SXZIANFIAARR

w R —

AMEEREELICK S

SRR £ 3R 7 O RELEIRAY
SRSIANF A RSEEERE

— 74 %L/

o g%
TR D

E:3 9

2 BUBEIRIRE % A 0F 3 2 120 BN 0TI 1k
TIVERATRYRZDO WD I F 7)) a)LFa
A FZEFFROBENEEAIRESCEEG L T»
%, TR 7NaNF ad FREEINBREEEL
I L, RIS E N L iR 5]
FIINBELD, ZNS5ORTFEINHIT S 2
EDERDOHELE D, 74 2L VL, ERT
a4 FELRINK S 2 J)La LT a4 FRAEKRE
PidETbh 2, 2 BINEIRN 2 & 0F 3 2 12 B
% %% & L7z FIGARO-DKD 8% X (X FIDE-
LIO-DKD iBtic ¢, 74 %L/ v&L =V -
TYYF T vy RHFERIGENSG 5 L
T, B DEA RV ) R IZERICETL
2o 74 %V T2 BUBEIRIE % A 0FT 2180k
BRI LT, L=y s Pudt Ty v
PHEESE & OPFHEERDFEH I N WD TD I F
N aANT af FRERETEHETHY, 5%D
2 RUBE IR 2 & 0F 3 2 121 Ao D 2 i 1o 48
L3 EBHIGFINS,

DIRR I —

HoOH O
LU T

& U & Ic

TV F AT 0 i 1953 4 ICFH L I Nzl
WxFLEYTHY, IMMENGEPE K TOKP
TV LA A OBRRINAEE, IFXFkhE
HEEEZAEL WS, IS0, L=
YT UPATFYY Y TAFZATuYE
(renin-angiotensin-aldosterone system ; BT
RAAS L 18F) ZA LT, BlgeDOg Mm%
EOMBRCHEBILTWwWA I 25 vandFasf R
Z 4% (mineralocorticoid receptor ; A T MR &
B9) 2L e s 2 L THREINTL S,
MR 1YV A v FIEEEERTFTH D, WHIE
MRE ST 20, TILRATRYREDY
Ay FIZ k> TR E N 5 ERNICEAT L,
R OBIETORBZRTY, PVFR50Y
WCBEE T B E LI, BRI o T
DRI S 7 2 FFEET NV F AT 0 VRED D T
Lb, Lo Ladds, BERVIPI, fifHo
WEEIZ SicB»TE, Mho7 VA7 e
VIREDYEE T < Cd, Ras-related C3 botu-
linum toxin substrate 1 (5L Racl L B%3) Z/
LC, MR2SEENIEHRES NS 2 EDHHS 2

Keywords: 7 4 %L /v, S %7 anLFaf FREEK, 7IFRATOr, FEREEHE R

7RI 7w AEY T VAL

VG EERKRELHL A =y ¥

INL TV REHEXF A ANT 7 =
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1L X NTWw 22, MR OBEREIEEAL 3 805 2
Hefb 2R L, B0 £k o Tl
ZEET 2720, ZOX)BINETIETIVEAR
Fu YR MREWHIT 2 2 L SEETH 25,
2022 43 H, JEATu A FELERII % 7)1
a)F a4 FREFRESZE (mineralocorticoid
receptor antagonist ; A'T MRA &1§9) TH 2
742V v, bHBEICE T 2 BERE
2OET 2 1BWER 727 L REA2IX
BHTHATh O BE 2R ) ORI E I35 T
BLEIREDRBEZ T2, 74 %L/ VIEMR
ZEPEHET 2EHTH D, 2 TIRRIE (type 2
diabetes mellitus ; AT T2DM & W59) % &Hf
T 218 (chronic kidney disease ; MU T
CKD ¢ I§9) HBEFITEWT, BE X OIS A
XYMV RAI7RET S 2 LWfEcE, B
RIFSHEA A F 74 > 2024 Tl&, TACE fHESE
HDVIEZARBIZ X 2GR TV T I VIR%E
G o BERBBRBFICB LT, ERAFOA FIS
F 7N anF af FREER (MR) #HiEE (74
L/ V) L, BREOETIIHICE S LSS
LHESES L — F B TEIRE LTw» 39,
AHETIE, T2DM z&0f9 % CKD Dkl &
L CO MRIBEFEMEAL & REbEE, 74 2L/
v DBFERERERRS, BUREE, EERKTO®
5hHEREITOWTEKRT 3,

