3 R169C & R351W ic#HX4) T3 N IZITM L L, BHE(RRER ISR

2RIDEHRERTH B I LBRBI NI,

FaDENTRERZ R

ERERD DEFHPENTHODY, MiEREEE
%31.0 mg/dIBLF, FEua#$150% B L% R L 7.
D &9z, GLUTY O FRFEFF K IN B8 H3Iin 5 FR R
EICRIETEE NI, URATLIZHRTE W &
PWRBEIN, 51, ZOFKERAEzET2EE
D GLUTYBEFH e EREMICE W GEEHS A
BEEALPRBEAOAHIPERINZLICK
h, FREGTOBEIC»PD ST, BKRE
IMIFE & v 9 FREEDEE S AR L2 HRKT 5 2
LD S DT o T,

ZDIED, ARREBINEE D 14z GLUT9BIEF
DPAIREBRZRD I LI WMENH o719,
LoL, MEINLERY VAV EOBBEN D
BEINI I LR, Fx DEHTCIIHEREET 23
BHTERWIE (W3 % Eds, P4I2RE
EWRRICBEO 2 ERTH L0 L) 2T
SHOBNIBETH S 1D,

INETOMITIZE D, URATI ¥ X U GLUT9

Control 1 GLUT9 % %3 X & T\ 72 W IR A

DGR TFICER % 58D 1 W BRI IMAE S 3
FETHIL %)E%m\éfnf?o D, 58, RADRE
HEEFREICL? TEEERBMEIH,
(RHUCS, renal hypouricemia type 3) (F£ 1)
BREIN S WRESERINTY 5, REFR
INh T v AR =% — URATL I3 BRICE R o X
N SHEE - BRBIEREER X7 nvn
VOB FTH I Ltbhrot, AL, R
BERNE 7 v AR =% —Tb % GLUTI b &
. - ERBRIE OWBEN D F L L TBO TEE
THEIEDBRBEINT LD, 207k, B
{RRRIMAE 3R, DREEEFOREX, FE -
RIRBRIMAE OFT 72 2 G BEN S FORZEIC D 2%
MEHDLEFTES,

2. GLUT9REZRRHIRENT > h—#iETs
BHERBIEIZOFEBETFTH 5
URATI 2% C BO 51 5 W258XERIXF v &
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VAERTHY, BEEREELTILIZEHAT
b5, —H, BHEERBIUE2RORKRERETF
GLUT9 1= B \» CTRIE S N7 R RE R I I3 BRE
WIS - 7210 Bl FE & Nk GLUT9#
EFD2oDHRAER (R198C, R380W) I,
&b I REERMOEFOMEANL — 7O RICEE
L (M4), HEE7 I/ BOTLX= V26 H
W7 BAOBEPEEZILIZEY, IR
BROWENSEL 2, 202250 GLUTIEE
F o % B3, GLUT1X # % & B (GLUTI
deficiency syndrome, GLUTIDS) 1? ¢#&® &
. 3 glucose transporter 1 (GLUTI/SLC2AI)
BEFOREER (RI53C £ R333W) £
A7) BBEEOERCTH2 S, GLUTI % X
U GLUT9BETFHE ICHRD SN 5 HRERE R
D7 NF=viF, GLUT family CHEESI N
F—7DHRIZHFEET D, ITN6DEF—71F, 1F
oA T, HE, B, BEYOREr 7R
R—F—CHBLIave PRI - THD
sugar transport proteins signature ® #1i2 % % 1%,
ZD2oDEF—7DI L, GLUTI DR3IIZW %
SGUEFICOWTE, BEERMNE BT LD
TyA—D1DE L CEELZEZHE) 2 LR
XNTWV3, Satobld, ZDEF—7ICEIT33
DDOTAX v ERERZFET SV BICEHRT S
LT, ZOMIERN— TSRS OBEEHMI L & b
i, MBSO S Z L2 RLTWS (M4)19),
GLUT9 B W Tit, HEDEF— 7D S
NE7AXF=VEREIZ2ODATH %55, R380
| sugar transport proteins signature ® T %
BbLI(HEFEINRTED, MlREAT Y A2—EL
THEF R Y — R BE ARG 2H> T3
r#Ez 575, GLUTODRIGIZD W T D#HE
RN F Tl ho7h8, R380 & FREICEEE
HADEEOMBENL— S IciET 52 L, EE
DTN F v ohiET I JBANOERZRD
ThPIVAR—F —BBEOHERICENSE Z L,

