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FFXFNET2THFRYREY Y MTXBHBANRO L

D gAbE, Y PR MR (B - ILE)
e ®EY, A% BT, WG Y
Bl P, Ok MY, M Y

]

=1
TEYER N (CKD) B X IMERBBEATE W S &A% <, B RBR IR 3 B AN 4 R0 i O L O fE BRI 7 & 72
5. BT LT A 8A, mIRBEIE GRS U CORMBIRIIEES IR R CTld s <, RERA Bl 2E
THob7ua7Y) /=) (ALP) bREIEHICHEEZET LS, 727F VA% v b+ (FBX) ZREDIETY) VHRFH
VF U XV —PHEENEAERECOMVONL LI, BIRMEBRERIHLERTH L FFX T
F (DTN) dEASNTW5. KHIZETIE, CKD 24603 2 BIRERIIEICX 3% DTN 8 X U FBX OG#%)
RAEIBL 72,

S RIRINGE 2 95 CKD % 194112 DTN 0.5, 1, 2mg & %\ & FBX 10, 20, 40mg % 3-6 7»H ¢ o4
T 5 MAER R AR AT - 72, B HE B TR - IR 247V, B RE O R G R 1 2 53 L 72

MEREMEIE DTN 58 & FBX &5 CH%TH Y (5.5 vs 5.1mg/dL), HEFARERAME MR (eGFR) <
45mL/%3/1.73m?* DIEFNIZB W TH HEAE I 2 h -7z (5.5 vs 4.9mg/dL). IfiE (121/79 vs 123/78 mmHg)
RMIHRE, ~EZav ¥ Ale (6.1 vs 6.2%) DTN & FBX THEA IR, BIUOMEsL7F=>
(1.14 vs 1.16 mg/dL) R 7 V7 3 VM (219 vs 179mg/gCr) 12 DTN %5 & FBX &5 THEL
EWITFRO SN h o7z, 14 BNP (48 vs 55 pg/mL) R IMLiE H &% CRP (1.60 vs 1.41mg/L) B X OB L A
FLAD<—%— (BAL LDL 94 vs 102 U/L, {GTERRFEACHY 339 vs 354 UCARR) ICH HEA T Rd o7z,

CKD BEOEREEMAEICX L, DTN X CKD A7 —3 G3b IZBWT S MiEHRBEMEZ T 5 DIZHRHTH
D, LI RERRKE TSNS 28 FBX LRSETHLLEZOLND.
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ML UTHRIET 2D TIE AR L, HWIERICHES 595
RELET LA YR v ZREFEREO L) S RE S
NTW2 Y OB MR & 2 SRR T 2 KEA
4> (ESRD : end-stage renal disease), IA47Z: & DG
BRERIBEAEDOFEA 2RI TR§ 5720121, &
TEEERIN LRGN 2 A LTV, WA& 28 L L Rt
M r R TLIEDNEETH A,
ERERBIR TR B AR 2 EOSRERINIZEED H LB A
WM ER (chronic kidney disease : CKD) & #WF
ENDAH, CKDIZBWTIE, ESRD ICHTT HEBEFN
WD T T THRL, AR ROFEZE 2 &0
WERIET AV AZDBEOCI ENEH SR TV B,
75T, CKD BETIHAEHEROBEENEEIC LS
A, EOHTREIRBRIAE DRI, REEAFEIZIRAPIHE
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K1 WHIEBOE ST

AEHn (%) 64.0=15.6
MR (/%) 14/5
PR R BRI % 8 (42%)
WA LA 6 (32%)
R 5 T 4 (21%)
Z Dt 1 (5%)
BMI (kg/m?) 24.7+4.7
PEPIME (mmHg) 125.1+7.8
PR IME (mmHg) 79.9+7.7
L% (bpm) 78.4+16.3
I3 FREEME (mg/dL) 59+1.0
i L 7= (mg/dL) 1.06+0.27
eGFR (mL/min/1.73m? 54.4+18.1
JREF7 V7 2 ¥ (mg/gCr) 179+256
A PHE
I 6 (84%)
IR 6 (32%)
i S 0 (53%)
AN IIKERT 3 (11%)

