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Abstract

Diabetic kidney disease (DKD) is aleading cause of end-stage kidney disease. Although current ther-
apeutic approaches, such as renin-angiotensin system inhibitors (RASi) and sodium-glucose co-
transporter-2 inhibitors (SGLT2i), can slow disease progression, patients still face a considerable
residual cardiorenal risk, suggesting that other pathogenic pathways remain inadequately ad-
dressed. Excessive activation of the mineralocorticoid receptor (MR) plays a pivotal role in the path-
ogenesis of DKD by directly promoting inflammation, fibrosis, and cardiorenal tissue injury. Tradi-
tional steroidal MR antagonists (MRAs) are effective, but their clinical use is substantially limited
by sex-hormone-related adverse effects and the risk of hyperkalemia. Non-steroidal MRAs, repre-
sented by finerenone, offer higher selectivity for MR and more balanced tissue distribution owing
to their unique molecular design, with significantly reduced off-target effects. Results from the
phase III clinical trials FIDELIO-DKD and FIGARO-DKD, as well as their prespecified pooled analysis
FIDELITY, have shown that adding finerenone to background therapy with RASi + SGLT2i reduces
the risk of the renal composite endpoint by 18%~23% and the cardiovascular composite endpoint
by 13%~14%, with a manageable and monitorable safety profile. This article systematically re-
views the pharmacological characteristics of non-steroidal MRAs, the available clinical evidence,
safety considerations, and their positioning in the comprehensive management of DKD. It also dis-
cusses the evidence base and clinical implementation framework for the triple therapy combination
“RASi + SGLT2i + ns-MRA,” and outlines future research directions.
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1. 5|8

B PR I9 B 973 (DKD) 2 i PR 51 2 PR I A I RRE L LB M LI —Fh, BLTE BTG N B B A R 240K
W' R (ESRD) B EZ MR T o MIRAT IR FHHE K E , AERMEE 30%2 40% 105 R i &35 [R5 18
PEE AEF(CKD), 1 7E A [E RN 2 0% R (T2D) % 2, DKD FIERRIES] T 21.8%, & EIRM &
TRNEAWIE 2, DKD A R0 FAH ROk B [1]-[5]. AR EATLAVE &R - M8 K3 RG] 7]
(RASI)FIEN — & R L 12 1R 2 MHIFI(SGLT2i) M O bR IR IT T R B4 ik DKD BHETEE T
B s, (ERRIEREAZ T i inyT, Bt ESRD DR R A O M FE T 10 KU AR AR L v, X
FolraCo B 7 THI () 380 2 A SRR BATTIE A — LE B AL B B 78 70 T [6]-[10]

Eh R R R 2 AR (MR FE O IR 42X — SR B . MR & T2 KR, B i2RIE
FEBFER . RIS, BN A0 LR O LR L ot T LA A AN B AT 4R A . T [
JE MR HIZ AR, (HE7E DKD X R FURAS T, B P8 [ AR K P A A8 1E 4 VS FL, e o . S804k 7 35 A
J Racl 155 55 P51 22 K 25t 2 PAIKB) MR R ARG BEVEAR[11]-[14]. MR #GE UG, 2 Ei et
2 R F(Leln NF-xB. TL-6. MCP-D)AURLF 4L R 7 (Ll TGF-p. CTGF. PAI-D)FI#E3, XFE— Rt s
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1S IR SR SN A AR N AL AR 4R DA RO U ARG 15]-[19]. DA SIS R S IE
2, MR T BEE AT DLASR A I 30 50 77 25 0 eA8 i B HE SO B B3, S SR BHIBT MR U 6% B 2588
B AT 4E AN & 1 PR[20]-[22]0 FTEA MR 3B & — ANz i 30 77 2= AR R 15 2 A RES B R
FEO B ORYE FH B3 R

FEGEI S RS MRA  Eb g py e A IR, B ARTE o 77 3 0t A I e A8 3 v Sl HH T A A7 7 T 1)
Rad, HZfE DKD HEFLHAIEHEL CKD A8 R RIRHIR 2[23]-[25]. B2 N BR 2 BRI R
ZARFI I Z 2R R AEAE SUR B, T 51 S 53 PEFL 55 % B AP ThRERRAS, 1T 9 S 24547 SR8 ERL Ay v 4 I
il R XU (6 A5 22 I R 5 AR AN K ER 15 T REAN 7 1) BB Ak 7 [26]-[28]. IRRIF AL R, CKD FR 3 FHiZ
P S 2 e B IAE P R A 3R AT DL 30%31 50% [29] [30]. 1E 2 B FiX R A s e R 75k, A
AR 4428 MRA A BT & Hisk. LLIEZS R (finerenone) A3 FIX 25 245 Wi it 45 44 b (0 B8 SE IR T 24
HS R IAE: B MR AR IEREE, A A RN, B IUAE Y KU 7E 18 bt
SEINATARE[31]-[33] IR 30 & EAM A 0 2 R G h B AR S5 44628 MRA 231 HILH 2011 PR 701 78 BEEdE, 35
HY'E1E DKD 169748 5 AL TAH AN B, X ARG IR TT AN 2507 AT R B .

