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Abstract

One-eighth of adults are Chronic Kidney Disease (CKD) in Japan. Intensive multifactorical
interventions are required to prevent the onset of End Stage Kidney Disease (ESKD) and
Cardio Vascular Disease (CVD). In this report, we will describe hypertension, diabetes and
hyperuricemia that are the maximal cause of CKD, as well as our findings.

The hypertension treatment target value of the CKD patient is still controversial.
However, the prepotency of the Renin-Angiotensin-Aldosterone System (RAS) inhibitor is
denied for the patient without proteinuria. The characteristic of hypertension to be found in
the CKD patient is Na-sensitive hypertension and disorder of the circadian rhythm, whereas
the improvement of the medication adherence is important, too. We showed that adherence
improvement of long-action type Angiotensin II Receptor Blocker (ARB) olmesartan had good
influences on renal function. Also, the decrease in albuminuria was found, too. However, we
were not able to prove the renal protective effect for patients with CKD Stage 4 or more
about the direct renin inhibitor aliskiren.

40% of patients with type II diabetes mellitus are CKD, and incretin related drug and
Sodium Glucose Transporter-2 (SGLT-2) inhibitor were released, and the option of treatment
expanded. Recently, it has been known that various mediators and nervous systems were
involved between gastrointestinal tract and kidney. This is called Gut-Renal Axis. As for the
incretin related drug, it is suggested by gastrointestinal tract for body fluid homeostasis
maintenance in that through Glucagon-like peptide-1 (GLP-1) which is a main mediator to work
to kidney. It is hoped that the incretin related drug prevents progress of diabetic nephropathy.
We examined the effect to inflict for renal function of alogliptin and showed the possibility that
alogliptin improved progression of diabetic nephropathy.

Hyperuricemia was associated with a cause and progress of CKD seriously, but available
therapies were limited to the patient whom renal function decreased. We performed the
change to febuxostat in the CKD patient whom the uric acid level did not decrease in
allopurinol enough. As a result, the uric acid level achieved the goal, and the renal function

was significantly improved, too.
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The kidney links with various kinds of organs to maintain quantitative and qualitative

homeostasis of the body fluid and finally manages the regulation. With the decrease of renal

function, metabolic derangements such as water, electrolyte, sugar, uric acid, lipids, acid base,

bone mineral, iron and erythropoiesis develops. The noumenon of CKD is organ linkage, and

the viewpoint for it is important.
(HARERIRFZES MRS 2016; 12: 7-14)
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DHWEN BT S 18BN (Chronic Kidney
Disease : CKD) O BEEHIT 1,330 T AN L HEw ST
BY, RADZAD1 A2CKD TH5 LwbhTw
A, F7o, MBHENBEEIL 2013 EROKEFRET 31 TTA
FBABMO—E% 7285 Twh, CKD BAF LR
B D IMEIANCH D, HARTIE Stage 3 DEE DT
VONKHETH B 2 O R BRI E, 12
PEARERIRE 2, BLER EXE L 2 HO TS, K
JE D Meta-analysis Tl& eGFR O T3P #ICIE
T AHZERHLNITENTWASL CKDHEEOHP
EARIIE A4 (ESKD) ~oitj R i E (CVD)
DFEDOIIHITH 0, AR DA R % 22 IHHEDS
VI TH L. — I, ERERAFREL 1T
&I, MER MO, PR R ORIEZ TV,
ARG - I 407 VEHRE R E~NOKEZITH. M
HIRBED ZDEHONEDOVEDOTH L. KETIX
CKD 2B 2 Ik KON T % B ILE & BERAE, B
L ORRBIIEIZOWT, HBERZZELHBR5.

(1) ZHEE

CKD ixOB RHE 2R3 2 W RIEH, B
W, MR, WHEPR R L) OfFFE, $12015 g/gCr
UFEoOREN MET7 V7 I vRE LT30me/oCr
YlEk) offfE, @GFR 60 mL/43/1.73 m*&iii, D
TN FEZEM A3 A AL LT 52 & L
N, GFR, REHADL X NVIZX 5> TCKD A F— Y
G1~G5, Al~A3IZ/FHENTWA. FI1Z, CKD &
7 — VG3b~GEH KW E A AL E R R
(cardiovascular disease : CVD) OfefETTH %
LW EHOBIRNIZE THL N E o TWh, T2, 13
PO EARB LT VT I VIRAEFEREA T R K
HEAR4L - CVD OfEMIRNTCTH Y, ZoRFEMT 5
TLIZV ZADEL b I EIRINT VA,

(2) BE&RE

BB AREOERE E U OB RBEMEEE, Bk
iE, BUCRERARE S, RS, WALt REN S R
Jlia B (autosomal dominant polycystic kidney disease :
ADPKD) % ENLL &2 HDTWA, HTHHRWEMT
BHE D S BT HEEIEA S b B, 1998 4 &
D16THY, FHBMICZTIVT I VIROME L
HTHDH., 7TIVT I VIR 30mg/gCr LL LA EF B e
DIHL INTHBY, 7T I VREIC X Y BEkRE
T, DBRETHRAEALT 2720, R OB & G
BUETH 5.