BMI body mass index, eGFR & RERAEHEE.
F¥+SD, JEE (%)

Wz end, BHEEREEHBCHERTLZTY.
TD0, BIRBRIIVEOEIIZBWTIL, B0 e
ZERTLUENRD L. B, BRTHwHNS L) I
o572 FF X7 F (DTN : dotinurad) &, 7u~X% ¥
Ry X730 i ERERORIERPEREAESE I
N, X BERYIIRME BT DIRE N T Y AR—F —
Td» % urate transporter 1 (URATI1) #[EL, M
KAWL RBE A TIP3 2 LAUREh T3,
W XEOREE L Y DTN X, SREkMAEEHE (GFR :
glomerular filtration rate) 30 mL/43/1.73m? ¥ TO
BREREICH WO NS, FEHEHIRIZBWTCKD &
B9 % B RBRIMAE B 2317 5 DTN ORFERNRICE L

TR T RERPEHR I N TR,

AWFZEIZ BV TIX, CKD BHE O EIRERIMIE X3 5
DTN OR#HR R %, OMERGEREFICRITT 8L
FROC S PR BR i A ST SE & FRBERRT L 72,

MR EFE

P Th R K249 BE B sk - w5 e MR @ e @ CKD
T 5 RIRBBIE RS 19824 L Lz SRR
IUE VL PR B2 S 8 mg/dL Lh & A W Id i PR ER INUE 16
I G ORER & L, CKD I3 5 5% Bk K 08 8 =
(eGFR estimated glomerular filtration rate) 60 mL/%
/173m* Kiiid 2 VIERP T VT I 2 30mg/g 7 LT

x2 AZIEBOIRAIZEH]

3 Al AEBIE (%)
[GHERE S
FIR 3 5 (26%)
BV KB 8 (42%)
ACE B35 1(5%)
VA AP &2 - STEiE S 14 (74%)
T BRI i R 2 (11%)
IR B SR e TR SR 9 (47%)
o R R LA 9 3 18 (95%)
Pl 5 (26%)
JIIKER IS 2 (11%)
FIE IS 2 (11%)

ACET vk T7 v v 1R,

F=2 (Cr) DLl & L7245, eGFR %% 30 A OFEH] 1 Bk
M L7z, eGFR X4k, MR &M L7 F=> (sCr)
X0, 194 x 4EHE "B xsCr M (LML x0.739) DFEl
HATHMLZY.

SFEIEGIC, MR A O B RER M RH ST IE L C,
MAIEBDIEFET7 = 7F VA% v b (FBX : febuxo-
stat) 10, 20, 40mg H»5WIEZ DTN 05,1, 2mg % 1 H 1
H 3-6 22 H 3053 2 FEMILORAERABE T 1T- 72
1fiL 35 PR BE Al 6.0mg/dL DL F & HEE L LT, FBX &
DTN O 5L R MO FIWIC L Y YoE L7zas, %
FHOFHEOHH TR, TEHEHAREB L CEHER
+, 9%HH DTN 0.5, 1, 2mg IFZF N FBX 10, 20,
40mg 1SRG S, BRI IS KR O G- RO H

FTh % d o7z, 2R MG REREOZAIZ X ) i JiFs
TERFHEIESND Y A7 T 57-0, AERBIMGFES L
O ERBIMAEGRIEE TRy + v 277 MMYIIEER
Fhh o7z, FBX BX DTN K5-HH o# TR0
JEE, ARENE & & b ISIEZRIEIRFRIM & FIRER O $RAT
AT o7z BRZIEMEL, 20 5L Lo ZiFORKIC
FliA 7 B X OEFEIEMTER 2 W3 & b
e L7z