sugar transport proteins signature @ /i fi {&
LEOMREINTOEITAX = VEBETHL L
7E, ZLORBEPRDONG, Lo T,
R198, R380 & bICHHfEENT v A— & LTHEL
FoY—DiERFIcER2ZEHZ2H- T8, Th
507 S/ BEETERBMHBEREZH) I ALV A
EEMEELILENE 7 VAR—F —HEREDHER
WWERZFERRAD=ALD]IDTHELELD
nz20

D. GWAS [cEJ < REBEEERTFORE

WHED GWASIZ X ) [REREDOEENCBIS§ 5
BEF L L CGLUTY/SLC2A9 13 X 12129,
GLUT9ZSE M iZB W THEBEENICEE LR b
FGUVAR—=F—DREMTH B LRI N
Vitart 5 1, GLUTODSREBZ 8% T 52 L %
GWAS D &EDBEERICH D TEHEL, X 522D
EEE (KmfE, 890uM) koW TSR
iL72®. zofoWE TS, GLUTI DRI
3 % KmfE 300 ~ 1000 M E ENTHDY,
URAT1 DB HAETH 2 Z EBHESINT
Va3 1425 R FRBRIMAE 1 B DR B T T
%% URATI DRIZEIR & 7 ) LMEFBDRET
Holeds, BHEERBIVE2HOBREEEFTH
% GLUT9 B F D FISEH3 150D GWAS DELR A
BEINDETHRIN o DIZEREN, R
BAHIIHAEHTOIEL WEENHE -9, &
L) DR DERBIREBE T VAR -8 —HED
ABIATRTH 072 L) E B,

WE D GWAS Tl GLUT B E T D A D RIRE
EEICEbL 2 FELBEFTH - 1208, Z0HE,
fRHT TR % S 5 I L GWAS I EE X 11
22 ric kY, GLUT9L 4t iz  ABCG2%
SLCI7A3 % & 0B FHEIBOIRBREDEE) I B
b3 rhEISNE (£2)%, ABCGZizo\w»
T, R - BRBIED FERFEEFTHH
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B. GLUTI 287 2:@E D E I3, sugar transport proteins signature i V7 3 EEROMEIC XY, iR
TEIB PR —DOREERT I EBRINATR S, ABEO7AX =V ERER, BF Aol —ofEicR
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IRERIERE D ROVE Z 5 AT RRE N TR 3,
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¥ AR—% — URAT1 % 7ziZ GLUT9 (URATv1)
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FLHIC
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FEFTREN VAR —OFMIIARETH -
720 LAL, 2002 SFICREBOBFRIUE b5
AR—%— urate transporter 1 (URAT1) »[EE
SN, ZOMFTVAR-F—ORBIZL)FHEE
REBIMIEZFIET S ZEDELPI o2 &
DIELZRICIREEN TV AR—F—DRIEDHR
HEENBLL) kol EHITRIE, &7 /08
BN (GWAS) ICLY, MERBEOLEIE
BEEZHLEETOREHREN, WODDR
RNV AR =5 =Dz ICmE SNz, # o
T, BT NVI—AITVAR=F—DT 73—
& LCHEZE 34172 glucose transporter 9 (GLUT9)
(f212 URATV] DIFFRORE SN2 %, P
Bk AR 2 T CHUE RN I B 5- L breast cancer
resistance protein (BCRP) & L THIS T\ 7z
ATP-binding cassette, sub-family G, member 2
(ABCG2) 7%, IREE N T YV AR—F —TH B L
HOP BB EDEBETREERSA LN,
INLORFIZLY, BIEFERF/ZIIIEHXS
T4 (SNP) & FRERA BB IE T 5 F MK FRER I
HiE R° 185 PR BR ILE O (B A= AN T & D REFRATHE &
2o T & RFRTIE, BET TICHLM -
725 PRI MRE O 18 {7 B9 180 T & B AR PR R I L
DEHT S,
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1. IREEBREEFRB SV AR—K—