BALAE X, SILE OFERE DK R U7z R BRI O AR
L& MEOMMALICEDS HETH Y, RIUICHA-2
EIMEOBEA L, JRFTRIZZ LW ICBRIMYIC 2’
END DL\, BIREELER BB, ®Ekic
v, KBIBAEOFREE LTS5 4R 58NAs s
NLZERREETH D, RANLEINTDH 2 RBIMEZ
BHETH LT, HRBREEOET TS EE R
L Twa,

BVERERIRE o T, BB R D FVOId [gA
FRETH 5. IgA BRI B 28 2 e 2 JRAT AL Gk
RO MIR & JREE) 2L, ZOJNE 7 5 LA
PR L BEAEMICT, A U F T L - RN IgA
R CIDWHEFERDO LR TH L. HHARI IR 7598
(R#EH, eGFR T C-Grade I~III #dt5g), HLHkAN
EIEE S CEAK, WALMERZ € H-Grade 1~1V
ZWRENIT, KEARE~DY 27 DREHULELT .
HHE, RARMESR, Pui/MMiE, X7o4 N
CIE5mpkdm i Aly, RRmldE e &2 v 5.

ADPKD &, W2 BB h i & & 12
FEATHEICSRE - R L, BIRDAOfE 4 Olig# 12 b R
EPELZHRANTRDFZEOHVEEEFIRETDH
5. 60 E TITHPEDKEIBAEICES. BN
KRR, mifgmd (W&, CT, MRD ZTITWw,
A5 PR3 C B 2 TRBIIREE, OB BiE D RS A DS 22T
HbH. INETRANRBEREIHE I TV RDr S
7275, TEMPO study (2T tolvaptan DA &)HEATR &
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, WEAEMA750mL LETH Y, 2o, BEAER
73 5%/4E LA E O THIR T 5 ADPKD #1288 W
TiE, TOMHPHERINDIZE > TV,

CKD &EMlE

1960 4EA% 2 & & 1ML 0 3 % B R BRS04 & -
7z, BENE [IERMIEIIE AT & L5
BTHED LN, DWTHENAZF & L7FZER G
DI =N e HEH 2R LM AN HEATE 7.
2010 FFEF TR BED T A K54 ¥ Thekls e BEE D
ROLNT W22, RIEIIEIHEIIE L VR %2
HEERDDL LI -TETWE,. —F, EHK%
35 CKD BEHEICHLTIEZLDHAL FIL 2B
WTHEAEIX 130/80 mmHg D FTHb. ZITK
HRZEIFHEAKREZ AL 2\ CKD BEITH LT
— %X 55 & kR D 140/90 mmHg ICFRE SN TW5DH S
L THh A fxilt, CKD BHITB T ks 2 LR
DIRCHEN LA L L OED D D™, SHROWGE 2
LINTWD. BHROEZEEIZO W TIXHEHIEDE
FUICHEENDH D, |HARE RO R\ CKD BEITH
L JSH2014 T% ACE B2 3£ %> ARB PL4} 12 CCB %
FRFADTELTWD. 2F ), ‘AR ZVEZIC
BT % ACEi 2 ARB OEFEMHIZRD SN o T
ETw5b

ﬁ&®w4b74xfaﬁm fEAFEL ) D>DODH
%72 CThH, CKD BEITHB W THERYE R MR 3R
LLTKRELMETH S, Kojima S IZHEWE M & ILE
Db HE BRI eGFR 2MEfETH 5 2 & & ik
LTwA" ®IFEZ CKD OFIE - RIS EL KT
F. 104MTCKD 27— Y GIG2 D #H D CKD %
FIET A B, TESIME TIX 1.21~1.67, 118
SILELLETIX 1.73~217 & LA L, IE% SEIFE O
BHEIZBWTLCKDDY) A7 b2 L RENT
Wh, HEAEVER L O — i 2 5K & L CHARRILE
RLAFHME, BEORET7 Fe 75 YV ALERD
5. CKDEZICHONDRHME LTI, F MY 7 A
EMEIMEE ZNICE5HAY X206 N0 H
%5 ZHIUTERERECLI DAL TS F MY Ak
M2 ) 72D IKICERIRZATH) DT, TD=®
Wb W % non-dipper R riser B O H 1L+ %= B §
5. Z000, RKMICKELEA 253570/ T ¥ —
VDN L EBEDOBENEIRENT NS’