I T2DM Z5%39 % CKD DRk & A RRE

T2DM 13 CKD ® Y 2 7+ TH H, T2DM
BEDIH B 20%~40%23 CKD #FGET % &
ez En 2", CKD I3 BHEEDL B D T 43
Fifii T 2B ThH D, ETT 2 L RME A2
B, BRHPBEBMESLEL 52, ¥,
CKD H# TIE R 0 BB 2> & DI R (car-
diovascular disease ; LI CVD &ME9) DIEE
RO RDBENT 5 2 EBHEINTED,
RS, RS OBBNANEETH 5,

T2DM I8} 3 CKD O FiE Xk Vg,
R OE B, B © o B G
AT, HHI A & 20k, e, IFEo
Bl L HERE ST\ %, T2DM Tld RAAS 28

JUEL TE D, Z0h CKD DiEES CVD D ¥
JEICHFELTWwEEEZSNTWS, Lizdo
T, TP T vy A H#EENES (angio-
tensin-converting-enzyme inhibitor ; 2 T ACEi
LWET) kT v IA T vy v IZERE
3% (angiotensin II receptor blocker ; LI ARB
LHET) BHwWELZY s TP A Ty VR
FHE#%E (renin angiotensin system inhibitor ; B
T RASI £1%9) 23, T2DM % &HF5 % CKD &
B E L TEAND T A F 74 VTR %
NI E LTI T & 7551010

Z D RAAS EFEEMALIC X 2R E X, 7
WRZTaYOEFHTH L LEZSNTWS,
BT EAEEE TV v FTkinh 7
VAT aVREN LR LEARS D26 3N
TWwaH, RASi W5 3N5 I LT, 26D
BRI N, £, TOETL
ICRASI E 7LV FRTFu v 25758, HA
W ERT 32 ebmEsnT0a?, 5102,
FEfE oy MR ET LV R AT R Y 285
T2, HREESCHEARMHKE T2 2 L o#HE
EhTwz®, ERLAE7LVRAFTVIE MR
ZRFNTEELE S B 2 LT, BES DI E
IS RAEPRE L 2 (R S &, fisenbEsE 2z 5] &t
FEEZSNTLE (@ DY, LesoT,
T2DM % &HF3 % CKD ¥z 8\>T, CKD i
JEHIH CVD FHiD oIz, 7VREATRY
 MRESERHEEA Z I $ 2 i5RP NI L 2 5,

I RASiIC&DEARY MIFIEERYRD

N E TDE  ORBUBLR KA D K53 X
D, RASI I3 A Ry FoiflicEHTHE Z L
DR EN T %, RENAAL SBT3, BRiE % f
5 T2DM I a ¥ )L % v 2 #eh L kiR, BEae
IV RRA Y (2L 7 F =gk, BHEAR
£, BHE) DY A% 16% WP I (p=
0.02), %8, DIEEAZY FRAL b (DA
BEZE, WaRsrh, DARF AN LEROEIC X
2 ABE, SEEREINR E 72 (3RWIMAT RS, O
BH) DY RAZIZ 0% L7Ds, BEEICE
Bo ot (p=0.26)"7, IDNT BT, &
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Lz Py Tvr -
7L KX 570 % (RAAS)