2. R RHEZAERFINAEEZIER
2.1. EGiE k2 MRA HIGK TR SEIRFIR

WER P B B T IR IR ) MRA, B I 86 1A 5 g BREE T LU AR AL, I SE 4 R 45 MR SRR 5 AE
F o BEHLIR P4 BE VP BIF FL(RALES)E S48 P B ] DA 5500E O 52 B RSB T2 R (K 30%, X BiAfinz T MRA
FELIEIRIT o 1) B EEHIAL[24] AR R B VE 95 AR RS MRA, BT MR G S LU Is 1 B8 A i s,
PR 2R S RN 2 B 3R R AR A SUR AP 15 (BRI KL 1%3] 2% B G R & REZK[23]
[25]c EMPHASIS-HF Hff 7t it — A5k S AR I i ] DLl 2D 38 O 38 S8 3 1R o LB 0 TR e XUz [34] 6

SR S5 55 7R2K MRA 75 DKD S35 1) N 46 A RIR], 5 R B = AN T T . 36— R MR A %
ARSI IR, BN R ) S R AL S B BRI R 2 AR R R 2 ks, sl BHAE R E
(RAFRMELE 10%F] 13%) P I RERrS AT Lotk A 43800, X Le 2 /™ 5 R 84 AR 24 AR I HE[27]
[28]. % Je AR A XU, 9 AZE MRA S IRz ih/NE AR & 1 K20, R 27E CKD
T, BEE S /NERIET % (eGFR) N, w4 MUCAE Y R A e B T, 4 Rl R A A= 2 [ 26] [29]
[30]o 8= 2 H UL IEA S FRAR, 0 P IR AT 7 R Bl £ o U 11 2 A1 VR 2 LU B I 2 0y, 6 T UE 345
M) DKD B KU, ST S IR ROR AT e A IA BB [32]. A AL /NI SR ZE RE 7 BT 3R 544
2% MRA FJUAFEAE DKD BE IR AR, (H 2 S MRE X AN KU U6 282 e R ) 3k 72 v 55 K [ B A5 [35]-
[37].

2.2. S MRA B FRITSHIBEFRM

R FIE(BAY 94-8862):2 5 — Ml KA R IR 14628 MRA, B2 2451 H /2 Ak ig PR ix
PR SR B B2, B T AR G S AR S5 M, AN BT SR T — RAIDCHEM 2 B 5 37 [31]-[33]. EE4 & MR
(RIS AT AR A B, AR A I ) R BRI EEAE BR MR 45 65 215 S 2T — A “WRshissn” Mm%,
X FRAZ N FE RIS R 5 S < FEN R R—A—FER . IXFH RATS MR WA M5 R 3244 15
A7 (Lt SRC-1), FIT DASE J25 PR 3¢ ()2 s B BBt e 9% o 5 g b 4 sk (12 2% RV £F 4 AL BRI ) Rk . 4 T2E
W2 FEAIE 921 23 R A BT DA 56 4 BELIK S T 75 5 1 MR AZRE AL AL 35 (R 7 354, T Py i 1 e A 38 3
SrAI[31] [38]. &% MR MU EMEAER S, AESRIEDNT MR B EEM A B (ICs0) 2 18 nM, AR
ZAR(AR) ZHESZAR(PR) Bl B TR 2 AR (GR)E A I R SR RISER J1(ICs #RT 10 uM), XA

DOI: 10.12677/jcpm.2026.54263 388 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2026.54263

A, A

FEMIRA B2 7R AH ORI A R SURE[31] [33]. B RIS A B LE UM, ShPp s B /m JE = FIBR7E
IR JIE P R FEFEAN 2 (O B FE R L 1:1), XA 73 A1 A 43 € RERS [RIIN IR BTE] DKD
FBEBRH ILER o JUE R B XA 05 o AH B2 T MR P R L/ B IR BE EER 2072 6:1, ARG AIRR K 2072 3:1[32]
[39]. BRI HELT, AERAE R R 2 2 3 AN, T H 2 E CYP3A4 X
W Ja P A P B B, AR E AR XS . B DhRERR I b, AR
Reih B TR, A EMRYE eGFR K BRI E[40] [41]. L5FERHERIXT LA 1.

