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1% M B i J% (chronic kidney disease, CKD) % % 4 B & 'H #% % ¢ #¥ (mineralocorticoid recep-

tor, MR) B FLTE RN B BMREE > BEmERS R LR ER  E A
TR 5 2% F 098 RORE M M L - L4E’<Tﬁ RERERA S RBNEER £ — -
Bt > MR &g FLEF 2 —MBIEFRIIAMBHET F - ALV TREFTARAB LY &2
4% 3 %] (mineralocorticoid receptor antagonists, MRAs) T YA il # 76 #& CKD #u 2 4% 3L 2 AL - [ B
iﬁ MRAS (spironolactone and eplerenone) &A% 4 LI SRR R B % & A TR R » BlAMER

78 MRAs /6% CKD #9#F 72 4 R w5 8 € 2 ° Finerenone & #7 — X, 84 JE ] B2 MRAs © v [2] B3 48
MRAS;E HF SR Z R o B4 E B P 7T vA 45 Bl finerenone A L ] B2 28 MRAs ¥ 4F 64 3 8 / JA K
Yo o YT 2 04 K R B A BR R 3 5 4L & B finerenone 7 4 fk 9% Fr CKD 9% B A B IR Ae @ e 5 69 4F
B o BB  RATK M T MR 695 £ A - 3 H IR & B 8538 MRAs & CKD A= R 5
H%H% (end-stage renal disease, ESRD) #4 2k J fn 22 2 o % — 3R & B & 48 3 finerenone 4 4§ 4 F»

B AT BB &S o AR A BRI -

FATERA | BB E (Mineralocorticoid receptor, MR)
B 7 B ERETREIEIME (Mineralocorticoid receptor antagonists, MRAs)
Finerenone
1€ @R (Chronic kidney disease)
[BIME A (Cardiovascular disease)
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RiEALEFHIH] ] (angiotensin-converting enzyme
inhibitor ; ACEI) I Il & i #ffi 38 5% fe PHL &7 7]
(angiotensin receptor blocker, ARB)** o ST 3§41
55 AP - e B [RIEGE B IR (sodium-
glucose cotransporter 2 inhibitors, SGLT-2 #IfHI7] )
AR B B OR R SUR © - ERE Y2
FE R B ARER I BE - B Mg 48 - SE B
B DIREEALAIRCR « BR T SGLT2 #IHIFISh -
e T R R 2 He FE U (mineralocorticoid
receptor antagonists, MRAs) 7 #% 2% B 15 & ik £
AEHROR BT R e E B » 57 MRAs
BEVIN A2 5 - IR B SRS R S 1 o By o
o

B8 17 B 3 3= < B8 (mineralocorticoid
receptor, MR) BY{EF

FE[EIHR (aldosterone) s —THE[EFEAHE TS -
H B R K2 B By Glomerular zone 8258 o %
Pl 375 3 B B gk e 422 /N (connecting duct) AT EZ
B EIRE (collecting duct) HHYEE K7 'H I 3252 i
(mineralocorticoid receptor, MR) #& & * 54 fl$W
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F PR SSCRLT B 4 9 SEE T A6 5 8 P 0 1~ i A
PRI RS R -y E B A BRYIRE - L RURET
ZEIBEUR - BT BRI - MR 1E S #8AET
% RS A H KRB - G2 Ol
I P R A ~ L S LA ~ 5222t e
M RER ISR 7 o pEAh - MR AT DU AR F i
&l S 75 AL - B2 B R (cortisol) & {H L MR >
EIEE ~ SRS ~ S IbE ~ SRS IR GE RS
H1 Racl/Rho B8 2IEAL MR® « [KILL » BT 7E i
BRI JBR S 1y DA 4E - MR BYE AL ] RE A HAtl
FF € R 4= B AR - MR TS L E#E B RAETE
FA1LP'E (reactive oxygen species, ROS) £
B R I FERAE AR LI R E B A ° - MR IS
(bR AE P R — A2 (NO) BYAEK
LM AE I B AR SR RE I %8 AU T2 FSC R AR
S0 o TR I A AT DA R/ INE Y R AR R R
HEBE » 42 ROS i AR E 1L
(epithelial-mesenchymal transformation, EMT) °
fibroblasts 34 2E » 4 Tl i &P 28 o AR
L EAH AR AR A o 1588 I P 7 oy ) 2 R S HEE
P m B A M #2{E 2 B -1 (monocyte chemoat-