— A L L CIi s, Mg A b iTm z, A
Na fJJR~X7F F (BNP : brain natriuretic peptide) 7
B XORE~Y—H — & LTIl sE&E C IoE&EH
(HSCRP : high-sensitivity C-reactive protein) % B3
WEFICE VPR L7z T2, BILA ML AL L
T, MRERWEEICL )Mo~ I 7 V7 Fst
KIbE ) R&EH (MDA-LDL : malondialdehyde-modi-
fied low density lipoprotein) %, HE)#rE (FRASA,
Wismerll, 550) (2 & 0 i OiFE PR CHY (d-ROMs :
derivatives of reactive oxygen metabolites) 3 & U4
WA iEEfbie (BAP : biological antioxidant poten-
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TzTFVIALY v b FF2X5F P i

PUH T (mmHg) 122.9+9.7 121.1+10.1 0.916

PRI (mmHg) 78.1=10.0 79.1+11.6 0.539

L% (bpm) 79.3=17.2 77.3+14.5 0.561

A& (kg) 63.9+16.1 63.9+£15.8 0.407
¥ +SD.

R4 FHEBNCBT D — BB

TLTFIAL v b FFx5 K P fii
ANEZTV Y (g/dl) 14615 14.3+1.6 0.198
A b2y (%) 44.1+4.6 43.0+4.8 0.158
AST (U/L) 27.1+18.3 21.9+7.0 0.114
ALT (U/L) 22.4+17.1 22.8+8.1 0.073
#waEE (g/dL) 74+04 7.3%0.3 0.172
TNV I (g/dL) 4.2+0.4 41+0.3 0.191
Na (mEq/L) 140.5x2.1 139.2+2.0 0.184
K (mEq/L) 4.3%+0.3 4.3%+0.3 0.746
7L 7F =Y (mg/dL) 1.16=0.31 1.14+0.32 0.526
JRE (mg/dL) 51+1.2 55+0.9 0.085
JRIPIREE 2 LT F= v 0.24+0.10 0.60+0.25 <0.001
ANEZTE Y Ale (%) 6.2+1.1 6.1+0.5 0.322
HDL-2 L A5 a—)b (mg/dL) 58.5+25.4 55.5+24.3 0.156
LDL-2 L A5 a—)V (mg/dL) 103.9+27.9 103.5+20.2 0.916
YRR (mg/dL) 174+118 162+96 0.282

AST (aspartate aminotransferase) 7 A8 ¥ V73 b5 v A7 x5 —+¥, ALT (alanine
amino-transferase) 79 =73/ +5 A7 x5 —*, HDL (high-density lipoprotein) it
3 £SD.

) R#&EH, LDL (low-density lipoprotein) {KILE ) REH.

tia) ZWELZSD. 2LC, BPTVT I V2 0E
HEE, R IFREG D ES A& E (L-FABP : liver-
type fatty acid binding protein) % 350 12Tl
ELZVLTF=Y (Cr) 1g U472 ) omIT|BE L TERL.

T — 713 £ BHEfR A (SD) THRL, K s
2O LR IS 0 & B Student O t Mg &
Wiz, WREBOREDOBIZIE S A 2 FHEE v
7o WEMEOFHBINE G471 & D EFHMi L7z, P<0.05
rHEAEE L7

BRIV Y v FEHF X ET LT, s
W ERR SR A AR B SRR Iz (R-8-
2). HENEHEEIMEOHE T M-V xFWH o
F, FMEZRE L.