Table 1. Comparison of pharmacological characteristics

= 1. AIEFEERTEE

iREs AT L ) P JEZ
g RSt EEES EEEN LS
MR 25515 EFHEB XLt sttt
MR i #1E i i =
AR/PR X R M. A (D5 &
O Bt 6:1 3:1 1:1
P (h) 1.4 GEPEAE~15) 4~6 2~3 (TiE AR )
R B L 17 = h Hh (AT 0 )

VE: AR, HEBERSAER; PR, ZUSEZM; MR, EREFUMESZM; 1Cso, FHEMHIRE . HIELA H(31]-33] [39].

WG PR AT FC 7N, ARSI TR 22 o B 12450 s AR 2R i A8 2R A HS T 550 < i e 1 5 R R 0 U O 9 1
H, BRBFEEEEAR BB BN A4k UL SO R AR 4L RO LR R, 1 X e frg
E R BRI PR A B R R([20]-[22] [42]. ki, dEEAE MRA 450 L wik 7164
MRA ] —S6kZ 0080, N DKD B 24t 7 —FhBE A St R et 4eib /e A i 52 1 SR by ) 3 7Y
2.
3. ERFIEERRR S HPBIEARFFIERE

ARZS R il R A At R EE 6 DKD & 9f CKD A, %R IDHA B4R R E S B 50010 4 ik 12
B HERE, [FRIFRE T REWAHTAE G o0, BR TIES NIERAETE RS ASE MRA OB RYHE
o
3.1. G RAIEF AR

DRI 72 AE {d B 35 o AN 'S Th REIRGE BB 5 Fh Al 1 3RS R 0 254 3h 11 AN 245 A4 A« i 7T B E
Z RV B 1R DA S Wi B B B GA W IR ) K24 1 /N, RSB RZI2 2 B 3 /i, BB
BRI R[40]. 1E'EIHEERGE I &3 (eGFR 15 /T 90 ml/min/1.73m?)H, JEZFIEH ) AUC Lk fid &
JEEBEINT K2 30%5)] 90%, {HEIEIKEARLAK, WA TEEAE SRR 417, R CYP3A4
AL T 7 b ) — 2 G B R S W S I N, X U B I PR T R 25 WA HAE I [43].
3.2. IHAFIEBIRER

ARTS-DKD 502 —TBEHL RUE « B 770 B T #HE R 78, 99N 821 ) T2D &3 CKD £
(eGFR 30~90 ml/min/1.73m?, JR & FHULEFEL[UACR] 30~3000 mg/g), AT #4452 RASI 5 51677,
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BENLZ AAESSFIER 1.25. 2.5. 54 7.5+ 10+ 15, 20 mg/HALEZBFI4L, 697 90 K[44]. SRER, dF
Z 0 ] 2 7 B AR A 1k 3 A UACR, Ho 10 mg/ H AT 20 mg/ H 71841 UACR %2759 51 T B2 25%A1
38%. ey A IALAE & A8 2R B 7R S i e, 20 mg/ HALIMAT > 5.5 mmol/L K 4ERZ) 3.2%, HEZ NREH
%, HAZZGERAR(<1%). iZWFHE T 10 mg Al 20 mg FEATUIG R B 72 0L H i, FIAE T 7E RASI
el B AR RIER AT AT S e A

ARTS-HF #FFAE RAREENE OIS I T2D M/a CKD {3 A Ee i 7 AR R B AR S R, 25 5 5
AN ARSI £ B NT-proBNP J7 A 25 T FIEH, 1 L s 80 E 1) R A2 26 A, X — P IRE 7 e
VR E[45].

HABIAZ BT XF ARTS-DKD HJS 5 /B, AR M FEAR A BRI 1E A T i s A4, HAE
eGFR K (30~<60 ml/min/1.73m?) &3 1 [FREF R4[46].

3.3. HAR 25T : FIDELIO-DKD 5 FIGARO-DKD

AT VP AR A IR R AL Co M58 2% s AR s, B 038 Bt 1 P IR A TR I PR i3 ——
FIDELIO-DKD F1 FIGARO-DKD, —F#IRHBENL. XE . 2B R, 99N T2D & 9F CKD £,
FHRAE eGFR Al UACR /K F#EAT T BB g N [44] [45].

FIDELIO-DKD #f5¢: 44N 5674 #%#i ] CKD & # (eGFR 25~<60 ml/min/1.73m?, UACR 30~5000
mg/g, 8% eGFR 25~<75 ml/min/1.73m? H UACR 300~5000 mg/g), FITA H & 183 2k 555 52 e K 52 75 & 1)
RASI 697 . OBV 2.6 )5, AERFIEALLE IE S A& 28 55(% ESRD. eGFR H£4: T [£>40%8 5 IEFE 1)K
& FAIK 18% (HR = 0.82, 95% CI 0.73~0.93, P = 0.001). CEL I E A& SO MEIET . JEFFEE 0L
FEAE . AEFAEME 2R R O FEAE ) RS BRI 14% (HR = 0.86, 95% CI 0.75~0.99, P = 0.03) [44]. & ik 4H
(AR ). 4k eGFR. UACR. HbAlc. SGLT2i fif]. /0L 25y 23k 35 —3[44].