Tl
iR Principle cell % 5% fa

B— : MR @568 aldosterone 0 cortisol {E% ligand B ;&1 » IAEFEEH Rho/Rac1 1T ligand-independent 3RJE 1L o

MR B EESEABRZL R BIERERRIR - £8

» FRELRIRBVEG)EHAR (principle cell) RIZINEES

i@ (epithelial sodium channel, ENaC) - &0 R F5 IR I SER% 17 B - 18 B #PRE 5838 (ROMK) Rk @ &iE
BIKAEBEHNSME - MR hERE—FLE (NO) 8L - ERIMEULHE (vasoconstriction) F1ARZHBIRLEE
(endothelial dysfunction) - MR TRNE& &M EE ARG M ELE (ROS) EARRIARA RE - B - RBREEL

(EMT) DB #EHEHE(L (fibrosis) - RAVELREES
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tractant protein-1, MCP-1) ~ £ FUiEi{b 4= K [K] 1
(Transforming growth factor-f, TGF-§) * NF-xB
(nuclear factor kappa B) FYFRIH » $&AE 1 Bk & Al
M52 15 (podocyte injury) ~ B /INER P 34 HRCHH e 5
5 (masengial expansion) ~ B/NE B ZZ I E
Wk A IR © o 38 L 1R Pl e B BUE RR Bk BE AL
AR INEME Drae At (AE—) - MRAs Fy
MR BIFEGTR » ATDUEHEIH] MR ZIRE » RS L
PG 2% HH S P PERI R ~ v 1L JRR R i 288 1 v I
[EIHRYE (primary hyperaldosteronism) HY75Y% © &
— L EER =W 0 MRAs 1] LUK F 3 -6
(interleukin-6, IL-6) ~ /T HZ% -18 (IL-18) » MCP-1
FERF RS RN E G ; ] DIRHEE R
ARSI e e H A bl M2 RERAY (P Ay
FLRGATIAE ) JaRise 2% A S JFE 2 - MRAs th 3 B g
FRE KA ST - BN m B —SE{EZ& (NO)
AR R HETT RS 28 B RYERITL / FEHEDR (ischemia/
reperfusion) $E5 7 o 35 LLEBRAS L EE R T DAJHS
S MEBHRGHIIR R - L RE IR £ 18 B e 28 %
S FERTREAE AL (ankE — ) -

H 1l MRAs A] LL43 Fo [ B2 %5 (steroidal) F
FE [& £ %H (non-steroidal) fH fEEE Y 7 i PR FE
M JiHE » B8 KR IREER AR EE

MRAs

B : MRA #& MR 89/EF

EX ) )
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B H 43 3R 0 B B2 55 (heart failure with reduced
ejection fraction, HFrEF) [BE& 1 » [EEFEH MRAs
(spironolactone and eplerenone) FJ AL AFERERT.Co
I 0 B JaBe 11 o AR [ P MR As 7E0
B vy B B W BRI AT iR » (B AT S e L 31
e MEEEBHIRITER - BRI R L5 B
FRIF R FTRAR BRI HEE 12 -

EEZRE MRAs RURIR

— ~ 1M EHER (chronic kidney disease, CKD)

£ EL1# F RASIs 9 CKD fi5 i oh - [ 5 48
MRAs IR E & I A EINE iR LT e -
2014 455 F2 1Y Cochrane #f & 43 #T (meta-anal-
ysis) JER T 1459 fif5 A » % B [E B2 MRAs
BB a3 o] DARE S i PR 2 PR A2 (in-
office) ML » {E & B RAEK B JERAY T REAINZH
HABEZS B 13 (L3 —) » 2020 F 3 Y Cochrane
& 4T B SR BEHE 5745 RIS B AR 1R
CKD F " o RIS A s HE 5 3 Lh s - &b
5 P I B2 MRAs A] DAREAE 51% 2 FPRAT 4.98
EORRAEAYRZ R RE - (HAEE =g ~ FZ0

