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B G RSEAE IR B R B Bos i E AR ERAGAT RS RAT E - Bk F -8t
) B A &t g & o A2 RARRRAG AT BAL - LFARIGT > M- W HBELRREREG -2

ol E] o~ JE Fa B B R BX B BR e B HE IR A R A HE ERERK -1

ZMATHA BT HA AR

Gk RTRE BN REBACLER Y ChE EH o BEREBTRITRMK - 5 EEY R B A
AAGE B bk BAR S IR A A LEA o RR ARSI Y A R B R
MOt FARE o RREREHIEERFHAMIANBESHZS4E 0 ARSI BTAEL L BKE

BKIm A -

RATEEA - MEFKR B MR (Diabetic Kidney Disease)

EHIJE (Proteinuria)

i - e FEEEE N 2 #IHE (Sodium-Glucose Cotransporter-2 Inhibitors)
FE¥E EF2 BB (& R =2 88 5 1 (Non-steroidal Mineralocorticoid Receptor Antagonists)
FEFAPERBERL -1 ZBE(EXE (Glucagon-like Peptide-1 Receptor Agonists)

il

Al

&% B i (Chronic Kidney Disease, CKD)
EEERA IR EEEE - BAET - 2R
HHEE 8-10% BN I HIFEEE " » Hrh A E L
Ay R o S e R T SR U I R BB AT AR TR B
% B WIS 3RS I B s B - B S A
e+ BEERIA o B AR B BB (Diabetic Kidney
Disease, DKD) HYZE AL + FEPRIEHIE - FI
M A B AR BR B B 2R (estimated glomerular
filtration rate, eGFR)<60 mL/min/1.73m? 8¢ & #f
2 H PR (albuminuria) 225 Bt DI H IR A3
& DKD HYZZEN Bl 7 WHK g« — - B9 Ry 5in
T JER BL OO I 45 S0 JR B iy B L T PR ATE 26 o il

R E - IREAPHEENZE - BB HREREER
(glomerular filtration rate, GFR) FY I~ [ & DL &2
LAMAE PFIERT 38 4 SR UTAHR -

—i%IM S » EHIRIZENMKIEZ L 2R
24 /NI R R VB R B R SR
BT H A E # DL 24 /NRE PR 2R i 150mg
B PR 30mg » i Ry A R EAYE K -
AN 38 R R WS b A Y T (1 » BeAF AT DRI B
——ZRMJPR I (spot urine) HY IR H B8R AT
HH v ERRE R NIERET A R A 5 a2
— ¢ & L BY UPCR (urine protein creatinine ratio)
B UACR (urine albumin creatinine ratio) ° Z[15&
UPCR KA 500 mg/g B, UACR KA 300 mg/g
HFEA T EEHEHRARH T -

e A T BRIERE  WAUR ¢ FbTokA B P WA 80 9 A ¥ B
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TEEERVR- R PEHIE E R 2 BRI
#% DKD i e Y B IB R G - HATIRIE K &
PIRFFEEERE - I EE N EREARE " K
FE B SE R 110 5 AR DU IR
FEFIE P B i Y 8 - SRR B IR B 2 A
o IMVE 3R )T R ER E %] (ACE inhibitors,
ACE!) E [Tl % 7f J7 34 3% #2 FH &7 % (Angiotensin
Receptor Blocker, ARB) BEH R A & H bR Il 4E
R E DIREEAL o AR - BIEEAEARAEVEHE T - 1)
GAHE HLBIH BB FAE T AR H R J (residual
proteinuria) * S BRKEL M SR B R AEAAAE -

AR - BEE BN - AU RE L R EUEE O 2
HIEI7] (SGLT2 inhibitors) Bl 3 4 [ fis i 17 25 1%
2 FEPUA] (non-steroidal MRAs) S5 B 229
R PR 8 N B SR+ 2R I PRIB IR Y SR 2
HEAFTHCIC © 8 LeFTSEYIRR 7 O IMURE B0 M
EERAITAEER SN - IRREL T B YR M PR E R
s 0 Ryl PRIGHRT ACHTHIEERE - RIBE » ASOKF
ot H BT = Z2EEYIGHAE DKD i A B HIRE
HIFRRY AT WERE AR RIS AY B R e A B R
AREE T -