FIGARO-DKD W AN T 7437 Bl FEAERT F A CKD &3 (eGFR £ 25 # 90 ml/min/1.73m? 2 [H],
UACR 7£ 30 F| 5000 mg/g 2 [A]), FEL R OMEE G4SN PO 3.4 F2 )5, JERFIELH R i
EEEE S ABGFHE T 13% (HR = 0.87, 95% CI 0.76~0.98, P = 0.03). HESRXMHF AL 32 B 5O M5
A, AER IR N2 5050 AT IR R 7 {28 R B A 2% ' D RE iR (3R 2 o — BRI [47] 0 TR IR 20 43 B iE
SEANE TN A A SGLT2i, AR5 IR ) B 0o 3K 2 A 2 — B [48] [49].

XA MR, B2 ER SGLT2i B A& H IMIEYE . 7E FIDELIO-DKD F1 FIGARO-DKD
Foh, S alE KE 4.5%F1 8.5%I B EAERLLI AT T SGLT2i. T4 73 i /R fE L4 #% SGLT2i
BT, ARERIET IR e 88 A PR O B 2 SR (B IEZE 55 HR = 0.70, (O £ HR = 0.75),
117 L2 A PERRAE BRSNS — BU[49]0 XN RIN “RASI + SGLT2i + ns-MRA” =BT AR HE T B
FEIEIE S F5

3.4. SCES47: FIDELITY

FIDELITY 73 #74& FIDELIO-DKD F1 FIGARO-DKD Pt 75 4t 13,026 5] DKD £ 5 % & 78—
i, FTE 78 SR TG0 R PPAl AR 58 R B (7 80R0 2 A P [49] 0 45 R B R IR 2R LG, JEZ A v] A
F AR B I B A& 5 K 23% (HR = 0.77, 95% CI 0.67~0.88, P < 0.001), P& ML 5 &4 5K 14%
(HR = 0.86, 95% CI 0.78~0.95, P = 0.002). 7 {/RELZ ri 77 T HE 23 A AT DA RGO 3 A1 Bt XU 22% (HR =
0.78), F&{% ESRD XU 20% (HR = 0.80). 1%M8 eGFR 1 UACR 432 3E4T i 20 A1 ik — 25 2 B = 25 0 il 75 %
R A BT R R PR R, ERENE UACR ELER(30 2 300 mg/g) i &3t RE A8 3135 35 (18
#4497,
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AR J7 T, FIDELITY 2047 S 7 = E 23 R i 2 s B0 IIRE i A2 236(2 18.3%) i T A 4H(4) 9.1%),
{E BT s B I 7K A5 245 B BN 2.3%,  H AR H B S AR DG TS A4 (50 SCBREITTAIT 70 HE W DL 56 2

Table 2. Overview of key phase III studies
2. RBBIUHAF R

FHAE FIDELIO-DKD [44] FIGARO-DKD [47] FIDELITY [49]
AR 5674 7437 13,026
o e o eGFR 25~<60, eGFR 25~90, s
EENIL b5 UACR 30~5000 UACR 30~5000 ko
A BE T 2.6 3.4 4
FEALS BN A 25 05 LIMEEEAR W&

BT 0.77 (0.67~0.88);

98 45 0 - »

FHEL S HR (95% CI) 0.82 (0.73~0.93) 0.87 (0.76~0.98) L 0.86 (0.78~0.95)
FE AT AR R AR R (vs 2R 18.3% vs 9.0% 10.8% vs 5.3% 18.3% vs 9.1%
R] v I A 24 26 2.3% vs 0.9% 1.2% vs 0.4% 2.3% vs 0.8%

7E: eGFR Hfi: ml/min/1.73m?; UACR 947 : mg/g. FIFEE &4 A S ESRD. eGFR FF4E T [F>40%8 5 IFFET .
DIMEE LS ERHOLMEILT . AEBICHE-ONUESE. JEBEEMEZE R KO TR .