TLTATL Il
ToFrTII |
TroxTIU

TIVRZ7E>

RAASIUS DR
HERTR

B3
BIBARIEI &

IRFNANFAIRZEED
BERIEMEE

B1 =XZLIANFIARZREERFECORK EHE

RAAS : renin-angiotensin-aldosterone system

HRZ 9 \ILEE0f T2DM I A VR )L ¥
VERBG LR, BEGZ VY FRA v (2
L7 F = of5k, KEAS, £2%0) oY X
7% 20% P I ($=0.02), AiABRICE
Ty, DIIEEAZY FRA Vb (DLIME,
FEFFOCMDZE, DA X 2 AR, BKinE
ARV FELE YN 0V A 71% 9% A
L7eds, HEEE Ao (p=040),
NS DM TIZ, WTRLBEAL Y
FRA Y F2ERIIHIL 228, BARV %
“FERI IIHICE b TiE Ry, 74, DL
BUHAZVFRA VI EEREER D> T X
¥BIEIRTELPoN, Lo T, 5FT
BERIE L L THERE I T E 2 RASI T,
BRVAIVBEET B EVZS, TiE, IO
RYVAZELT, WHREDEIBILOWEET
D59, ZHD—2E LT, HIHEL % MR
WAL D3H 645, RASI 13 RAAS 7% HIIil
LCIh 7V R AR50 v EEZRET I8 2725
BRI LBET 2 L o AT LT L
FATO v PHEERTZZE8HE, ZOHR
ET7IVRATUY 7 LA 7 ANV—=EEL, ZD

FHFIZ 40~50% 12 b L5, 7VRATRY T
LA 7 20 —DFERIFWIREIC IS S iTwv ik
WA, HENEKR S L2 BEIcBn 3 ACE
(angiotensin-converting-enzyme ; LT ACE &
W9 ) G E 2 5 0 = 2 o — 7 %Ik ACE #2i%
ENTETUCHA TV IEREEVREZS
NTw3Y, Zok)iz, RASITRIIFIL E0
2TV R AT R YD MR ZBEGEL S
i 2 5] S/ 2 B Z SN T 5,

E 512, MR i3 RAAS DAt IC L > T
flfl SN w2 EbAoNTED, S
A, SEEREBRZ £ 28 RAAS 1 S 37,
Racl 2/ L T MR O¥H %2 JiEI & 72 D i F
Wb gL Isz L bHmonctns (K
1)2,4)o

L 723> T, T2DM Z&0f4 % CKD 28 \W»
T RASI A & % RAASHIGIZ BRI TH % 08
ZNTHERYRAIDND D, IS5 BENMA
PROSND,

Il RAAS FEEEROFHEROMESR
DX RRMAEZITT, RASIAL oAt %
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Bt L7 % oK Ef S e, £,
ONTARGET T3, CVD £7413@EY A7 D
T2DM BEIZ, TILIYALI L ETITILD
PR O LIMEE G v KR A > (DIEE,
DARMEZE, BAEH, DAEIC & 2 AR % Bt
L7, pElIick 23 o2 GO N
T, RIS B E 2 S LIRS
%l L 72 > 722, VA NEPHRON-D iB& T
', T2DM % &0f9 % CKD fB&ilcny Ly v
VY 7Y EDBRD R YL Y v B
T2, BEAEZYFRA Y (eGFRIET X T
DR, RWIBA4, F1) OEBEZBEHL
7, BEARRC B 2 EEAEERRLE Y
7 LEE, 2MREEE L o geto T
B k12 7 o 722V, RASEIC & 2 s A %
fToTVLBLIMIE - BA XY FDY X7 BEN
T2DM HEFICEBENL = VHERCHZ 7Y R
¥ L v % £5 L7 ALTITUDE :Bcid, DI
BoBEAARY P EIHT 2> 2 MEEL
M, KREBETHL 7Y AFLUVEETHEAY Y AIML
FERARIME & Vo 2 ERHRROFBEIE
LARVEDBLUE S B IEIcE > T 32,
RASi & MRA DffHICDWT, "—FX v F
RAYVIMITYVRIZZET I EVRH)ZET
VAR, BT 237 4 2L UERGTHEZ
7o, BERIEMEBORE - 12 R L T RASH I MRA
2L 25A0aME X O % 3l L
T X ZENTTIE, BERBECT V7 S VIRBET
DT EWRINTD, EAHY T LMAED Y
A HBHBICRML 72 EWE I TP,
T2DM Tlid7e\ %3, LAEHEEOET L 7 BEiE
DAZEZEZNR E L7 RALESHERICE VT,
ACEi Z &R IcAYn , 57 F v 238
MG L fS R, — Ry FRA YV b Th IR
RS S, BRI R T &
BoTWRH, LhaLads, 20%, FEHK
WCCEA Y Y LEDMISHE I N TED,
RV~ DORIEDERH S L Tn 3,