Rtk
B (IR B BB AR BB IV 2 s
FRpH » BN T S i -

— B IK S B LG IR R R 48 15 (intra-
glomerular hypertension and filtration
injury)

i LR 3 T /N B vy 9 i 2 R B P JR
(intra-glomerular pressure) F+ 15 » M MNEH
EE R o B/ NEGEERRE (e - BK
L L ) 7 AT 525 B podocytopathy ) 52 $H %% - 3
FRUERHME > HEAFADTESBHERK -

—_EBx-MERNEZE-BEERAIT
# (Renin-angiotensin-aldosterone
system, RAAS activation)

RAAS 5 1t € 38 1l B o BR H BR /)N Bl Ik 4

BN FRER SRR ;RIS A A (L B B

B JE J5

= - SR B 1t R FE (inflammation and
fibrosis)
HEHERELRREE/NVE LA B
TSR e 3 3R BB AL AT - - 3 S I FE S B A
% R Hl 8 M /b (mesangial cell hypertrophy and
proliferation) * &AL B AR5 - B " E M E
B

B /B B R U B 1 (failure of renal
tubule reabsorption)
HERKENEOBEAT/ N ®RE - BN

PR EE o FIH T2k G [ROAH I R s g O

B ek -

AR REARY BB ) R
et 7 iyt 2ece - wiE RS E
FH RAAS TE#EKE/NEBUHFLERE » &
FEIL[EEEL CKD HUERE -

RS EYRERIRMN

— BE - MERNE - BEEIRAR (Renin-
angiotensin-aldosterone system,
RAAS) HIHIE - BIF 7T MERNEE
AR HIE (ACE)) MM ERNEZEE
FEERE] (ARB)

B —FHEEY) A BLAE R A 32 5t BEL T 1117 A
6 1LY SORE - &7 IR B R ER L ER/ N B IR - g
RERRERERE 5 5540 » AT DA B Rk BR L JEE
(glomerular basement membrane) 5&JJ » Jik P HEH
B EIMREERED - ACE @ik F g Bt
A R AR PR AE 4% B DRe A LAY EEY) - 2
PERIE AR B R E G o AR BER PR GBS
CUHER 1718 > ACEi REREE REANE PRI B8 e
FERE PRI B B B E R E H R & - WAEFE CKD
MR o HERER T E WA ACE 4 - it E ;
Fif A—8B53 B9 A & R R iy sg 22 - gz
e B AT &I VE L 5 T H P o B — e
fJ ARB ° ARB i ACEi 7£ {F Fi #& # 1 A {1 -
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BB EIH RAAS A IE AL E 2 B AR 2
R o ARB #5 HH FH B IM & 98 0738 11 B AT1 32 98
BIRE ST » Uk I A IS A B e [ AR A - e o
T WRERIBR T30k A B I PR © ARB 3 i R
ACEi AN 219 B (FIATHREZ I ) « K
AU BE 41 RENAAL K2 IDNT trials £ 3% B ARBs
TEHE RIS B 75 38 b ] A 20 A 2 1 PR G R G T
FEUR R -

B RYINEEYIERITZ LA fERAEN
BEYRER NIRRT - KT EmZHE
& ACEi B ARB - [K 35 258 v] DIHH ffE b
PHEE K - S REYRIEITER - BI6HE
F PRI R B SEY) -

—iN-BEREAREEERRA 2 H HE
(Sodium-glucose co-transporter
inhibitor, SGLT2 inhibitors)