5 b, AERAINAAE DKD 2R A2 (AU B 8 F IR B E 2 CKD) 8o 0 B W R4 1 T, LA IE
R4 95 2 A B g LR B 24 W v Ak T e M A

3.5. BRSMSHHRARMS

FIDELIO-DKD #1 FIGARO-DKD &G 73 #rift— P £ 5 1 AERFIEIAE R & N BE P BiEdE . fEA R &
FRR/KE 5T, AEZ FIBA7E UACR 30 £ 300 mg/g F1KF 300 mg/g [ 58 35 Hh#1 g 5 28 FRAG 0 1 44 KUK
i B85t ka5 % UACR FFmiti K[49]. #EANH eGFR 42T, 7E eGFR 25 F/NT 45, 45 /N T
60~ KT5T 60 ml/min/1.73m? &)= ik e # /e —EM[49]. ZFEF M, ERXTHET 65 ZH/NT 65
2 ) B T RO 2 A AR [S 1] ST T, 76 SE 20 R JE 25 R R S 1 R AR N B — B
ORI AR, HE IR AR R B 252, OB ST TR, ANE A A FE AR O R s, AR SSRER
AT DA Co 3 A Bt ARG (53] MLBEF K P J7 T, AEZ3 IR 3R 2 BRIL 2 HbA 1e KT BA K B B 24547 1
FTE A RR[54]. WA AT, AERFIEER RASI. SGLT2i LA GLP-1RA XA {5 FH 1 i i #
HEAMIR S [55]. HARRIHAER R MW FE 71, ARTS-DN Japan W 58 7E H A T2D 4 JF DKD )&
B P IAIE 1 ARZOR A AR R PR B0 R AN 2 Ak [46] . X IS AEVIAR ST T, ARSR BRI T AT
PABEA L% NT-proBNP. Galectin-3 PIIINP 2.0 5 £F 40 AR S K F[53]

25 LR AR R {E DKD AR (AR AR A REEE CKD)ERILE 708 W E R 1E
F, B B o SR AL 24 v (R 208 UE UE 48 54 52 2 A T 4T 5 AT 1)

4. JEEKRAE MRA HIREMRE BT
4.1. SHME: NEEXSERRE

AR IIE T MR $EPUFIERAEAE SN, 2 BRH e IR R 75 Z A & . FIDELITY L4
B B om AR S R 2 M4 KT 5.5 mmol/L R4 J2 18.3%, 14 KT 6.0 mmol/L HIR AR 3.2%, #itk
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LRI 9.1%M 1.4%E5[50]. Adde R ZEm M FAE 2RI R, mHETUVERR: —J7m
BRI 5 A = AE W R AEABINATER 1B 3AAWN, ZEmaa T i, XUl N
A Dk mT DA AR ARG s 57— T R D v B I 5 UK A G I L) R 2.3%, X AN B bl 2w A i
7E CKD ABEH T 2R (10%5] 30%) B3 2 [56]; Fat 2 7R8I 78 A IR 50 A H 00 ik i it DR Ay o 61 o
REFEURIFET: o T e B HILAE PR S 8 R AT 20 W7 5 R, SRR AR LU 8. eGFR HLERAIG. UACR i
DA IR ] RASI F2 32 B 00 R 1 [ 5070 ARA5VAE 755 110 2 A 25 R R 28 Xt A T s 100 8 B35 E Y 97 0 2 e K
(1), ZJEBWiesE Nk, 3 10 B e B XS A — s IR TR B ERRAE

R 1 AR 6 1) 22 50 R0 FR 3L, IR B UCR A “ R - TRy - Ab3” XM oy 5 B SRR [57]:
FAIT Z W B AL, BN T4 T 5.0 mmol/L, eGFR KT 25 ml/min/1.73m?; Wil 05 i EAR 7,
JEENEHE 1. 4. 8y 12 BRI M, 258 4 MAEE R XA EZRZEMLIES], e
TieS, BEAAMEHAESARPTA L, HIIR CYP3A4 SRINFIFIECH; T Hrm, Mg 5.5 3
5.9 mmol/L FIRE, 0] LS RN F HEA R bR 75 5l 32 5 BY BY 1 IR B2 25 W (LE Gnd A BR #5409 . Patiromer) [58]
[59], TiAL b HAEEFIE: R FF2 K T4 T 6.0 mmol/L, MEE{FAERAIN, 5 M4 E )5
A AR E R B (1A 1),

ITAIE FEFIDELITY LB AR s S IR
HIAMSR (K+) <5.0mmol/L B eGFR>25ml/min/1.73nf
EHRIAE> 5.5 mmol/L:18.3%vs 9.1%(&
RFI4H) ;>6.0 mmol/L:3.2% vs 1.4%,

+ & .
,@ = it i
- pEtEA EEHRIIESBURAEHNA2.3%
= (Finerenone) (ﬁtbﬂgﬂgﬁﬂ@%—ao%)o

WeafIR KR SRR MAARRTEL.
€GFR>60ml/min/1.73nt GFR 25 Z 60 ml/min/1.73nt AEHBEREEATIR -3 AR
—EA20mg/x —/5A20mg/x (FEE IR IB) AL

v

Eiafbisitil

£, 4. 8. 12ERNIIER, ES4MBIRN—R

v

E] 6

<48 mmoI/L[ 4.8-5.5[mmo[/L 15.5-6.0 mmol/L >6.0 mmol/L
AT ( SR )

it EH10mg—iEEZ20mg; YHELFIFE

fEMRE,; HEAFHFIE (ACEI/ARB, EaT: BINESTEERERE.