WE, BE, AKN0T) VEERHE
OFREOFEFRE LT, #7700 mg DRESEH
BREND, FNEFELEDORBRIEIHE
MEhsZEicky, MFERBRMERIZIZ—E
RN TS, FEEE NS REROK 2/3 &
BEES D, BRHOIFEAZIIHELED LR
ENb, BEICIBVWT, BEHLEALTVR
WIS ORERE, RERGEEEY HBRICE
B2, SEMRME 2 RO ERINE 5
AR b, BRI AREREE &
B U REED 6-10% DSIRPICHRES B, B
BEE NS Y AR—F—TdH 5 OAT4 DIEFEEDIE
T b, 2002 12 URATI BREENT2 % £
O, BETTIIRESNARENT v AR —
¥ — %1 IR T. SOFT, REOERIX
WCEIICES L TWs 0, EARMEDERE
il > URAT1 & ZEEAIE O GLUTY URATvVI
THb,

2. BREEMIE

BREIMEIX, W OrDRMETFERER
THEE5 LBETAISZRTFEBHERTH S,
ZRTFEEEEBECHEG L TV EETFOME
ERXEETH LD, HIEGWAS xHVWEL I L
XY EEEETFIRIESNS LD ITRo7
GWAS 12 & A2 IM{ERBEICHEEST 2 8ETO
eEtid, 2007 EREISHESN, £ DE
EFrHE s (F'1)o

=1 REBEERRET

1. SLC22412 (URATI)
2. SLC249 (GLUTY/ URATv1)
3. ABCG2 (breast cancer resistance protein: BCRP)
4. SLC22411 (OAT4)
5.8LCI7A1 (NPT1), SLCI7A4 3 (NPT4) & SLCIT7A4
6. PDZK1 (PDZ domain containing 1)
7. SLC1649 (MCT9)
8. LRRCI64 (CARMIL) & SCGN
9. GKRP (glucokinase regulatory protein)
10. LRP2 (lipoprotein receptor related protein-2, megalin)
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He W HETE il piE Fy AW OSUIEHIKR
Q126X Q141K g3 EE

BE 1/4LLF i e 16 8 339 x 102 258 103-646
/L ANC

BEE 120 F L8 e 37 10 223 x10°® 434 261-724
e AA

BERE 3/4LLT ac ANC 7 308 229 x 107 3.02 1.96-4.65

BEREIE R o[ e 34 439

F v XHid, ABCG2 ODBBEETORWEETROEAE DY C/C (QI41K) KU C/C (Q126X) DBELDOWE LD
B BEEET 2R T7LVCE, THET I, O 2 LhaE)

A. ABCG2

ATP #4514 b (ATP-Binding Cassette) &I
hok@EEr%E L, ATP #FIH L THWHEDE
E#i%%1T) ABC b5 Y AE—% —iF, i
DA LANDE 2 FABTHMRAR S T E L
THI{, ABC NIV AR—¥%—TH5H ABCG
DBEFIL, BEATEICEET L EETF &
LT, EAMEOANAMEr 70—V 7
SNz, ABCG2 X, /N, FFlE BRMESE
DOTER (apical) FEICHEBHL, A7 =% &1L
B OHEM F1T ) o 2004 £ 12RO BEEE
T OBRMERDSE 4 FEERMICHFET S 2
EDPBESNIZI LM, BEHERNCH- 2
FT Y AR—F — 120N T OBRER S,
ABCR2 2 E 0I5 o Tz, D, GWAS
12 & o T ABCG2 (IM{E FRERE & B 1 A5
a7z ABCG2 % HEK293 Mg 12 BB & ¥
MBI/ Mk R L CIREEORiEEE % S
5L, ABCG2 IZAEMN L RBREOHBEICE
W, ko4 U WEsEM o REREg %
BBERT %