SGLT2i i HIHBHZ I E R e LIRS 3EY) - JT4F

i L B L e TR 22 S ) R G AR 1920
IEG T Mk O R ' P 32 e U 2 B BRI B 55
JFE > EFE T IR EN ST (hemodynamic) FFZE ~ 1%
#f (metabolic) B ffAYEAR > LU L% R EL AR
#E1L. (anti-inflammation and fibrosis) {EFT 202!
1 I 57 B J7 22 g 11+ SGLT2i = 23% it 3
BT B /INVE - Bk BR (B 85 £ 1] (tubuloglomerular
feedback, TGF) 2K B Bk mn RE IR BE 2022 < 5B
08D AR S Vi B /I S R B L Y PR -
FH R IGHERR 2 BRI BESD - T E SRS IR s i
IMAEZERIRR o @R B BB AYER
e A BRI BB - FCH JGAjuxta-
glomerular apparatus) o 2= B /N - Bk Bk [a] i
(tubuloglomerular feedback) * 5% ABK/NE)
ARG » PR AR B sk P JRR LS S 2022 o b
] R SGLT2i i WA FLAY eGFR #EE T
% (dip) B2 » R By H R IAE#R B Drne Atk
(RS ELRRE 120« pbAh o B RRER IR E
B R JES podocyte 55 7 BB fHER BL IR
HETI IR A EE PR HAEAR B BRI LR 1 -
Fo B (AR RSB - PIGEIT T2 EE

IERIRTSE 242 -

7R3 T > SGLT2i RE G 5% 86 1K /T 1 /)N
BRI By - DA e B ER R P A
PR 25 W 2 TR B AR R0 RE 2127 - S/ NVE R
Bgrh A RE B R Rt = Y W i, - H IR D RE TR
22K & ATP B & SR SCFF 3 SGLT2i R AE FF I
Btk o Al R AR E R EAIRTE - IR
S ik SEURE ) 22 - [RIIF » SGLT2i i HEFE s
SACEEHEE A - BB/ NVE MR R
o S ) 2 B AR ) SRR = B AU R
I SRR DIRENIR TG M4 (reactive
oxygen species, ROS) £E i 212 « 35 263 g [
IR A B MERF B /IVIE b B s s B Tl AE
SERENME o RIS M B e A 10 e

%8 73 Bl f A AL 3 722 U7 THT - BB A
ik LR R WF 9T BEUIR SGLT2i HA H 2 B #2119
PUEE SR 20 o SGLT2i 7] #1111 2 1% B B ik 1
TEHH 55 AH BR B 28 R AR SR B 18 - B F5 NF-«B »
NLRP3 inflammasome Jz JAK-STAT &l 5% » it
1f7 & G TNF-o ~ IL-1B Bt IL-6 57 {12 8 %8 #H Jfd 3
# (po-inflammation cytokines) ) #& i 2126 o i},
Fb »+ SGLT2i J8 A] T A AL £ K F B (TGF-B)
Je H N R AEAE ALK - I B - R E AL
(epithelial-mesenchymal transition, EMT) » J&/A &
e A LB B VE i 20 - (B LR HI R R BT
HRMEL IR - Bl Ol A LB U7 B O B B o
EHEIRE 2126 -