S < JEEHAFISZSNSAIDs]. CYP3AMDEIRY) ; FRBE RIS, B-RmiFIEL
EEHFIRAIR IR RS ST PR T ax e
CRERSE/IEEDE)
L F1-2R N M )
¥
MEPRE
MBEERE BEZE <5.0mmol/L?
Z<5.0mmol/L?
= & n &

B3 10mg/E BRI, E3LL10my/R .
[E‘.}ﬁ, JEEEE ] [ BOEHER ] [Eﬁﬁ, 4@5’23] [ fe ]

Figure 1. Clinical management decision-making process for finerenone treatment-related hyperkalemia

1. FERFELETT XS MER IRR SRR ERIZ

4.2. EHFEEEXTRR MRS

AR Z R 1A A {5 4R 25 AL 10 JEC 3B e 1 5 B 3 RN 2 B R 2 AR I RS OB o FE A BRI 7 rp, JEZR)
B BV R E . SR EERERG S R AER S EMATLER, KRG 24P ISR IR R
HE[44] [47] [49]. BbAL,  ARZSFIER T LT S0 AN CE AW R B IR 20 3~4 mmHg), %I A 2k B 45
Pl R A Al 5 2 B AR 2 [44] . AERFIBAXHREARE A RE2m, 76 HbAlc. 25 Mg MM 255 1 5 2 BT 8
Z5[60].
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43. FHRARNRENETE

FIDELIO-DKD = Z 44 A\ ff)/& eGFR £ 25 F] 60 ml/min/1.73m? Z [0 ({153, WAL 0T BonEAR R E
R 2 Rz PE e — 8. XFT eGFR /M T 25 ml/min/1.73m? IR 3] CKD £ 3 (FIDELIO-DKD 44 A\
T —/NiB4) eGFR 1E 25 # 30 ml/min/1.73m? (1) 5), HuTEIR A 7870, IE/E#EATH ) FIND-CKD
WEFE(EE X eGFR £E 15 /T 25 ml/min/1.73m? FAERE R CKD B3 A BRI B LR [61]. fEEF
BHEKRTET 65 D)y PAERME Z2EAERBHEEZAZ, AFTEMRIER KBRS, HI6e
32 P YR (Child-Pugh A 2% 23 R 1 25 4030 71 5 AN K, A2 w38 B2 JH ) R (1) S5 38 I 120 o fef
FH[40].

5. k3 MRA 7£ DKD j&THBPREMNSE S REE
5.1. ¥5FatEE S IR ELIBRAIL

%:T FIDELIO-DKD Fl FIGARO-DKD [ 5l 4 iF4, 2022 4 KDIGO A& AR (1 B s & 0% IR
RIS RS TR f ) B — KAEAE S AR MRA AN T HERE, @ UG T eGFR KT 25 ml/min/1.73m2,
UACR KT 30mg/g H I IEH ) T2D #H5¢ CKD #3&, 7E RASi 1 SGLT2i [1ZE A i 3k 2 I R Kk b5
I B 28 s AU (HEFE 0 A2 1A) [62]0 2024 4732 [E B FRp B2 (ADA) ) CRE PRI B2 21297 R ifE) B
SHRXAMAITIRR, B SN O HE5Z RASI Al SGLT2i 7T (EABSRTEAE 5 (1 JR 1) DKD &% ik T
Zi[63] 0 BRINCIE I 2443 (ESC) 2023 4FE (O3t Fa DR R 955 5 WS 77 ¥ i A S v 60 0 ek ' A A
PR R AR AL ST [64]0 XAE—RAER A IR E M C A L BTE R T, EiigEN RASE M
SGLT2i Z J5 5 =B ERIa YT, BELHEE O F R 10 B RS

5.2. “RASi+ SGLT2i + ns-MRA” =BT B0 I E 4 5505

DKD (815 I AL 9 J 22 25 AR L R IBEAE SORE Ao (35 40 3 B, 0358 IR Bh 10 2 3% CRF/NBR P 7 )
AR 25 LR IR 51 62 1) SR L) LA B 46 i AR 2T 44 A T 8 PR AT 5 [651-[6 7] RAST F2 B4 1F B /NER
P FOIRAS , SGLT2i J8 i S 8 BRI Wi R B AG  /N R s B I e AR PIR I, 1 =l 2 R i 2 B 44
T RRE AN YA X S A% OB I o X =25 IE R 55 N ORBUSEIL 1 %) DKD i #EALHI 42 5 011, &
AT E R RN, A TEA D 53 T A S5 o R A3 2 75 5 3CRR[55] [68]