[ % 2 4 (major adverse cardiovascular events,
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#— : MRAs £ CKD #0 ESRD W& 24

S SET BRI L

2014 Cochrane meta-analysis

2020 Cochrane meta-analysis

2021 Cochrane meta-analysis

P AT CKD group (eGFR>15)
2EY) Add on RASIs
HEHR -61%
IIINES -3.44 mm Hg
WUSRF bR LR
HEFEZE ESRD RR 3.00 (0.33~27.65)
ETSERANES HEZDR}
A RR 3.00 (0.66~13.56)
TE L RR 2.0 (1.25~3.20)
M2 FE RR 5.14 (1.14~23.23)
pSNER2 eI HEZDR}
eSO 12

CKD group (eGFR>15)

ESRD group

MRAS v.s. FEHENRZE MRAS v.s. ZZRH

-51% i3

-4.98 mm Hg AR
RR 1.30 (0.69~2.44) fie
RR 3.00 (0.33~27.65) i3

RR 0.58 (0.10~3.50) RR 0.45 (0.30~0.67)

RR 0.95 (0.26~3.56) RR 0.38 (0.18~0.76)
RR 2.17 (1.47~3.22) RR 1.41(0.72~2.78)
RR 5.14 (1.14~23.23) RR 5.95 (1.93~18.28)
RR 2.04 (1.05~3.97) fie

13 22

eGFR: ml/min/1.73 m? » BHREREIER (estimated glomerular filtration rate) ; RR: FHEHEREME (relative risk)

MACE) H1%6 T J5 Al % A W 8 sp B (R R
— ) ° B SERE G AT SO JE R A R
iRz B IE B MACE Fy il i B HRES - FHi
KHIWFZE Al DUAIE - S8 RASIs [HETHEIR 7] DL
WEHEHIKR - BAAERNRARE R AN 244
ML Mk B B R ARG SR 1T e [ERRASE B
fEfkZ RIERALL VE B AFERE T - B~
{5 F§ RASTs HIHIApE A ZHSME ] MRAs B JE gz
Mzt - HETUIIREARIIAY - TIa — R R 8y
W25 & MRASs (spironolactone, eplerenone) £
CKD (eGFR: 10~60) /i IR - K5 R B AE
{5 F MR As F9p SEA T AR O R BT s 2 2 R
(HR: 0.72, 95% CI: 0.53 to 0.98) » HBIIREMERT
AR A MRAs RGBT 18 - BESRANIL - H
RIS PRR Z R IY F R HE T A% Bt 52 2Ae 58 I [T
$H MRAs B MUE BRI DR -

H A — {8 AR A 28 = WG PRGBS © Ben-
efits of aldosterone receptor antagonism in chronic
kidney disease (BARACK-D) IEfF3#17h 12 (R,
) M ERFHET OBk 2616 17 3b BIIE 1 E
Bgeges - - A H AT S R N - BEER S

hn_L= Spironolactone 25 mg/day F1Z2 R » B e
36 fél H - HEZEEABEKBE 3 E MACE » R
FRERASBE 2 B ER B R R AR I 2 F IR AR
% o RERARRERTHETAE 2022 - 2 A @58k
BaBrAG s AT o BET LL R IR PR A BR 0 SR mT LRy
AR AR M — BEfRE

— ~ R HAE M W (End-stage renal disease,

ESRD)