1E B PR G Be | - B St &2 canagliflozin 7
2019 4 # 2 7F NEJM [y CREDENCE study?’
(canagliflozin 100mg) : U % % &2 Type 2 DM
+# H K CKD (eGFR 30-<90 mL/min/1.73m* »
UACR >300-5000 mg/g * RAAS [H B & &5 &
EHE) IR A - R FE BLAE A canagliflozin
2HECERYEHE T o HE BN A TR (RS
J&& | & T % ESKD * & Ijj #i & 1k doubling of
serum creatinine B¢ death from renal causes) H.
A BH A SR FERCR (HR=0.66) » [FIRF A E H
PRYEFREL LB Ff o 2% » HHE dapagliflozin
Eil empagliflozin FiT A9 IfF 52 - 56 % 9K A
HE & 2] JE B8 IR 98 B A & I - DAPA-CKD?
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(dapagliflozin 10 mg) ¥ & f6& £ By CKD (& JE
B R 9% ) * eGFR 25-75 mL/min/1.73m? » UACR
200-5000 mg/g [ J% & ; ifi EMPA-KIDNEY?®
(empagliflozin 10 mg) : 1K 2 5H & #Y CKD 5 A
HIEFEa G RERIA - AR R -
eGFR 20-<45 mL/min/1.73m? (& ¥ UACR)
o, eGFR 45-<90 mL/min/1.73m? H. UACR>200
mg/g ° 2 FRAYIFFEAS RET S REfH KB = / B
DIREEAL / BB A AE - R HEN
PR 3 33 7E T IERE PR IR BT CKD & I ) [A iR A7
1E - Pt LLH Bl 89 & R 5 B8 (45 CREDENCE,
DAPA-CKD, EMPA-KIDNEY ) — % 25 £ i
SGLT2i REMIF KR H IR » ZE4E CKD #EJE -
ERRAEF MAYIIRE - £ v DIRR L L R
g - [KIE » SGLT2i B2k By ACEi/ARB 2 4h
HRERHTIZL ©
MR 2025 £ K BEIBE RS & HY$ES | (ADA
guideline) » {EfE FIEBHEEYI W > AEARE
1E80E 2 8 H WBHEE T (ERPK R UACR R
B >30% R G B EHE  Fral2mEaEOR
F) o B—JH - AR E RN eGFR HY##
b » 5 B AR 2-4 33 H RIS R 1] 30 1% eGFR
TRYI (dip) o5 BLIRFFE BRI LI I A R R
B £ 1 &2 % eGFR T BE 1Y £ 1 ) K 485
K%~ B ALY SRR R 28 o B HEEYIR R
Rl 1 P AR TS A A 0 PR e RS ~ ISR PR B
BRI I R B HE 5 SR T 7 G i B
FIR B - HAETFE G E T 51 SGLT2
inhibitor & & T canagliflozin ~ dapagliflozin
empagliflozin ° 2K H 15 8 @ (& & K} J&H Bl 2 L,
(19 PR BTS2 BB »+ SGLT2i 5 18 B s Bl 55—
RUBE R EE - B DhRE AL AR R - R
WEHR BB T T Sk N R LA B AR 1 1 -
LEAh - BERIERIRIFZE/R$EH » SGLT2i HYfEH
ARG IS M B R G RS - S AT REREE AKI
R TREHAEIR L BA BIFov e L &
MEEREETE )] > - AR LIRS B — P08
BT SGLT2i 1F By 1 1 B B 16 A% O ZE W1
SR R R A B N B £ g R R Y R 1

3135

H 54 (2025) 3 HB#G - BIREHETE—

5

B JE J5

FEEEYIEH - B A2 T WIS 1 s
PR S 5 ) BT 2 R R B R A B s
H (Pre-ESRD) :ZJi A IRGEEIfHGTE , 2 CKD
W A 0 FE ¥ % dapagliflozin B, empagliflozin 15
P i HERS E $ 32 B K i 52 7 & 1Y ACEI B ARB
A 43 - #1735 & eGFR = 25 H = 60mL/
min/1.73m? il | UACR = 200 H. = 5000/mg/
g s BRAJLA— K —%8 SGLT2i B BEYIGHE - HEBR
RO ELEE « 28 1 BUBEER - CATRZRE - AL
BEMEIRIE RN - ST M R A M i e

(ANCA) HHER M & 5 /NMEH N2 b/ %
52 JUIN I 3 7 2 A 2 1 R 28 v B M Yy

RIZIGH S8 BB SR ONIREZE ~ A
FEE AL ~ HEER 12 38 PR 50 i 2
PE 5 12 AR ARBIARIE B - 554 - HEE
Vi % eGFR REEZE =< 15mL/min/1.73m? HIJZ#
AR LT 6 .

= R R EHEZREERE (non-
steroidal Mineralocorticoid Receptor
Antagonists, MRAs)