L%, R UET S REYE & RO BT L BEE A
PO Ll FETHL. TV FATO v &R
G LA ZEDTVSE, TURATO VA

9

1% B 52 3E @ osilodrostat (LCI699) %> MR F 5 3 o
finerenone" 72 & CT& %. ¥ 7z spironolactone % X
TRIEBRICBWTHE SN TW S —7 TRAS
%m$%®ﬁﬁﬁﬁ'%ﬁrﬁmf’bwfﬁﬁUﬁ
LMFEDY) A7 &5 & LTl % 5,
T UV T vy iR P (ARB) <‘: 7rIF
Ty yEMEBERNESRE (ACE) OMASHLEIE
WE VBT 2H7:DIHBMANTH S Z LA SN
728 X HICEIMEZME ) CKD B3 405
ARV IFBLIOEETCDO) A7 BEAFIIBNT
ARBWIkbH{, PWTACEITHLILHREN
721,

EBEEOELIZBIFA AKI 2 LIFLIZEZ 6N, ]
A & L CRASR M % 3 Ik F§ 12 X % normotensive
ischemic kidney failure® 25848 S Tk, Bl
WEE L TERERINTE225, REDOHIR Tl
OTRHREERRZ L TEOHEHENHHERINLE
Z&9.

ERERIMEEIE! ARB FIL A HIL 4 > DIRE
FRET7Z 0 ABENBHEEEICEZ 2HE

CKDERZHETRL=V—T vFF5 v v—T7IVF

Z78u YR (RAAS) IXEMH s Tws. 2L T,
DIAFA R MDY A7 Z2H L, BIE & B BEG
LTWwaZ &Mz TRMERE~NORITZ INE T
5. o, mfnybu—»tﬁﬁﬁﬁwﬁﬁﬁi
BETHhHDIIEITHR. L2 La2s, 24 kI
WAHIMET > ba— VidEERO 1 H 1 Ho¥S5 Tl
—EMICHEETH Y, EBEORG5%21T9) 2 L%
W, L722S5 T CKD L 0EHIE, 7Ty F+T v
vyﬁﬁwﬁﬁmW(Am%)@;b%%&ﬁ%@%
BHDIC, BEHKICTH 2 MRS SNDE, —)
T, E% 72 B EHOME R LE LT 5 EILE %
HT5HCKD BEIIBWT, X VhniosH &%
WHBIEZBRWT Fe 7o v A2 T 5. 2L,
ZFIIZHEBANME L BROMEEE2 L ET S, Lz
MoT, AWML CHIMEZ Y ha—VTE L3
AN EEZOND.

HAETIE, 1H1M (QD) & 1H 2N (BID) #
BOMPEET 7SV ADETRKRLZZD D%
oz, bitbitid olmesartan % IV T E liLUFE %
9 CKD BHICBWT, RKEME & BERIME, B
L OB RE~ORBIZBE LT, QD (#) & BID (i
AT EBORREDHE T2, olmesartan % #,
AHIZENZFN20mg NIRFFC, 22D REME % il 2
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Fig. 1 Changes of eGFR during administration of
once daily high-dose olmesartan. Mean + SD.
Paired t-test
Abbreviation: eGFR, estimated glomerular
filtration rate. *P<<0.05.

LTWwWaAEIMEEPE) CKD B& 39 %I2x L, 40 mg
Feal 1 MOWNRICEER 2 7 ABORENE, 2%
FIMFE, eGFR B X URPHzET V7 I Y& (UACR)
DOEALEBIE L. 2O, MEIZE HITELE R
O h o 72 (FEIMLFE p=0999, # £ E ILE p=
0.826), eGFR IZHE % LA 278972 (p=0.0424, Fig.
1, CHR® &L D iRifk). F 72 UACR A E M % 729
7200, AETEGhro72 (p=0119). KEINF+ %
BELTWVWAEAIBNTYH, EHRBTFETI VR
DI EAEREREICD RV 5.2 722 LRI S h
7z.