& 3
*g & L7 CKD % 2§ 2w R BRI E £ E 19 Bl oy
BHRFZELIRT. HEIEEETZ L (73.7%), 4F

i 28-80 7%, 8% (42.1%) % BMIf 25kg/m? LA I
DOWEKETH-72. CKDDAF—IIE AL, A2, A3 (R

TIVT I <30, 30-299, >300mg/gCr) NZENEFN6
% (31.6%), 7% (36.8%), 6% (31.6%), G1, G2,
G3a, G3b (eGFR =90, 60-89, 45-59, 30-44 mL/%"
/1.73m?%) nZznzh 160 (5.3%), 561 (26.3%), 641
(31.6%), 71 (36.8%) TH - 7z. CKD O JFHEILE
PEAR BRI 2%, BREALAE, BEIRWUEEIELR & Th o 7.
T/, 2L OEBIHEIME, BERE, IRERFEER ED
AN 2 AR L Tz,

T2 GIEBI DRI LTV 728K 2 — B3 5 25,
18 Bl (94.7%) 25 RERILAETG I (T a7 J —)v 9
B, FBX 8%, r¥u*xvayvy h14l) ZIRMHLTH
0, EIREEIMEASRERETH > 72013 161 (5.3%) TH
57z, WILEZ AP % 16 Bld B s HF 3% I L
TBY, BEKRE LTIET v V47 v ¥ v D25
3 (ARB) R # V¥ AN L C v b Twiz,
F7o, BPBR S F R Hul & T 2 IR R GRS
ZHH LTz

e R I E PR3 O P 5- DA X, FBX 26474811 4,
DTN A7 28 8 Bl 72 - 7=, #5413 FBX 10mg-DTN
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0.5mg#: 276 #, FBX 20mg-DTN 1mg # 4510 %1,
FBX 40mg-DTN 2mg #4 3 <, #5MMI, FBX
A4.0+1.3%5H, DTN #3908 »HTH-7:. FBX
BLUODTNEGMICBI 2 BRI % K3 1R, W
HHEMICBW T, REICHERZEIE %, MER IR
BICOAEREVIZADON o7, F413ZFBX B
X U'DTN 5 O— AT R TH 255, NEF/BE
VRANT MYy N EOIMBETF— S ICAEREIL R
<, MEAEAL AT b IS, ME& N, I ERE
WKHEEERIROON o7, BHEOIRETH S
sCr b FBX #% 51 & DTN 5. CA & A i id 7 H
o7z R OREE/Cr i FBX X0 & DTN O 5555
o fz28, MiEREBMIZMIE CHYETH - 72, eGFR
A3 45mL/%3/1.73m? i » CKD 25— G3b D3 Bl
BB WTYH, FBX & DTN THLIH RIS A &1
ROLNL»o7z (K1), HEACH OIS MR 2B
LTi&, FBX & DTN THELRENI Lo 7.

R EOREOWEM R E K 2 1R T8, BikiEOTR
BETH 5 eGFR RARERIMKEEE 2 ST B RPF 7V 7 3
CHEME B X ORMEOREICL D EEI NS R P
L-FABP (213, FBX %5 1& DTN #5047 & 7 i
WId o7 B3IEMILA P L AT AT —
Th s, FBX#5H & DTN HGMIZB VTl o
R Z O TH 5 d-ROMs RBBEILIFE D 1o
TdH5HMDA-LDLICHEX I Bholz. Tz, Mo
HiRLae D CTd 5 BAP 12 MG HN CF B 2 i
RO SN h o7z,

X 4 /e ldSIE~ — B —Td A Il HSCRP, X 4 471
LB %2 RO 5 M4 BNP OISR RN 7S5 7ThH b
A, IS OIBEIZE LTI FBX %54 & DTN #45-
HOMICEEZEVZED SN h o 7.