Mineralocorticoid Receptor (MR) & %2 & J&
A steroid receptor family » & Hi B & IMLAE - &
K ul 42010 BR J7 oxidative stress B @ B {43 3 HY
Y hormone 4, & aldosterone B¢ cortisol Bt & #&
AEIMR - HEEE) 2 1Y signal pathway ©
i ROS (reactive oxygen species) 1 = 7+ I NO
(Nitric Oxide) B N » 22 7 TS E - &
35 10077 S o BB R ) 2 S B AL 70 - fEA
MRAs (41 Spironolactone, Eplerenone ) HEstE—#
I RAAS 2#f » A EBEREH R - EEEH &
SRR s R BRI EIER - FRl2AE CKD /Y
WAL o T A IEEERE MRA (non-steroidal
MRAs * [l Finerenone ) J& i # — Uy IR KA [E B2
KEF I [ 2 RS DR - B E SR 2 fe R
T B AR R o AT R I o 2 e R T T (3] ] B 52 e
& HEMHIHIELEAEA L - FERAHRRI R R ZGE -
WA B A S TR o PLRSH B0 AR R B H R
EZERE CKD #EfE B REE - [FRFEIEH
JEBs: (AT AR B S AR N R RE ) BB 2E Y
& -
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ST 4F 2K » Finerenone & NEJM #& & 7 2 1@
EEAYEEIREES ¢ 1. FIDELIO-DKD : FE 8t
AR T RUBE IR AR & BF CKD HE B HE E B IR
HI9E A - fEC 2 & {# F RAAS blockade (ACEi
or ARB) MY 8% B 2 F PR35 A S A B i
At (EHE eGFR RYFFAE T %~ B EiE RE R
PEFELS) AL R 18% » 3t — 4 S AL A
I3 AR 28 A2 BT DUR 98 14% 1 #1 ¥ IR 2R
1 4 FE 55 HI AT B ] UACR #9 31% 9 R B - &
A R A v I 8 Ja o EU e 7 ] W 9 B 2 1] g
#i B 412 o 2. FIGARO-DKD : == B §f % it B
HE A RAYBE IR B [ARC 2 &EH
RAAS blockade fif F§ ns-MRAs * 43 B 00 [
TR BRI AR CRFS O LREZE ~ R i
JE, ~ R ERE » BLOIMAE BRIE ) B g
FEEAL - FRIREE 13% ST ERREER - Fr
LA ns-MRAs HE7E R 25 H PR B B Mk ~ o0 LA
B B 5 T A SR A Ak iR o FIDELITY HI
#% & T FIDELIO-DKD B FIGARO-DKD 1Y &
A o IR 13000 A2 G 0T 0 T
AR 55 — RURE PR - & OF CKD BB LT »
finerenone TJ A [F]FF HL A B Mk B (o [T 35 19 R
REER 4

HRE{EDEE » & — BN EH &Y - T2
SEFI{EREPR R & 0F CKD B RIS 5 el
F /& =1 RAAS blockade £ - i ] L AE 22958
B EL OB R E 5 RELRATEREMERIAER ¢
[M$F K* <4.8-5.0 H eGFR >25 mL/min/1.73m? °
AN AR Y oz i B F AR v B AR B )
IS DAGE G g M B 8% 4 - 59— T3 » ARl Bl
FH SGLT2i 28%)—#%% » { FHBRAZERY 2-4 S H FLES
FE R[5 eGFR T R Y] (dip) 5 5 b FRF 78 AT 2
TG A R RE - (HRIABE .2 %% eGFR FREHVE
HARERE AR ~ B s A8 by R I 1 vl DARSE
1& 45

 FEFHHESRBERR -1 ZRE(ERLEI (glucagon-
like peptide-1 receptor agonists, GLP-
1r agonist)

SE AR ) PR 55 AU PR

% 20 th 2% e G VA TR M R B L R TR O BE ) -
BT - EXEREY N ERERHR IR ~ #2
HELR - EATREE B EhRE (Rrall@EHK)
HREWREFN - HERRERELRE TE
BAIMERER - AENEREE THEL
DL RELPURBHE(L « PTREZ @A A B 1 kA B
HhBR B/ NE YR 5 BB AEA L R - HI =
B (LIS EYIZ 2% (RAGE) : 38 MR RIE
REAE B IR I B AR A 59— Rpg A B (g AEHE
5 B [RR G R ER I BR T+ A B Dkt Y T e
t BRI AN - GRS 1 IRRARIAURE - e = B iR
18 el R A B ey A PR LA RR T - ST
AR RS 0% -