EEMLZCEEE7Y XX L 20BN
BRAEIC5 258"

TUVAFL R N0FFECDEL L= v—T v FF
FrYU—T7NVFAFO YR (RASR) OWF5E Y
OB PHIE SN TRAEENL = VHEETH
5. INETOWIED S RAS RITH 7 2 96 B i 5 K
FTIERL, BIE2EGS T ST RMBICHEG LT
WhHZEPMLENTWAS, ZLT, #EANIZ LS RAS
FOPPHIALLME A X > b O R, IEerPEE AR
ThodHI LW, %L ORBBEHKRE TN S hTn
5. RASRO& Ll E T % L = v OFEEG %
ET 22T, TOTROISZIHTS, w9
IR e 25O 7 U A F L g, BRERD RIS
L WD B X OB~ O B oo ] B s i
ENTBY, ThFETORASKIHER L 13872 5K
FHEEEH W SR Tw b, SO TIE, CKD
BEENEIZ, TYAFL OB X 5 0EHES D
LTV AFL Y OHFRGICX 5 S 57425 BIER)
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REME T2 LMz, BAHROHER B L OBk
WZ0F g B RIR R A L 7.

BIMFEADE CKD 2% (n=43, aged 537 years) %
gL 7YAFL yonHofhRid 150 mg
L7 BRAT S 2YA1E 300 mg ([2HE L7z, B
BWIMIZ6e»HEL, HIZLE, IFEZEMCTHE
L, M b basiess & IRmA % 5206 L 72. eGFR %% 30
mL/min/1.73 m*2L Lo #E & 30 mL/min/1.73 m*Aiil D
BT, HesGET L 72,

150 mg #£® systolic/diastolic blood pressure (SBP/
DBP) 13 6 # A2 1268 +21.6/69.3+151 mmHg (f&
FE-74/-83mmHg) (MK F 3 MM %2R L7z
—7, 300mg #Ei1x 6 7 H#%121335+14.0/715+11.7
mmHg (B -21.1/-146 mmHg) (2 EIZKT
L7z, & eGFRH (n=27, 65.6+27.9 mL/min/1.73 m*)
L K eGFR # (n=16, 229+49mL/min/1.73m?* ®
MICEREE TR o7, EARIEE S FIGREDS 14+
25g/gCr, %56 # H#%2311+17 g/gCr TH - 7.
HREA WD, KT %R L7z, aliskiren 2 5-
%6 7 HOZFNZEFNORIFEROMEE % LKLz L
ZA, 001355 —0049 I\ZMT L 7=, I Cr flid 4%
LS. ptEmEAY 1.78 082 mg/dL, #%5-6 7 H#I12 181+
110 mg/dL &, AREZE 2RO LR, o72. & eGFR
B Cud, mi CrfE 28128045 mg/dL 20 5 127+
057mg/dL £ L7z, L2 L, BEEZLZVWDHD
D, & eGFR #: T, I Cr il A 249 +0.64 mg/dL
25269111 mg/dL ~N& ERM@EM R L 72, &5
Hif% 6 7 H OEJREMOM X 1L, % eGFR # Tl 0.023
25 0007 I L7225, 1K eGFR #: T3 0025 20 5
0049 & AL 7-.

AWFZEIBNT, BENL = VHEET)AF L~
13, CKD BEIIH LT, MAFORKTEIEITEMEAD
LHEAEGSTAI LI, S5 5RIERRE
RL, |ARZ A S, B EH oW REM:
BRMB L7z, 7Y AFL VI3 CKD ICBU 5 H M2
EHTHLEEZOND. 7272L, CKD Stage G4 LA
LTI E 5% 2 BRBE T ICHT 2EENPLETH D
(Fig. 2, CHR" & 0 3K#) .

CKD & #EIRR

2012 4, 2 BUBEIRIF K9 % ADA/EASD O &
FHIZTENT TOEBM EHOT MV TY XL KR
WG 7 iR s iR Sz, Z 212id ACCORD #tb&
DOHEINEQHND X9 7%, T TORME MBS B —
ABEOEZ FIEEERL, BEORERLTRICLL
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Fig. 2 Comparing the gradient of regression lines of the serum Cr level of low eGFR
group. Left is before administration (—6 to 0 month) and right is after

administration (0 to 6 month).

Abbreviation: eGFR, estimated glomerular filtration rate.