z =

HAANZBU 5 SRERILE O FHENL, 60% 25K Rk
AR, 10% (X IRERE A EI R, 30% SR EETH
720", R E LIRS IR L ) LR
PEIAEIE D T ATRREICAI L 720 TH 5 Z L 3% »
EEZEZHND. IREPHMEEE L LTTaxA Y FIdE
A8 EL, Ny A7u~u AXEfER L LCEERIT
MEOBIUGEBDILETH L. INHITHN, FTFEfl
JAENDE X Ik 572DTNIZ, 05-4mg PG5 =T
Awnsih, 20X EWEHO) X 7134 7%, MR
MEFICBOWTRBE RIS S N7 Y AR—=F—Th b
URATI1 % & ) BIRWAOIICHET 5. FHEREDMK
TLTWREEITIE, RERPRIEHESE X Y JRER A
HKOHDPMRNTH B EEZHNEH, CKD BHZXF

TSV O 7 R BRIILAE 2R3 2 SR 49
10 -
O7z7FYREyt+ @FFXFFK
8 i [ ]
i : .
/B 6 | ’ o e - SD
R o { ° e
B : T
E 4} g : g
mg/dL e
2 L
0
eGFR245 eGFR<45
X1

ISR BRI B (eGFR) A%45mL/43/1.73m? Pl E (n=
12) B X 0°45mL/43/1.73m? Kiiti (n=7) OB BT 5
TxTEFVAYY bHDHWIEFF X5 NG oo i R B .

Gk L2AWZEIZ BT DTN 12 & 5 MG RBAE O
ZIRIEFE LI TH B FBX L A% ThH o7z, AKNT
UL, FEA S NZIREED 70% 1 RHIZHE S 5 A 30
%1% ATP binding cassette transporter G2 (ABCG2)
WX BE»SEPICHEE S D, ARBFZET DTN 3R
PR EEPEM 2 F WIS 722%5 DINIC X %
URATI M55 & ABCG2 FlEDIZ 112 fFTTa XA v

F (2.6215) X X 7a~nr (1.524%) 12T
P Y, ABCG2 % A3 % IR EE O 55 HEl 2 135
AN oz HMEI NG, —T5, A% CREEREL
PIHIgE & LT S 7z FBX 1d in vitro EERIZB W
T, URATIIZIZEE %5 2 % \w)5, ABCG2 # HET
5T ENHEINTVEY, $EoT, AiF%ED CKD &
#HT DTN 28 FBX & [AF2 B R Rl 2 K T S 272
Z LiE, DTN ASEIRMADHINCIRME D URATI %
P4 5 & & HIT5% D ABCG2 12 & % JREEHE 2 3%
ENTAERTHDL DRI NS,

o bR IMLAE | 8 MU 2 B e v, el B AR JE 2 & D s
MERDOY A7 5 e L HICHEREOMT 2 AT
%1920 CKD B#FI2BWwT7a 7Y 2 —) (ALP : allo-
purinol) 12 & % &R EEME B L, BREREACT % $il
L, LIIEAXRY M 2B EE2 2 PRI Tn
%% CKDIZB W T B ENET LSS, R
PR HEMEAIE S 38 DR T ATHI IR S AL 2 7200 SRR BE AL I HE s
VBN ZENLVA, REEEAIHSEE LChim
WCHWSHNTE L ALP I, B BEEIH] R vh a1t 2 5z 8158
BURIE 7 EEELAERRR T LMD Y, FITER
LERFTRIZO) A7 HEL 5552 ALP 35 TH
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mL/min/1.73m? eGFR mglgCr RpF7ILTZ uglgCr R L-FABP
Dl 1000 20
80 800
15
ISD sD
60 600 s
10
40 400
5
; ) %:
0 0 0
ZxTHYREYE BFRSK FZxTXVAREYE FFRSK J2xTXVREYN FFXSKF

2
T2TFIAY Y bHDHWIEFF X T FEGIHOHEFR LB R E (eGFR), RPT7 VT I B L OTRAITFIHE
NRNGEER: &4 (L-FABP).

ucarr d-ROMs uiL MDA-LDL umoliL BAP
500 200 4000
400 -SD
150 3000
{ sD |
300 [
100 - 2000
200
50 1000
100
0 Z 0 2 0
FxTFYRAYE FFRSK 27 FYRAYE FFXSK 2x7XIYREYS FFRXSK