HAAD ABCG2 DEEFEREOHBT, Q126X
& QUIK DTVIVEREEIZZFNEN, #3% KU 32
% ThHY), INL2o0—EESRINEHE THD
b5, ZEEEFVIARRBATOKE, Q126X
CEDIRERERREATHETHDICHL, QI41K i
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B R BRI T AZEASHIBL 22, T
ABCG2 DWBEEEALIIMEREREIHELSZ,
HERADRRZHZZH BV TR T5L,
QUIK DEEEH L WIT L MIERBEN FFT5
(382), HEIZ ABCG2 DHFEETIE, HESER
BRIMIEDORRE VAT 2 FE L LR &S W, Zhbd
DFERPS, BHEEIZFEDLINS2D0 ABCG2
@ SNP 7%, JEE, - BRBRIMEFRIEICE LS L
TWAIEDN G5,

B. OAT4, NPT1 & MCT9

GWAS IZ & ) IERERIEICHEET AT VR
R—%—%& LT, NPT1, NPT4, OAT4 & MCT9 b,
FBRINTWS, OAT4 I, BEED T RME D
BEREABRICERL, REBOBFRIUZETWS
EEZLENT WA, NPTLIE, FIZERBOEAIR
MEMIOEEABEICERL, REBOSWE
ToTWBEEZ LN TWA, OAT4 & NPTI
E D, invitro ICBWTIREEB £ SN/28
HERIZBVWTEDRERBEOBRZICES LT
LPAHTH 72, BEOWEIZLY, WISV A
R—r—&d, MERBECEELSZTVWAZLE
ARG AN 7 o772 49, van der Harst 511, o> —
i LR E Ok — MFROSME O, MiERE
EENFHLZ2 7795 NEXTRIZ, MCT9 % o—
F$% SLCI649, OAT4 % 1—F$5 SLC22411,
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2 PDZKI, GCKR, LRRCIG6A, SLCI6A9 L SLC2241] DE=ZT AN LD ME IR
BfEY A TL L, LRRCIGA TR E5HThHb. (OUEE 5 IHEZE)

PDZK1, glucokinase regulator protein %I — N4
% GCKR & LRRCI6A DEmFENC X AMER
RIE~ DB LS L7, D E, LRRCIGA
DA o #{mFRUC B RERE & O BE 2 7
(H2)% #LT, 420BETF DR TFEIOMM
bz, BRENICINERBIENE ST
EERRLIZ, 7B, TOHRTPDZKL IEWN 25D
FIUAR—F—% R, REEEREAEIC TR
FERHES AT T2 ERERE LTHE, GCKR
1% glucokinase DIEHZFAH L TV EH0FTH 5,
MCT 9 i, BliR, TENER, HBE, IESCHEICE
BLTWDY, BEEREOBMIEEARETH S,

3. BMHEIRERIAE

FUERBRIE L, MoRRIC L 2 REE

BELZZOHLVIZL22H LT, BRICBU
HREBHEBNOKTE/ZISWMOITTEIZLY
REEFEMESTTEL, BRBIVELX RTEAT
hbH, HERTIZ, HEEET HEERDER
BOEDITEALRIERERETH S,

A. ERERFEXK

SHERBIVE S, FHRefFHERELRZ
EBTEHNL N, KRR I B2 X 5 ERIRIE
WD VA, EHESLTURBEARCED
HEUBRENSE . REHAE, BHEER
BE ME BB D 7-10% FBEICEDHLNL 9, £D
FERELT, BRBEIES XD IREBEOE/HE
PRAL, EROICRFREEEEEAEMLT
WADHEEZLNTVWA,