IS DIEFKABROREE, RASI & MRA D fif
HAE7NV 7S VRZETIRLD, DARDT
BEYGEIR LD TEIENRINTD, &b

U AEEREINE L Wo 2V 22 Hbh, &
DEHIICINSDFEAZFHT 200 EVHH
BB INTE T,

VNV 74XL/YOREORER LR

ZD &I RN D D, EA Y 7 L IMUE K
MmHE 7% EDRITERFEEY A 7 30 e wHiEo
MRA DBIFPEENTED, 74 2L/ VD
Dk arve 7 b CHFESHED S A
D—DOTHb, 74 %L/ VDRHFEDE B
LT, 20tz — FMLAYDOBEERD
S F o7, MEHP ORI IV E T NA R
V=T b A7) == 7w iz v,
100 7 =48z ke o, Y — FMeay
& L T dihydropyridine 1 (LLF DHP1 & B%3)
ANEH X N7z, DHP1 13 MR I3 2 3R,
FHEEEST STk, LA Ca? F v
FNUANDHEENRH 2 2 Lo, RBREEDIKS
ICHEDH o7, ZZ CDHP1OMIHZ S &
FAEERECERL, CNo0BEEFEY A
THELZDR 74 2L/ v ThH3 (H2),
74F%L/VF, 27 2P EVEABEOYE R
v UvEKREELTED, AER/ T
VRISV L I vDEIBATUAL FEtEED
JTelewvn, A7uA FEIMRALHKT S L, 74
F L/ vidEEy (bulky) #E%2 L TED,
MR DEREE R EZ B oREEA L, BENICE
fIT3E3NT05%, ZoOfEE, dBiETro7m
T —HERICEAT 2 b 00, REHERT
(a7 7 FR=%—) OEREBHIT S, AT
A FRIMRA &3 8% 2 8EFREHANY -V %
BT EDHEINT L5

in vitro TOIEFRFROFER, 714 2L ) v
E 7V AT v Oz IR BRI B
L, £7, MRIZNT 3 ICsi3 17aM TH % D
WXL, Ty FarryZERelEEaLvdad
FRFME, 7u7rA7a 25k, Aty
VERIRE VoD A F a4 FRILVEVREA
fRIZ3 T 2 1Cs0l2 49 10,000 nM &, FFEIRMEDSE
W EBRENED, in vive \TE T B B E
Tl%, deoxycorticosterone acetate (DOCA) -1
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>

MRZIEERICFIRL TV 2CHOMBRE B /=
JIVNIINA RV =T YR ZTY—=Z 2 TIEY),
100h&BABILEMNS, V—NMEEMELTRE

R2 714U/ VORHE

LEICa2+FrRILADEEEELL,
MRADEVEIRMECREEEE,
EYERErLEERL TREL

DHP1 : dihydropyridine 1, MR : mineralocorticoid receptor, CHO : chinese hamster ovary

WHERBMEETVIZBWT, 74 %L/ Vid
BEEB LIRS 7 ommzHL, S5
CIGEIAIME S % E S R wHET, %
fiE, LB L0V =T v U —h —DEE
FTd % PAI-1% OPN, MCP-1, MMP-2 D%
BARTSERIEHRINTL Y, Bl
HH#ERFEF CKD €TV 7 v MIZBW T,
74 %L/ iR vy = e, MR
FEE, Ry 87 oz E L, By
PEEDTEREANEL S WX 72 2 EHRE
N, oz, HERH L 72 T2DM €7 L=
T RACEBIREREG TS LTIV T I U RPARBRE
HEPZBD SN, 74 2L/ ViEZENS%E
WL 2252,
HFRICBIL T, 74 2L/ IR
M3, DK & Bk 11 TeafiT 3
ZELWHEDITEoTED, flid MRA & Lk
T2 L EIEANDAAME L, P b 9 2~3 IF
e, AYVTLRT MY T LG EEREA
DHELIRENTH 2 2 LB FHIN B0,