3
TrTEVAY Y FHDHVIEFFRT FREGHICBIF 2BALA b L AOIREE. d-ROMs {EIERRFEILH,
MDA-LDL v u ¥ Y7V 7t FEHilkE ) R&EH, BAP AWSrydtE{bh.

mg/L HSCRP pg/mL BNP

5 200

4 Sb
150

3 SD
100 I

2

% 50
1 /
217 ¥ VYR FFRXSK 727 ¥YREYE FFXIKR
4

T TFEVAY Y bHHVIEFF X T NGO MESEKE C KSTEENA
(HSCRP) 3 & Ut F b U 7 AFR X7 F K (BNP).
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PV E B O i PR IR ML V25 % S 69 51

W) v ERERL, ¥ TRy —ER
LG5 LI YIRERELEZWHIT HA5, FE, S
N5 LITH-57ZFBXR METFV RS v ML, T
VERKERT, LDBBRWCFTIF ORI S—E
ZMH L TALP &0 S MR T ERICENS & &
DICEAEBHIIBVWTHERLEIERZ /29281
DB e TN R 0 R R I B & R
& L72 NU-FLASH #7828\, FBX 1, ALPIZ
W, eGFR O¥INR 7 V7 I VIROWAIENR TV
EPMESRTEYY, PERFVRS v P OEIR
P IMURE & 5297 5 A IR 1 BRE AR IS B W T EARAE IS
TUVTIVREBLEETWEY . RFETH 7
DTN & eGFR R RH 7V 7 3 VPRI T 5 28T
FBX & A& TdH - 7.

CKD #EHIM-OIME RO Y A2 2% <, ALPIZL %
HIRBIMERBEZOY A2 2T A2 L 2aid L7z
25, OB HRISBIREEOMEEIC X VIIEL, TDH)
WRZE L LCEAEA b U ARKIEIC X 0 IS Nz B RE A
BEINLEZEPHEIN TS JREEEARIIHT
BALTER =/ 3THA2WMETH 5%, MIEHN O NADPH
(nicotinamide adenine dinucleotide phosphate) % ¥ ¥
F— Uiz M T A LIS DVEBILA NL 2R ED,
6-7mg/dL LA L DR TIIREEE O I X ) RIER
MR R % 23 2 W REME D % 2 7P NU-FLASH #f
FIZBWT, FBX 1, ALPIZM, JRERCTFIER 2
Noeebiz, BILA ML ZADOIRETDH % i O AL
LDL (low density lipoprotein) R&IE~Y —H —TH 55
K CRP 23l LCH 0, ARIETIEDINOZ
5 OIREEICHT 5528 FBX ERI%ETH 72 o T,
FBX % DTN I & % &5 bR ER ILAE (6 5 VLo 1455 o 410
FNCEN D TTREMEAEN S 5 2S, I O 5% o BEH: %
H3 hMAEEE NG E L7 CARESHIZETIE, ALP
HOEEL DD FBX S HO BT B X LA
COREDN% D72, Z D% o FREED #f %8 T,
FBX #5-HEC B 20 IME A X b OFA LR 54
ERBED R oY, T MR F U F
U —EMEETHL FBX R hOF VRS Y b L
BT, AWZE THW 2 #EIRW URATIHERETH %
DTN &, @hIRE L BRI 20 mE A XY boYy A
ZIZRATTHBIZOWTIE, S5 LHERMEICE S
CTFVANRENLLENHLLEZDND,

¥ 7, NU-FLASHMF%E T, ALP# 5 # 12X
FBX £ 5-# Cld A% LM B LB IRBEME OB CTH
BHNRIARE R E DA LT W2y, ZHIZiE FBX #1C
BOTMENL VEETH -2 L ERT L EBbh
5 k4 DMENTEE S L U TRET L 72k