R # £ BMC Y meta-analysis 88 7~ :
GLP-1r agonist o] LEEZFHAKIM B HIELET ~ 271
eGFR ~ [#{K/K A H 8 UACRY - iS5 —R1E
85,000 % # 2 HlFH - ] GLP-1 RAs REf (K
BRI 16% ~ BIIREEAL 22% » MAEE
U~ EALELSE & GHEAR LRSI A K 19% -
£ NEIM # 2  FLOW study : $%f DKD &%
Fir s i T Y B gkt SR 808 » () Semaglutide
% > AU eGFR FHE (>50%) ~ HEEE
RIIE R (ESKD) BIAIE /LIME L FEEHFE
B R SRR 24% - S50 - AR ER L
IMAEBIRTEBAAIRCR TF% 18%° » Kl » GLP-1r
agonist FE HEFR T [ MMUAR B EE R 2 A - A
DKD HyiG##E T HTHYRE o« N ERTEGE
GLP-1r agonist 3 FI /£ DKD & H IRHIGH L
DR H & I+ A{r] 3 Y H R EE Y ] DUYs
BMCE— PR -

a PR R ERER R B 75
HHRAVAFR AR " 2E 4% 1% 1L B i
FRYSEEER ~ [ FRF R A L LI P O JESER | o AN
il AR bt 3 PR 5 F B R A -
TBAE M RE S T 2 A5 T A R R R B e 2 5 |
5T SRR - JIEGR RN e i
PR I B R o IR AE — i F RIG IR Tk
LN WESNE B Y R RETE 5 B
R PR 97 REC IR B Mot 8 Rl 5 BB S A 20 A
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B JE J5

FK—  IGFENIR (DKD) S48 R R 22

FEE AR (Bi)

HREIER / B

YR ey FEEEE  EEES ()
RAAS ACEi (captopril, T2DM + FEHIK ; %
A 1993); ARB By eGFR >30
(losartan, irbesartan)
-RENAAL,
IDNT(2001)
SGLT2 Canagliflozin - CREDENCE: T2DM,
HIHIR] CREDENCE (2019)  eGFR 30-90, UACR
Dapagli flozin - 300-5000
DAPA-CKD (2020)  DAPA-CKD: eGFR
Empagliflozin - 25-75, UACR 200-
EMPA-KIDNEY 5000 (EIERELRSS)
(2022) EMPA-KIDNEY:
eGFR 20-45, 8 eGFR
45-90 H UACR >200
(REIEWERRIA
CKD)
FEHERERY  Finerenone - T2DM + CKD
MRA FIDELIO-DKD (UACR JH&
(ns-MRA)  (2020) * FIGARO- eGFR >25) » 55
DKD (2021) » 16 Fy ACEi/ARB
FIDELITY (2022)
GLP-IRA  Semaglutide - FLOW  T2DM + CKD ( Z%%¢

(2024)

eGFR B UACR)

Captopril : EBRIFHE 48% (3
[T B =) -
Losartan (RENAAL) : ESKD/
EERZIEHAT HR 0.84
Irbesartan (IDNT) : B &
EE HR 0.80 °

CREDENCE : FZiEHkE,
HR 0.66 °

DAPA-CKD : HR 0.56 » B3
RS SRR R -
EMPA-KIDNEY : HR 0.72 *
HE A B Re AL /

ESKD -

FIDELIO : & # {5 #% B HR
0.82 e

FIGARO : CV #£#5 HR 0.87 »
B EL#EA IS HR 0.87 -
FIDELITY : CKD progression
HR 0.77 ; & 3= ¥% /ESKD &
4 20% * UACR R 32% °

FLOW : B 5 E5 HR 0.76
BEE WA B ohhe A L B/
[MIEFET HR 0.8

15 I8~ G I JBE ~ R h
HEFTHA TR 5 ACEL & A
1570 QA o I |
eGFR - [fJ&& »

WhPRSE /A E B O R
e HEA WK A G
eGFR Y] - FEEH : 2
W AR 8 ~ B ThRE - E R
Eo

s (REE) ; FE
PSR ~ BFTHAE - BRSNS
SMEHREE - S MRA
HITTRSERITER] -

W GLREITER] (B~
Mert: ~ RS / JE) ~ HE
N R
HEE ~ B EIE -

EVGHE » [AIRGE S BN IL S IRIR (shared decision
making, SDM) 1Y H Y o 572 B R HE TR 75 125 i
FIEE IR » TEERIRE B » 16 HE SR H Do
~ e Ry 7 NHEAT o WK DR B A OHE
Bl 52 1 % » FLER— o fRIE KDIGO 2022 (i
FRI% & OF CKD & #) 5! Bl KDIGO 2024 {CKD
fFEtEs )7 HeiniaR s ¢