CZDEIITT ARV IE, ZOOTREESR
MR BHEEME, MR~ SEBE (A, 38
YERE 7 CFEDO AT A FEIMRA &3 -
R BL2 707 74 VERL TV SO0
L3,

V. 74 XL /Y ORBIEERRHABRNAE

74 %V v OESEE X OREMEIFHAAN
% & T [E B AL 1A 5 T AHGRER © & % FIGARO-
DKD % & FIDELIO-DKD 25 12 T 274l & 41
72343 FIGARO-DKD #XB#1%, T2DM % & ff
L 7= Hel O B FE 0 {6 v > CKD R 7352 4 % K}
RELTCVD DREEE X OHTRDE IS
B L <, FIDELIO-DKD i#f&!%, T2DM % &ff
L 72 Gl HOMERT L 72 CKD 3% 5674 5l %2 W4 &
L TR OBERE X O ROE T ICBIL
T, RASI OfEHERHRIC BIRE L2 L D7 4 %
L/ v OEMMEE LRl T A2 L %
HiE LTEmI N, £/, s 235
B L CHATICHIE & -4 AMHT FIDELITY &
13,026 B 2 %5 & L THEMBS TV 2%, fEH
EEI3DEEH THDH, FIDELITY OftH,
74%FL/ VIIBEHAEZY PRV (Bra
DFAE, 4B LRt T 2 X— 27 4 VIR
5 57% L EDRHEN 7 eGFRAET, BIIEIL)
DYVRI%T7RREHKLT23%MA I
(p=0.0002), DIIFEEGZY FARA >~ (D
AL, JEBOUOTREZE, JEBIUMMAET, D
AL BABE) DVARZ %27 IR EHIKL
T MR EFICHDP EE (p=0.0018), %E,
74 %V YEETONMIHIMEDR T, 4 2
HE ST 32mmHg EbTHTHD, D
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FIDELIO-DKD

(n=7352) (n=5674)
A EEFEER BEEEMEER
DMEES BHEE
TIURFRAR%2 TIURFARHT
TSR T BHR TSt RICHTBHR
0.87 0.82
(95%Cl 0.76-0.98) (95%Cl 0.73-0.93)
p=0.0264 p=0.0014

3 74 XL/ v ORKERER OB

FIDELITY
(n=13,026)

BREFHMIEE (FRIRAVEFHT)

BEE DOEERE
TR RH3 TURRA 2
TS5ERICHTBHR TS5ERICHTBHR
0.77 0.86
(95%Cl 0.67-0.88) (95%Cl 0.78-0.95)
p=0.0002 p=0.0018

LR ROFIE, 4 B ERET 2 XR—2 7 4 VERED 5 40% LA EORN 7% eGFRAE T, HhsSLOE A

IV FARAVF

R DAL, JEEGERL ML, JEGERRAT, DR K B ABOBATY FAL Y
AL RE, BRI RT3 < — 2 5 4 YR 5 57% Bl L R eGFR (S T, BISLOMA

IV FRA Vb
HR : hazard ratio, CI : confidence interval

HHEBETH -7, REMICEHLT, EAV Y
LIAEIC BT 2 EERRIE 77w R HF Tl
6.9%, 74 %L/ UEETIZ 14.0%ICHILL, #
D) BIRBEOTIRICE S HRIZT 7 2 Rt
T0.6%, 74%L/ VEETL1I%E 7 4 %L/
VREDIE ) DIEETH - 7%,

FIGARO-DKD i, FIDELIO-DKD i,
# AT FIDELITY OBAE & O, T2DM % &)
T2 CKD I LT, 74 %L/~ &RAS &D
BEHDERRNERM D CREHI N L2 5,

VI SRERRAODIA

INFET7 4 L/ ¥ DRSO R I % b
RTERD, FEOHARANDIGHIZED X I I
fTHIRETH A9 D, CKD IZiEfTEpEE T
HHrILEEFETLE, BIHRA, BH»50
BIFNADEEIC R 2, HAEW A2 AR L
TWVLERIETVAILE IS CKD A FoA4 v
2023 Tl¥, CKD O ERIZOMREF, WKz
Wi, IMERRE, WEERZMT CEIRE DAL S
7, F#I2 0.15 g/gCr DL EDEHIR (30 mg/gCr
DED7 VT I VIR) OFEDRERE ), @TGFR
<60 mL/%3/1.73 m?; DWVIFNnd, £71200
DWMAFN3 HHEBZA TR T 522 L3N T