Ao L SR 2 R BT s R B 1 2228
JR Kz — o Rl » AN9RAE AR FH B g R A
ME T —FREEZEVHE - 2016 F—FEH
BT AT ISR T LR SURK S A ESRD 995 JE 0 ]
[l P 6 MR As DAY o R IRRHAHEL - ZHAME
FH [ % B2 MRAs 7] DR 66% Y0 I 26 &
F160% HIRZERIZEL R 20 « TEEZ » i
G ARG AEH - BUE
B A BE /N 30 A+ TR Z S E
g o A RS SR spironolactone 7
ESRD 5 AL ME 3R » & B spironolactone
HRUE A LES RS ! AL EER 2 Y
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BH 2HUTRE - 18 2021 £ Cochrane M5 & 43
BTSSR T 16 f SCHR L 1446 A1 A 2 > FIZ R
P LG - 50 FA[EIRERE MRAs 7] UK 62% HY /Ly
IMAEFET SR 55% HIRFERFET R (HE—) -
18 i M & 20 A A SR B LB AE ESRD s & f5E
MRAs HIEHIF R - HE/NOIE - RZHUK
FRE SRt AR AR - SEHERE R A A
TBAE R JE R

£ ESRD i A fifl F [ B 20 MR As 1922 22 1k
FOTHRKL > Al AE A ETT i flE A Y 26 = U
PR BB A SR 2k A AT BE A A e 2 o 7E Aldo-
sterone Antagonist Chronic Hemodialysis Inter-
ventional Survival Trial (ALCHEMIST) gk 1
825 fi ESRD f&3% » FE#&{# H spironolactone Fll
LRI - B AR B A — KA TR
B IBEZE ~ SR AR B IR ~ Lo g8
b ~ FEEan B B2 O IE BT B
PREAEEFHETAE 2022 -+ H & 52 G B B 45
M (RFR ) o Sooh— Il 55 R AU By Bl e e A st
& Aldosterone Blockade for Health Improvement
Evaluation in End Stage Renal Disease (ACHIEVE)
trial HHETEE ISR 2750 A7 MLBGEATFIE ESEHTHY
W At E ] spironolactone #0155 76
CHLG RS bRy 2 - SR A2 HEE]
2023 FFLH SEREEE © Rt - 1658 Rl R AU ER

& _ : BB MRAs (T PEVIERISE = HAERIRSUER

PR ER B s S 2l 2 BT ESRD s 285 i ] s 4
MRAs ¥ IUE B PRFERUR - IRRE A HEE
B(RE)-

JFEEZSE MRAs — finerenone
Finerenone 5y 58 = EIEEEL 77 F - & —
i 58 % > SRR MR SE & FEPUR ¢ (anFk
=) ° JR spironolactone # eplerenone /2% [
MR Y285 5 AN A » finerenone €3 MR
HUASRE U - T8 22 MR BYS & MR AT
(nuclear translocation) f£JJ %%>¢  Spironolactone
1 eplerenone H#ESR & MR BYFEHUA] » (H 2 MM
HE 4T RIE MR K (cofactors) ZE4E (recruit-
ment) B EEJJ » MY > finerenone A~ L fH 1k
MR FIHAZ#EEEE - E el MR §§A-FHI 5
£ 62627 o 14} 5 spironolactone Fl1 eplerenone fF
S Mk v B AR KA LB %% 0 T finerenone
R A M B R Lo 1 (R =) -
HIRZIEREIEEEEEH finerenone A
DIESSCH IS LV BYESHR (cardiorenal disease) HAURK
i B AR o FEE) Y EBE - %5 T finerenone FJ
CATEBGHRIT / FRRETAd ieny c e BHEE » thie
TEBA IS B BRI — A 2 o BB
PRAE SR T B2 375 508 A 55 2% 2 AR A L Y i e
EEY) » WA FEAR - FIREE/INE [ B

BARACK-D ACHIEVE ALCHEMIST
T SEUERE 3b IS RIE P RIIE A
R 2616 2750 825
489 Spironolactone 25 mg + ACEI/ARB Spironolactone 25 mg Spironolactone 25 mg
Vs. Vs. VS.
ACEI/ARB LR LRI
FERR ZERMSECELIMERSR / HE / OIMERCS OGRS ER - RBEIFEE OIS « St
DB ERE TEEAREIAR I ~ Lo B (LR ~ JE
B B a2 LI E e
REHER eGFR A1 H PRI CEt FrERKIZELC R T Lo I S A R D
ExfSpEiame M 8%
EATERER DEE T g R
R {ERER B
OB EEB R