EHRAEEASIE, BHERBOESRE
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D 10% T E T8 DN ERORER %
BDb, BEILTHFEEZE,LOEETHE &
K, B, ZREPEMETIEHVEARLETH S,
WAL 220, M CPKRIMEI A4S
T YOLEARREOLVIEETHL, EHE
AUBAELFRTHEHOEEILX, SRET
LELWEBTH LI LD B, BMEARE
FIRELT, #HEFMERICLIREOBEHIOER
, VWbW5 delayed CT, MRIREHFIERED
ERIREIZBWT, ERART EFHEPT
I-ENEELEBICRLILTHDL Y £
7z, EENZXDITRETHDITTIERL, Bk
% NSAID Wfk7% & DR E T o5 EEN b o7z

EEIIRETHEEZLNTWS Y, FHITEL,
FREZLER,S 1 BREECHETSY
FHIB L\,

FERF L LT, BROMENAREIER
ThoEHEEINT VDS, EENIC X Y EEEE
EREML, ERoOSRENR - EHEBRI N
AfEERI LEMIREICZ Y, BBEEICE
MBRFACLIZ2BMBREEELRT/OTH
BEERZOLNTWS, $7:, BHEREEILIE
CEERSEEAER A LT VERR,
EEBEORAIN Dy —ThLREED
WrHTHELHEEEIN TS,

B. BEE&IEF

EEEMEFELELTC &frTFSLC22412&
SLC249 PR ESINT 5 %9, URATI #I—F
LTV2% SLC22A12 12 B\ T W258Stop & 725
BIETEE GIT4A OT7 VIVEHED, BARATIE
2.3% BLERTH 57D B WK REE MR D %
Vi, THIET VT KEEDD GT74A EEHNARIZ
EoTBIRS, BIAEMREVIBERIZLDH
ARMIZ URAT1 @ GT74A DHEENEL ko7
OTHD Y% BERAOFHERREERILED 80-90%
(2 SLC22412 DEEFEENVROOLN, GT74A
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HEISLC22412 ZEED 80% L HDT WS 9

EAERIZBWT URATL X, IS +50E
BEUTRBROBRIUEE, REESHEIRESR
DVEFEIZ 5T Wh, URATI ORIBIZLYE
LWRRBRIER 234 845, URATLIZE
FERIE CIREB B WIN O LB 215 S % HoTw
BT ENIRENT V5,

GWAS I[Z XN IMIERBEE BB E D D 5 RIZ T
ELT, FIWI—AMIVAR—F—LLTHHEE
Tz GLUTY URATV] #3—FLTWAEIE
T SLC249 | E SN2, #D1%, GLUTY
URATVI 2 RERZ AL, FORBICLVEFHE
RRBRIAE %25 | SR T2 EBTFHE Sz w012,
ZOZEHMS, GLUTY URATVI X REEZ BTk
I HHEICEEL TWAZEFHLNIIR
720 @ GLUTY URATvI D RIBIZ X 25 ¥
KRB MEERNOREITI T TH L7120,
URATI RIBIC & 2B R PR B IAE & DERR b
DREUIEEL 302, L, 20 ¥pI% £
fh9aL, REEFEMEEDOIEIZETH S CUA/Cer
3 GLUTY/ URATvVI DELRIBIC KB HER
BRIMAETIE 1.9 FBE L, URATI E&RIBIZLS
KPR EE ME D 0.45~0.87 LD LIS T E
fETH L2, Ik, FHEHRECIEZ URATL L
NORBETIPUB bF Y AR—F—HFLET
ZOIxtL, BEEE TS #E T GLUTY
URATVI DA D+ UV AR—F—IZBEEENT
WEWIEIZ—ELTWwS (H1), Thbb,
URATI KIETIZEERIEIC BT 5 REEF I
O VAR~ -2 N L THEEETHOI
%7%% GLUTY URATVI RIEBCIZMEREKEICE
IBREBERIIAITEAETON LR D, 2D
#& &, GLUTY/ URATvI RIBIZBWTIE, #HE
ARSI BIARBTMEEELTY
LEEZHN D, GLUTY URATVI D54 /KB
FEBID CUA/Cer 25 DORLE L WEBEEZRTZ
ElE, RIEMETEBINIZREED 40-50%F2 &