W3S, Lo T, HEBEIIE W TIIENA
R T7NVT7 2 VIR, eGFR &\ o 7= B HEBEM TR
ZEWMICIT) 2 &, RZWIcEEL &
%, TliE, T2DM BT CKD 232 X
n-5a, MEEEORNBRIFTH - 5H
&9 THH 9 H, FIDELITY D fighric T,
R—2Z 94 ¥ @ HbAlc % V453 h7I 53 T b
L7zt 2%, XR=2F 4 D HbAlc DIEIZ D>
o673, 74 %L/ VIFBBLOLMEA R
FUVRZZEFIRTVBEILEDNRINT VRS
(B4)%, L#ds->C, MHAEREORBLA AT
TH>T 74 2L/ voREIZIEHTH S L
FRINDG, i, HEFFYTL T a—
A A A 2 fHEHE (sodium glucose co-
transporter 2 inhibitor : SGLT2i) 2SHIRIF A
72T <, CKD ICbBEIEo IR S N, T
52 EDMEREIN T3, SGLT2i @ CKD 124}
THRIERAAA AL, SFIEFEZS5NTW
208, RAERERIE 7 4 — BNy 7 3 S
32 ETHRIRANEME T T 2 2 & 0REHF]
PRIC X 2 RHOBEI OFIE, MET, Aiffs
X OB AT DRI D IMATENRE D BRI 72 &
BEZLN®, 74 2L v EBEHAAZR
LD B, ¥ 72, FIDELITY O EB5y 4 M fidtr
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BRE I RRA

T4/ B (n=6519) TS5+t RE (n=6507)
REOIBERS | rocag . q) | REAHEHN oo )
SFE 360/6519 1.96 465/6507 2.55
HbA1c* (%)
6.7LLTF 115/1693 2.38 1371778 2.76
6.748 7.5LTF 69/1618 1.49 116/1627 2.49
7.5#8 8.5LTF 94/1589 2.08 95/1529 2.22
8.5%8 81/1607 1.87 117/1563 2.74
HR [95%CI] RXEEHDpE
SRER i 0.77[0.67-0.88]
HbA1c* (%) 0.09
6.7LTF ——— 0.89[0.69-1.14]
6.748 7.5LTF —— 0.61[0.45-0.83]
7548 8.5LTF ——— 0.89[0.66-1.19]
8.5i8 —— 0.69[0.52-0.93]
T T T
0.25 0.50 1.00 2.00

TARLI BB T RBHEG

DMEEE I RRA %2

T1xL /B (n=6519) 77t KR8 (n=6507)
EROBENSR | (rochs. ) | FROIBUERISR Hosa &)
2FEE 825/6519 4.34 939/6507 5.01
HbA1c* (%)
6.7LTF 204/1693 4.06 225/1778 4.34
6.748 7.5LTF 172/1618 3.58 219/1627 455
7.5%8 8.5LTF 187/1589 4.01 219/1529 5.02
8.548 257/1607 5.7 274/1563 6.29
HR [95%CI] XEERDpE
SFEE HEH 0.86[0.78-0.95]
HbA1c* (%) 0.52
6.7LTF —— 0.95[0.78-1.15]
6.7 7.5LT —— 0.79[0.64-0.97]
7.5#8 8.5L1F —— 0.78[0.64-0.95]
8.5#8 —H 0.90[0.75-1.07]
T T T
0.25 0.50 1.00 2.00

T4/ VBB TR RBHMEM
4 FIDELITY I£&F B2 R—Z 51 VD HbAlc ERIDOESERRIT CCk 36 £ H 5IH, —MHMKE)
KL AR RORE, 4B ERET 2 R—2 54 VD 5 57T% UL EOFHEN % eGFRAET, BHILOWEE
IV FRRAL VL
2ODIMAFEE, FEEFCHILEIESE, JEBOEMKAT, DALk B ABOEATY FRAL ~ b
Rl L A
HR : hazard ratio, CI : confidence interval, HbAlc : hemoglobin Alc
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BRE I RRA