ACEL [ME 7R IR EALEEZHIHIT (angiotensin-converting-enzyme inhibitor) ; ARB:
tensin II receptor blocker)

£ AU L e SR SZ RERHIETAY (angio-
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&= : B1& MRAs B4
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Spironolactone Eplerenone Finerenone
Frik [ e B[ Pl [l
Feit JF s JREARBRAR
¥ MR 5500] =t R =2
5 MR HY3EEEME: 1K HhEE =t
TR A (BMLFE) Lt Spironolactone 15 BB ANEE = B R
Ak A G > ol MR > 5 e = LM
i M BTt W BTt FHEERR R BT

1b272 o HIBELEVS A B OO 2 B IR =
Jii ] finerenone » thA] DIERZZEIE LE25 R - KHH
finerenone P4 {F FH A% il B2 1 R R 27 DL AL » £
Y E P EE I - Rl eplerenone FHEEFI IR &K
RN finerenone RE S G XA AR Co AL -
ML 3% HR A B 8 1 Bk (brain natriuretic peptide,
BNP) FIFZE IR 20 -

—  Finerenone— 58 — HAERIR 3 Ba
Mineralocorticoid Receptor Antagonist
Tolerability Study (ARTS) % I1b & PR 28 % -
W % T 3L 458 i HFrEF F1 CKD HYJR L < 38
e WP FE A B L N R INYE BNP ~ N S il SR 87k
Jik (N-terminal proBNP, NT-proBNP) F1H 2 H &
75 T Bl spironolactone fH % 33 - ARTS-Heart
Failure (ARTS-HF) % 7 1066 44 i 3T IR /Lo ik
0 AL TR B BT B H S IRA PR 7] HL & F CKD
TR+ B3 R S B T BURERRE 2 - 3EHR 1Ib
HAEGR R GBS 258 H finerenone (R F1 eplerenone
— b - HEAEIFHIMEHE o ARTS-Diabetic
Nephropathy (ARTS-DN) HIlj& I §5% T 823 £i7 26
AR PRI & OF PRV 3R E LER BT LB AE (urine
albumin-creatinine ratio, UACR) #i&% 30 mg/g 1
BRRERIEER (estimated glomerular filtration rate,
eGFR) &3 30 ml/min/1.73 m? 55 & > 7F 8
{ F] — 7 RASIs i6 9% F » S BIAH L ¥ IR AH -
finerenone I % UACR HYJHE I =& i = 1
T A5 3 o DA b B A I DR A B s R
finerenone ¥/C g1 gy hBEFE# (UACR M1
[M#% NT-proBNP ) G EHARLTEE 333 35860719

FE S Ry B AT KRR B = HARR RGN B F2 It T4k -
DIHAREFE 43 [#1HH finerenone 1E 1814 Bl FI1EE —
TN PR ve B R e B A o s SR

— ~ Finerenone— 28 = BARRIR 5%

KU EE = HA & PR 3 %% (The Finerenone in
Reducing Kidney Failure and Disease Progression
in Diabetic Kidney Disease trial, FIDELIO-DKD
trial) Y3k 1 5734 G255 —SUBEPRIA & F CKD Y
& 1T finerenone 122 R 7 iy B 5 Bl % 5t
B o B HESFEE 2.6 4F 20 o AR 9B H IR R 1
W ALEAMHE K (UACR: 30~300 mg/g) *
eGFR /1" A 25~60 m1/min/1.73 m* F1 K K I i
W 5  BUE A B H IR (UACR: 300~5000
mg/g) H eGFR 71 A 25~75 ml/min/1.73 m? ( /&,
V) o 540 » i R ZH AR B a5 oA 52 51 &
7 ACEI B, ARB - 38 27 I Oy i F U2 Bl
FEREH T 2419 RASTs AR B R EHEH
PR o FIZREEAELL » {55 F finerenone FYAH j1 A]
DU 18% F- 223 Ba#%BE (primary outcome) *
B! 2 U (eGFR<15 ml/min/1.73 m? & & % 1§
ESRD) * eGFR F### NEEED#HE 40% B2 B A5
C © Finerenone A] DA 31% FYEHEEHIK < 53
Fb » WEE T FE 24% B9 K 223 BE S EL (secondary
outcome) : eGFR | & i 57% ~ B H g B2
BAMESE LT « $1¥ 55— 80 B B R ZEEAEERE
BE > finerenone 1] AR 14% HO.LIMAESEL » JE
Hean M O UBEZE - FREn T R B2 O
fFEbe -