—  ERBURRERERE AR

TESED IR R - H o R A A T TR A
A BFEIR IR o I (= < S o/ HD > K
B~ PEHIGE  MANER) - DURGH R E 1%
P (4NSAIDs ) » 534 » A FGIMLAEE ~ [ B 1Ml

R B R e L PRI R B -

=~ EYRYARE

1. 55— FRIE R E DL RAAS IR ks FL i
AGARPR i 32 1446 T /e P& - ACEi B ARB
M 25— AR AR IR Y - R S S DR IR
e BMEEES TITEEEHKRNES - 1
PR R B AR B IM ST B - 25 B B ACEi
ek 52 (AN B EZ g gIVE D - RIFE S
ARB ©

2. A SGLT2 inhibitors ° #£ EL{# F ACEi/
ARB 7 R B R E H IRV ESE - JEFZE A
SGLT2i - HAMEREE—PRHEE IR » =EhEfE
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LB IRAECR - fE5H %1%5’!3@!1%"\@‘%
£ DKD R H PR - BRRERE C L AHEEY)

JCFs 568 — SR LTE IR -

3. F 8 N A FF JE [ AR A Y B2 ] B A2 8
5 Ui %l (ns-MRAs) » # & % £ ACEi/ARB i
SGLT2i {6 M #EEFEHK » LHE DKD
B A RN A IR E BE B A ns-MRA (400
Finerenone ) » [LAHZEY)RE HE 3 Ik A 78 6k s
{HFE B B M ST = ey EITER -

4AEGHEEE Y IEREE DO
GLP-1r agonist » L3 58 & ik 2.0 1158 PR 7 5K
5 ° GLP-1r agonist ¥ ks DKD £ # Y[R ML B
L I A B Y T R %E’ﬁ(ﬁﬁ'ﬂﬁlﬁz—;
DKD i & (L HAEHK) K 58— HEE
{56 F SGLT-2i ; #5 M3 fif 52 e 4% ﬁH EIR<7:3)
GLP-1r agonist TE R REGE(LIEHEE - H4h >
] LAEIRE 6 RAS inhibitor * SGLT2 inhibitor £
ns-MRA HJEHRKAS L -

=~ AALERZERAE
TR RIS AR BB R MR - BB PR
EOHIE ~ MRS H B0 MAE PR R - 555 L
T BEELRE AT ~ Lol B Hl B Y S WL B T %
ERETE - sefE R E HIRIGE R - EHIK
1B RIE FELL RAAS IR R i - FA4 0 E
SGLT2i * ns-MRAs Eil GLP-1r agonist ° jﬁifxﬁa[fﬂ
~ IUKE ~ ITHR R A g2 1 B A= v U BB A4S
ﬁﬁu "ZRE R~ EAE ) BEER E@Z FEé'l;
RERR BB 22 /71

HEam

B PRIE R PRI T i o f& b O IS P
Ja\ g ) B S TR FE AR © W PRIG PR ORI 1L B
[ RAAS I - Z2 0 & SGLT2 ]
T~ 22 ] it 2R [ I 2 e 5 OB DA R: GLP-1
AR IE ORI 2 g KEE S « Th—IG A
NMEREFRBREH K - JRREAERE B LI REE:
LSR5 S JENRE = ORI i DA B 5 I
AR A AETRR BB R RS E - DU
— T EE RO B R A T S E

»
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Proteinuria is a key marker of diabetic kidney disease progression and cardiovascular risk. While
renin-angiotensin-aldosterone system inhibition remains the cornerstone of therapy, many patients experience
residual albuminuria and ongoing cardiorenal complications. Recent clinical evidence highlights the benefits of
sodium-glucose cotransporter-2 inhibitors, non-steroidal mineralocorticoid receptor antagonists, and glucagon-
like peptide-1 receptor agonists, which have been shown to reduce proteinuria, slow renal function decline, and
lower cardiovascular events. These findings have reshaped treatment strategies toward multidrug regimens and
individualized care, with emerging guidelines recommending stepwise addition of these agents on top of RAAS
blockade. Early initiation, careful patient selection, and interdisciplinary collaboration are increasingly emphasized
to optimize outcomes and mitigate long-term kidney and cardiovascular burden.