TY, FBX #5451 2 ABONHEMIME I ALP 58 X
DL E o TVAY, BRBMEZL=Y -7 ¥
VEA T Uy REIESCME 2 MEST L E L1
M5 N B2 B AE R Na IR &2 #0il L CIUE© EF 25
HIEDPHEINTVET gL, % rFr
FF T F—LIHERIC X B BRI BRI % T
BRIRENH DT EDTRENT WS BV DTN IR Rk
MHRESE T H B A%, AWFZEIC B TTE IS8 5 8
FHrF XTI —EYHEETH D FBX & ARAED
%<, FBX L WEDME KRB TIEHZR L2 &2
5, MEZFF2E0% D, BIREELR LK % #

L CHDMIAETR Y A 7 ORI 53 2 T REMEASHEN &
n5.

RIFFEDORA L LT, DEBIZx G e L72mmo
RETHLD, BEOIEFT V2L LTk ) kB
DOREMMEIC L RSN ETH L. T, REOHYE
- ARBRBRA AR O MR I R B A TR O o+ v 2
7T MAMERT A ENTE LD o270, HAME
PERINC & 2 BF T AN O A R IIE B E T E .
ZLC, MRBBIMEREEE LTHWAFBX & DTN
GTEMB SRR 5720, K 5 SRR L2 K
TA5ILICX DB REFET 2 2 L1303 L baY)
THRWITEESERH L EBbh b,

&

AT — T G1~G3b @ CKD % &P 7 5 i IR BRI AE
FIZBWT, IR 2 REEMHI 2 TH 5 DTN 1,
BIRNIETY) DR F U+ F vy —EHEETDH
% FBX & [ASEQMFEF KB MENZ & 5, ME, #-
PRERFH, BILA P LR, KER EOMERD) X7 R
EpkEE, EREOBBRIINTLIEBIILECEEVEE
ZAHN5.
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Therapeutic Effects of Dotinurad and Febuxostat in Chronic Kidney Disease Patients with Hyperuricemia
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Patients with chronic kidney disease (CKD) are at high
risk for developing cardiovascular diseases and hyperurice-
mia is associated with the progression of renal dysfunction
and the incidence of cardiovascular events. In this study,
we compared the effects of dotinurad (DTN), a novel
selective urate reabsorption inhibitor, and febuxostat
(FBX), a non-purine xanthine oxidase inhibitor, on cardio-
vascular risk profile in CKD patients. Nineteen CKD
patients were given DTN (0.5, 1, 2mg/day) or FBX (10,
20, 40mg/day) for 3-6months in a random crossover
manner, and the indices of cardiovascular risk were evalu-
ated at the end of each treatment period. Hypouricemic
effect was not significantly different between DTN and
FBX (5.5 vs 5.1mg/dL) even in subgroup subjects with
glomerular filtration rate (eGFR) <45mL/min/1.73m?
(5.5 vs 49mg/dL). There were no significant differences

in blood pressure, hemoglobin Alc and serum lipids. Indi-

ces of renal injury such as eGFR (51.9 vs 50.8 mL/min/
1.73m?% and albuminuria (219 vs 179mg/gCr) did not
significantly differ between DTN and FBX. Significant dif-
ferences were not observed in circulating markers of oxi-
dative stress (oxidized LDL 94 vs 102 U/L, reactive oxy-
gen metabolites 339 vs 354 U.CARR) or inflammation
(high-sensitivity CRP 1.60 vs 1.41 mg/L). Plasma brain
natriuretic peptide did not show a significant difference
between the two treatment periods (48 vs 55pg/mL). It
is suggested that DTN has comparable hypouricemic
effect to xanthine oxidase inhibitors even in stage G3b
CKD patients and the effects on cardiovascular risk profile

is also comparable to xanthine oxidase inhibitors.

Key Words : uric acid, hyperuricemia, URAT1, dotinurad,

febuxostat, chronic kidney disease