Finerenone 725 H 55 12 K5 AY [ I R R5CR



BRI AR A M B R 0 BT R 91

(12 ff H SFH R 2.1 mm He) « fERTPYMEH -
finerenone A LAREAK 31% I E H R @ O IME
AT b ARG FHSEYIR R A G (B - &%
& LI finerenone HYES 30 B 4 2 P RESE 255
Py e e 33 ML R Bl T BRI o Bt ¥ 3 S
ARG ey vt U2 A B E 12 16 H 8 A B -
i H— B AR # il A B R R - (KUt - TR0
YERG R AT FE AT REANY » finerenone T HESE JH 3
PR ~ PURBHELAIPTN FE 1R ST R TR
BB AR IR R MO B R -

SRR AR =R IR 3B (Finerenone
in Reducing CV Mortality and Morbidity in
Diabetic Kidney Disease, FIGARO-DKD trial) I
WA 7437 R — RS BB R N &
ff CKD » SFEEHE 3.4 737 (&R ) - Kkl
12 % 2 i ORI 32 5] & 1Y RASI YR I - A
M IR (UACR: 30~300 mg/g) Fl1 eGFR £/
25~90 ml/min/1.73 m* ; BUEH EEHIR (UACR:
300~5000 mg/g) H eGFR A #* 60 ml/min/1.73

0T : finerenone & = HABGIR N 5H

m” - Bil FIDELIO-DKD #HEE » FIGARO-DKD 4§
B% P Z i FLHARY CKD B3 - I RImIAHEL
finerenone HIAH BT AT DL T I 13% F ZLERBEAS B
(primary outcome) * /LMAE IR » JEE Ay lilb‘
WLBEZE » JEEan M b R B O = E fEpe 5 3
Ff LR ARG L i i e o Ry = (AR 29%) T AE
REABEACES © B R0 - Kl eGFR NREHE
40% BE B RMESR T » Al GHEEZER -
HE S — R EGAESEE, B = » {78 eGFR
TR 57% B0 B KITESE T ¢ finerenone HI
A DL 23% HY #8423 © 5341 » finerenone A
DARHE 32% FYEEE IR

H Aif finerenone AR IENEFRIE CKD %%E’\J
ER IR 3 IR RERZ » FIND-CKD Fy— [t &
55 =R RGBS - FHET SR 1580 TJ3F#§W<V
CKD J% & (eGFR 25~90 H UACR 200~3500 mg/
g) » TE L i KM 32 &Y RASIs B T
I finerenone » & H ¥ B IIRE T RERERA Ak
8 o PLIR SCEETHGTE 2025 FE A S G R I ZEA0

FIGARO

FIDELIO
SRR T B AL 2R — AU PRI
(UACR: 30~300 + eGFR: 25~60 or
UACR: 300~5000 + eGFR: 25~75)
R HE 5734
Y] Finerenone 10/20 mg + ACEI/ARB
VS.
ACEV/ARB
B gk A * HR=0.82, p=0.001 ( E%)
LI # HR=0.86, p=0.001 ( X% )
HHR R 31%
ik 18.3% vs. 9.0%
HASE gzl
MRS ezl
E= 0N 36

T P v AL 27 — U PRI
(UACR: 30~300 +eGFR: 25~90 or
UACR: 300~5000 + ¢GFR > 60)
7434

Finerenone 10/20 mg + ACEI/ARB
VS.
ACEI/ARB

HR=0.87, p=0.069 ( X% )
HR=0.87, p=0.026 ( F-%)
A 32%

10.8% vs. 5.3%
221
ezl

37

* B ERAE ¢ B4 RHENER  eGFR<15 ~ eGFR R 40% BB KIMEET

# DM - FALRMEIET ~ JEEE M OIIBEZE / R -

glomerular filtration rate) ; HR: & EL{E (hazard ratio)