T, EEZMAIMLT A EPEETHLED A v b —
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DRI THIME T 2 RE TH B L v I G’
B shTwiz, Ziud 2015 4E @ Clinical Practice
Recommendation (2 & 5] Z kA3, FHBLEH TH 5
SGLT-2 [HEIHE T TH I OIH) & M| THPb N T
5. 2RIBERRE I 5O S CKD OB &3/ 48 &
Wb T, BREEEE T metformin 2 L
DT, bbb IUIRKIGERNT REFEHHE Sh
Tz, R TR EOFE A - 72 SU #l 7B LMK i
B EHHTERVREIER»Z SR L THH LR T <
%2 o72. XoTinsulin ICHL 5 2B R W L
D& olzhs, 47 LF v BEEER SGLT-2 FE 3
MBEm S, BB RIS 7.

BfEEFTCOIE Ty AL LTI, MPEFFEICE LT
&, FIEE Tk HbAle (NGSP) 7.0% K23 %
CECHIEEEEZINT S Z EARENT D5,
SAPEEHE DL CIE, BHEAR IR (3 2 itk 7 A 2 >
P =V ORGRIZIH S 2 TIE WS, HEHRERICE LT
1, BHESE - MERIC B D IEHEIRHE OB T S 2
TIE R L, M4 ONFE - BHREICIS U722 m S 2 8 iRj
TLUEND L.

HEGE D BRI T & 7V 7 2 VIROREFTH
D, ERTANF-BORIRIC L S FERD, M
AR O I8 AT REAR T O HE4T % 3D 5~ 2 W AEMEAS
HbH., LHL, CKD AT —3 G4~Gbh, M#HI L
ZBWTIE, =34, EaTFkE oBREY
LTI R,

DPPAHEE7O T 7 F > OVERKMEEED
ERICRIFTHE

T AR O R 95 16 W 0 A IR B L 2R
Dipeptidyl peptidase-4 (DPP-4) inhibitors (DPP-4
BHAESE) 3ARImAE A2 A Uic < <, FREMmd kL
WS WIESEDRDH 5. F72, BRENRICET A58 D
WG SN TRTBY, BRI % 085 R EHE O
Bz BYUEE L LCHIfF s hTwb. DPP4IZi
SHOLEVHFAL, TOMEEICL LLMYRR)EDT
MEFEEIN T3, F720xi, Gut-Kidney Connection
F 7213 Gut-Renal Axis & 5 9 BE&ATRIE S Wi bss
LRI A 72 A 774 T— 7 — R MRR A G-
LTWBZENGghoTERE L7 LF VHHE
ZZFORTCHEERATFT 4 T —%—TdH5GLP-1 %
AL, ARBCE T TR O 72 D 1AL 5 & BB 8 <
ZEDREINT WD, PERFEEEOMEICE, W
bWbA YA VKPS SBEREOERR ED
metabolic pathway &, P/NAEREE D> 5 SR BRI
J¥£ % 3 72 59 hemodynamic pathway DK E L oD
V=D b5 A7 LF rHEEED insulin 2 & D
ZNECTOMERIGIE L RRY, TOWMIIIEHTSZ
EaifEs NG, 22T, SRlbivbitid 2 BUBERAG
%4 PF4 % Chronic Kidney Disease (CKD) Bz
ML, 7aryTFrEESG L, Mgy ba—Le
& DI REN OB R MR L 72

36 % OMIRIFEEERE O BE (T 23 41, Ak
630+13.1 7%, f# % M M - 163+9.14F, HbAlc: 71
+1.2%, 15-AG:50+31ug/mL, eGFR :71.0+289
mL/min/1.73 mm? R 7V 7 3 Y HElEE (Urinary
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Fig. 3 Comparison of gradient of the regression
lines of UACR before administration and
after administration
Before: Y=3992*X+71.93, After: Y=-6.335*
X+91.68, P=0.037
Abbreviation: UACR, Urinary Albumin-to-
Creatinine Ratio.

Albumin-to-Creatinine Ratio : UACR) : 1115=111.1
mg/gCr) Zxf L, alogliptin % 6 7 H¥&5-L, &5
A6 HMEREKLZ. FofE, HbAlclZiXiz e
AEEALZ RO Lo 7205 15-AGITAZEIIHmML
72 (p=0.0059). BEHEREDHERIZ O W TIL eGFR IZAH
BAERBO LD o720 (p=06439), UACRIEHA L
7= (p=0.037, Fig.3, SCHK* & D iE#). 7 HbAlc
OWHER, FUAEFICHTTTHEVITAD T,
alogliptin ® UACR AR A = >~ v — v i24k
fflrvwboeEz b, —Ji, eGFR 2%ERICS
mL/min/1.73 mm*BL FAR T 5% & @ % 2 A 47 BUE
WRIGVERHE & L, F4T 5 15 #ITDOWT D eGFR
OHEE & @BSH L, alogliptin 3¢ 5- 12 eGFR O F i
A%k A, DEFRIC ERICEE L Tw.

alogliptin (¥ CKD & Zx L, &5 TE 5
ZEAURIEE N, E72, BERRIEESE O ELT &R A
29 R D R S .