74%L /8 (n=6519) 75t ARE (n=6507)
FIROIBUEEGER IR (%/F) FIRGIEAEBIER HIER (%/F)
SGLT2i %) 9/438 0.70 17/439 1.37
SGLT2i L 351/6081 2.06 448/6068 2.64
HR [95%Cl] XEEREDpE
SGLT2i %') [ = | 0.42[0.16-1.08] 0.29
SGLT2i L HIH 0.80[0.69-0.92]
T T T T T
0.05 025 05 100 200 4.00

TeRL VBB T b REHEA

DMEEE I RRA %2

T14xL/ 2 EE (n=6519) 75t REE (n=6507)
FIRGIEAEFIER FIRE (%/F) FIRGIEUAEBIER RIRER (%/F)
SGLT2i %) 39/438 2.95 52/439 4.08
SGLT2i L 786/6081 4.44 887/6068 5.08
HR[95%Cl] XEERDpI&E
SGLT2i %) 0.67[0.42-1.07] 0.46
SGLT2i %L - 0.87[0.79-0.96]
0.05 025 05 100 200 4.00

S
5 FIDELITY ICH T B3R—R 5 VD SGLT2i B ER DI EFMET

(SCHik 38 X 0 51, —HHFEEE)

L BALORE, GERERHSET 2 =2 7 4 Y52 6 57% M EORHEIN % eGFRIET, BRI OEE

IV FERA Vb

2 DI, FESBCHILIESE, JEBOEMKEET, DAEIC X B AROEA LY FRAL ¥ b
HR : hazard ratio, CI : confidence interval, SGLT2i : sodium glucose co-transporter 2 inhibitor

DGR, SGLT2i DHEHFIIR—RAF4 T
7.2% L&D > 72 b DD, SGLT2i i o 1 i
b 6T, 74 %L/ VIEEBE X OLINE
ARVEYVRI7ZPFT0wbZE (B5)
SGLT2i Ml I NTwThRB 7L 73 vk
MEZEFTIEZIELRINTREY, 35
I, SGLT2i % > 72 KB NRBR D % 4 fi#
Wir s, @AY LMEEDY 27 3P § %
(NF—FE:0.84, $p<0.001) T EAEE I
7210, 2% FIDELITY OfEHRTH, 74 7L/
v DFERET SGLT2i 23F ST W 2 BETIE
74 %L/ VHEMBHC S 5T, HAY YA

it (MG A ) 7 LRSS 5.5 mEq/L i) DSEE
DI LTz (7.9% vs. 17.4%)%9, L 7zdi>
T, 74 %L /v & SGLT2i & DPEIE, W
KO E S WFFTE 2 2 55, SGLT2i
25 XN T % T2DM T CKD 3dh 1, &
BLUOCVDARY MY R ZIBIET S
70T, 742V yOEINEEGIEE LR
IS D DIt D ) 5 TH A,

f& S

SGLT2i 28 CKD % 72 13 T2DM 2 &6t 5 3
CKD D# AL, I5I274 %L /2 W
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FRIRICH SN Z £ 5, T2DM 2 6069 %
CKD &I IE R E RIRHIHZ M 2 72 L W2 5
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Chronic kidney disease (CKD) with type 2 diabetes mellitus (T2DM) is a progres-
sive disease with a poor prognosis, and the progression is strongly associated with over-
activation of aldosterone and its downstream mineralocorticoid receptor (MR). Overac-
tivation of MR causes organ injury through inflammation and fibrosis, therefore sup-
pression of these factors plays the pivotal role to treat CKD with T2DM. Finerenone is a
non-steroidal selective mineralocorticoid receptor antagonist (MRA). In FIGARO-DKD
and FIDELIO-DKD trials, finerenone could significantly reduce renal and cardiovascu-
lar event risk in CKD with T2DM patients who were treated with a maximum tolerated
labelled dose of an angiotensin-converting enzyme inhibitor (ACEi) or angiotensin
receptor blocker (ARB). Since finerenone is the first MRA that has been proven to be
effective in combination with ACEi or ARB for CKD with T2DM, finerenone is expected
to change the future treatment for CKD with T2DM patients.
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