I R S it 77 T OB “ s 2, JEIeE, BRI XANENS7]: EAEMRES A2 T RK
i 52 71 & ] RASI; 24 eGFR KT 25 ml/min/1.73m?. UACR KT 30 mg/g H.3% G 25 2 (B %, J5 3l SGLT2i;
2 Ja R E A RVAELET B /N T 5.0 mmol/L, #thnAIERFIER 10 mg/H(eGFR KF2F 60 i
15)E# 20 mg/H (eGFR 1 25 F/NT 60 (IS 5), 85 M4 ML BE U5 10 25 SRR B & . X T SR
F SGLT2i WEF, RPN 5 3 I8 FAE R S, T B PRAE 78 CL 28k SER & 5 FH =2 22 2 3L
[48].

5.3. SGLT2i. ns-MRA 5 GLP-1RA B#l#IXIEL S50 A 25 HREE (3R 3)

BT RS LG RS 44k B 2 I 5 20

© BT : #2 DKD &, H5EHE 3R K255 RASE; 5 A SGLT2i (eGFR >20); #1/3
HEHAJKUACR >30)H M4 <5.0. eGFR >25, HIFHIEEFIER .

@ IR A AT IR R DL HF R AR A £, L4 SGLT2i + ns-MRA; LA ASCVD/MACE
KB, 5k GLP-1RA, TIBLA SGLT2i F1/5( ns-MRA..
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Table 3. Comparison of cardiorenal protective mechanisms and clinical characteristics among SGLT2i, ns-MRA, and GLP-
IRA
% 3. SGLT2i. ns-MRA 5 GLP-1RA BB RIPHLEI S IR SFAERT EE

Wb bl 4 SGLT2i ns-MRA (FEZFIMH) GLP-1RA
NI 5 /N SGLT2, kB PT MR, % GLP-1 5244, 158
(L I/ A7 2 R A FHMT MR R 38647, HIGEH 04 PRI ik 5 3= 3 ild,
B BRI 15 (NF-«B, IL-6) A £ 4L, GEZE HHERE,
FEAR B /N ER e ek [67] (TGE-B)FE R =% O] g v A A 2R s
e F2(HbALe FEMRLT 0.5%~1.0%),  TCESEFEE(EA], X HbAlc. SR AL
R e Thi 23 81 L FE B [60] (HbA lc FE4) 1.0%~1.5%)
VN BIEIE (L 2~3 k) Toi EAE A 2 E I E (L) 3~6 kg)
: - L4 JE PR 2 , W4 1 %40 0.7 mmHg
FAAR B /INER P I BRI B MR i B OE, B A AL I
B3R 2 3 U ER Rk VR J A A5 A% BIRIAESS: BRI
IR B L FE 67 B /N 8] SR AT 4L RN B/ NER B AL, FRAE SR A R
5 A 2% S5 AR YR AR N A TR
Vi [ AN s S AN = *\ 112
CREDENCE. FIDELITY I 84407 57 ﬂ%ﬁ?@iggi I
W R £ R B DAPA-CKD 2 58 iF 52 IR A 4 XU PRI 23% 2 ;j;l ;'::iE p——
5 A DE 2000/ A0, _ B ’
AP ESRD A2 30%~40% (HR =0.77)[49] R AT
a8+ SGLT2i
B E K MACE X%
F&AR HE A3 Fe XU (FEEFKRS), 4 HF {EB
o 5 2K 25 1 FRAIK HF {3 B KU (32 223K 35, (FIDELITY ' HR = 0.78) [49], REEANX AT R
R % MACE 4 — i€ 3525 %f MACE # % (% MACE K%
3R (FEFR#), X HF £
FR A R
F O M NN NN R
K 25 HF £t 5t) HF {ERBe(fist) ASCVD/MACE ({£5%)
AR I %/ A% .
e » Y %
AP R CIRILE 24 % 4.4%) AR R A2 14.6%) fis
SN ¥ H(EEAM, FIDELITY
R IMLAE R (R P >5.5 mmol/L &£ 18.3%) [50] x
R PR A B A PRI TR e e it v

BRI P 2R ) (B WL, )

@ =BEJT¥%(SGLT2i + GLP-1RA + ns-MRA)i&H T T2D A 3F CKD £ H & H K HAFF ASCVD B
G, BT R MACE KUK AT FRKZ) 35% (HR = 0.65), {H 75 ZaTpEHEIEYE.