LT o
UACR: mg/g » FRI&HE HWLERET EL{E (urine albumin-creatinine ratio) ;

eGFR: ml/min/1.73 m? » BHHEREIESR (estimated
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BRIGSIT o
MRAs BYZ Z 4 FHEF=1E B

» S I EH

MR As &5 #1351 B Wik 1 o S BHR SRV - R
i i R EITE A R s M8 - BRI SR A B DIRER
A9 A G R B » ks BRI MR A 5 FH Y i
FEFA - LA RASIs 19 CKD fEH » #f
G T BN L EEEEE MRAs €27t 2~3 55
ISR BB (R 2— )" o o Ja\ g e g = 7
MRS BT o FER B g i - 8
FH &I EE MR As tH AT RERE T 3.05 £5% /&5 ML #HY &
g+ FLJE\ B th A R AERE - L Z A >50 mg/
day 35 2 20 o {2 LE 2021 YRGS AT R Al
I FH S B MR As Y975 RECEL = 1T 84 B
TERFEER S (RR— ) -

o T HARG PR 3L B8 ARTS &R 9T 38 3 -
Finerenone 75 2% 1Y 15 [ 250 A 2% 4= 1) I
[ B =K #5) It i F spironolactone 2K (9 16 32 -
ARTS-DN HI[Z£¥] Finerenone fill_I= RASIs 1% HH
SEIM TS L8 BB 3°  FIDELIO-DKD trial $875%
finerenone 5 13T WA 7% AR 2% 4= = I8 (18.3%
F19.0%) » HER] Ry =y I #5111 25 25 8E 1 vh i {5
FBE e th Lhik s - H 2 AR e 2R3 3 A4 RIRE
(2.3% F110.9%) » 17 HLE {38 b i A B
R EE A (RFRPY )% - FIGARO-DKD 83
finerenone 145 ELIR =9 = L 1288 A B3R (10.8%
1 '5.3%) FIZEY R B =R » A H AR R
i (1.2% F110.4%) ( 53RIY )Y - DIHFTE#EK
E » WX finerenone A SIMBHIEITER » (HAE
e 2 A5 LE [ B EH MR As ZRRER B » H R K AT RE
FIHZEY) 3R » finerenone 1E/ LW ik 7>
fifHIT » 15 spironolactone A1 eplerenone 7 B ik
R SRR A O (R =) -

i ERFEHE  CEAPHIKRERE
SGLT-2 1 1l 75 A2 4k PR Jvsd B 99 28 A 99 A A5 W B
0o I 58 B Wk 407 i SGILT-2 1[I il 1] ] DL
DU i B/ N S R A BE Y (R - A BN
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Mineralocorticoid receptor (MR) overactivation in chronic kidney disease (CKD) patients causes sodium and
fluid retention and provokes inflammation and fibrosis in kidney, blood vessels and heart. These processes may
play an important role in progression of cardiorenal disease. Therefore, blockage of MR is an attractive therapeutic
strategy. Several pre-clinical studies showed that mineralocorticoid receptor antagonists (MRAs) can treat CKD and
retard its deterioration. Steroid MRAs (spironolactone and eplerenone) already showed benefits in patients with heart
failure and refractory hypertension. However, the use of steroid MRAs in the treatment of CKD is currently inconclu-
sive. Finerenone is a new, non-steroid MRA, with different molecular and pharmacokinetics from steroid MRAs. In
animal study, finerenone has a more favorable benefit/risk ratio as compared with the steroid MRAs. In recent large
randomized controlled trials, finerenone improved the renal and cardiovascular outcomes in type 2 diabetes and
CKD patients. In this review, we describe the pathophysiology of MR and explore the efficacy and safety of steroid
MRAs in CKD and end-stage renal disease (ESRD) patients. We then discuss the characteristics of finerenone and
current clinical evidence in renal and cardiovascular protection.
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