CKD & JRER

FRBRIE S EREHEORK & 20, 72, Bk
T2 D ED S ORBOJEIAMET L, SIRMRILE %
29720, WREEETHLEDNH L. FHELT
(&, PRI E A A R0 U T3 bR R o A BRI HE 2
W, RERPEAER T B U TR ERDE SR 2 H v
B, EHREREEAEDICON, I (FRICIRIREE
MAEAESE), WEALERIH] (TaT) ) -k l)
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Vb1 DIEENLETHS.

7OFU ) =I5 T xTXIRAEZY FADEIUEZ
(LB EHEADRE A

R ER MUAE & (& I3 JR BB 4% 7.0 mg/dL % 88 2 %
RETH L EERIND. RBEORE T O BEMRR L
64mg/dL L\WbNTHBY, SIRBIIEDSRRT 52
LTk, BRRARE B ZIRESMRPINZIEET .
Z OB P2 AR R BA B 98 7223, B & OB
T, RERBARPHREIMNON TS, JHEE T
BRI SATEAE L, BEMEE R SRS
N5, T/, RETRRBOREENSHRVIRELE L
T, SRBRIMAEICHEED CFRALA M LA, WL H
R - IR S L, BRI 7261,
EHERIERERELKTREE52EZ 5N TS,
P B VT D EIRBRIUE I B RRE T o fEN 1 &
ZZ25NTHEY, BTG RERME 7 mg/dL MLk,
ZHTIE6mg/dL LLETESKD ®) 27 255K % %
LIEBEINTW B2

LA LA 5, BRI 2 SR IE O G
AT 2078132 L 3frbhTuni v, Z0FRIC
i, PEREH ST AN, BT L Tw
HZEREBIZBWTHHALO S WIRRICH 5722 & HER
LEZL. Tul) =i, FHUFUOFFYY—
YaRMEL, RERAWKZ N 23847225, 7)) &
WaAL, 32»OMBRABERICLRET LI LM
LNTW5, 7a7) /)= VidHLF Y Vv F - F¥
F—XIZL s, HERE X TY -
DT L., X7 ) — VIR TH 5720,
BRETEAME T L7z Tid, M iR A g % L
3L, MERBMEZ KT 2 HETHET S
CEDVHEL o Fo, Ny ZXTaxa RS
N2 REEPEIMEAE SR L, BREMCT L2 BE Tl e
HANES T A 7-OHEIR I N v,

2011 4E 5 HIZHDENS THIE S N/ F IR BE T
WT 27XV ATy ML, FTYvEkeHElhni
O, FHrFUFFT T —YA0BIREEL, Bl
WIHERPICL )XY F o 35— Emiinro
FReICHET 5. $72, ZHRIEKZ 22 L0 5
ERSREME T L2 BEICBVTH e, Bk
DT IZE D & FHRIIC M REEME 2 KT S8, (A
HAEME 60mg/dL LT £ TOEWERELEZRT I &
DR TRENTVWEE. 72 7F VA% v M,
EEOBEREBK T RE CRTGREND R oEE
BG5-E o T0DHA, R4 IHERRE HRE S oD
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Fig. 4 Change in eGFR (mean = SD) before and after the start of febuxostat treatment in patients

with a baseline eGFR<15 mL/min/1.73 m? (number in parentheses indicates number of

patients).

Abbreviation: eGFR, estimated glomerular filtration rate. *P<<0.05 vs Month 0 (paired

t-test).

HbH. ZOXHZ, FLVRERETEOSERIZLD,
HERE IS0 B R R IAE D REFR Y 7 TR A D 3%
IZoWT, Mif$T5Z DML LRYDOOH 5.

FIT, bivbhITa 7y ) — VoI R ERE
METCELVERERKTEZICNTE2727F VR
7y PO BEZEBROEREMFT AL EHW
L, UDEAWMBTOTZZTFVAY Y MZEBR
MBALTRISE, S512, 727FVAY Y MIIBE
BEREANDEEIZ O WTEEi % 4T - 72.
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