@ AP SGLT2i 1] F#{K ns-MRA FT 8 m 8 XK J5 30 ns-MRA 5 FAIAMET <5.0, BLATH
STV . 4 )R 2T R 4 5 eGFR.
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54. AL ERE— &L ETRARE

B 7 B P A I AR, AR S R T I PR R AR ke 3 A B IR P R 3 PRI
(FIDELITY HCyZ AT Bt ARG FEAIS 22%), DA SR REACES 1) Fh PRS2 e, HLBEEAE T2D & Jf CKD & sk
AR - MPREsH 1% - RIELT4E” — AL, FF &R0 BRI 25A 1iE (cardiorenal-metabolic syn-
drome) ARG IT L [69] [70]. Ak, BEAEIEZFIETRE A SGLT2i A1 GLP-1RA HJuEdE#— P %, DKD
PGS A BEREN “ 2 BB PRI BT A[68]

6. WEFW. KBEFJREARKAE

BEARAER RN AT T RV E, (HIE R JUA 5 0] 7R B

M CKD FREHEE D, AEEFIEHLE eGFR /NT 25 ml/min/1.73m? DL KB AT B3 A 0 S 10
HATEANE 2 . IEERE4TH FIND-CKD A 7L (51 % eGFR £ 15 F/NT 25 ml/min/1.73m? I 4ERE R CKD
BT Re PRt — ey P A R, (H)2 DKD X BB R GLIE 75 25 SR TR IR & [61]. 73 A EZR R £
B . LB DKD X BeRRR AR 0 70tk =5

R ARRE R CKD FIh R IR, MR BSOS FIRE 2 U B TgA B JRkl s BerE ek
TEEAL S AE RS R P CKD [ B AL, AR AR 75X L B (I IE TEIE 4 B 7E R 22 24 [ 71]. FIND-CKD #1
CONFIDENCE 4§ 78 IELEAR ZIX AN J7 )

B =R IR AR AR H 1A 2E MRA HILLES, 3LV R (Esaxerenone) & 74—k i 4A 2% MRA, C.4
TEH ARG T LR IEYT . B AE DKD H IBHBE 5T ESAX-DN ESE [ S HIRIRCR, (B8 =0
AT 2 SRR 72] [73]. B AF R (Apararenone)2 HARAE 4 /& MRA W ANTEARF I K EL[74]. ANIF
JE RS MRA TE 24 B35 4015 AN PR 28 55077 THI 1 22 70 7 BEdad St Sk L A a2 I 4% 25 4 00 Hr SR JBEVES o

55 DU R U FH 26 SR mE R ) B, B AR 2k UACR. ILARAS A 3328 DL K8 B A= W s S0 (L G NT-
proBNP. Galectin-3. PIIINP. KIM-1 %§)KiR i AE3R a5 M NHE, SR B R, X2 THRIT
2R KUK L R B [49] [50] [62]. Z593E IR 4 2407 5C T B2 A MAEL F 25 3 it — S 2R R .

B T K B S SR 38 A 25 28 55 2 07 T 1A 1) R, = 2 ) I 75 0 S R R o P K07 280, R
PRI 25 W) 48 55 S A 3 75 B3 i KRRV A AIF 70 RN B AR SR PPt kgt — 25 864F[75] [76]. FINE-REAL iX
SR AT 0 LS SRt A S AR A B A

EANRE T R BN, RASi. SGLT2i. ns-MRA #1 GLP-1RA 5 Zh 7 LA A% BBk & S s
T EE LI FRIAL[68]. H BT KDIGO 18 B #4215 517 2 (RASi — SGLT2i — ns-MRA) R AA H
i EIAERE, (HRME “BAERG I N7 B R B PRER .

2R AR Z B 7E O B TS 30 J8 1), JETE 7 DKD B3 rh B O 2 BE EHE , JEZFIETE
SF 1143 B0 PR B 400 B (HFpEF) A I 70 $505 i FAAR 0 B (HFmrEF) H 8 IEFE B #R &R (bl FINEARTS-HF
W) [77]-

7. 578

R A MRA (LAAEZ R A AAFR) I H BT B2 DKD ¥R Y7 s B — G R b . e =l 7
g i ARSR MRA FEI R AE A A, 58— O] i B A BE AL B R IR I S 13 T P MR 3
P AT LS EUT B A LA R XU GR . DKID FRVE T 16 J) 528 M S IR A BP0 Ao e T A, st
% T BL RAST A3EA. SGLT2i ASCHE. ns-MRA FHEFT R PULFAEALIY «“ —HE AL SLAAT AR, fEIG
PRECER T NAZAE ™ 58 BLMAR AT SR T, AR EE A XA B R 254, D9 DKD i ) SR 5 12 ]
(RO B Bl 2o ARORBEA RS 170 382 I AT SE R T 1A A2, ARS8 MRA A7 B OO B AR
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