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HI 5

R 6 B B g & L SR AE EiR(USRDS) » 15
1K H 5% (end stage renal disease)JE%{T
o HE20184 - #EE R HFRE " - WifE
fERIIEE b REIE WG R T — H 2
RACE B YRR - 2019168353311 - PEE
AT .2E A o ARG EARWIE i - B
R BYR 8 (DKD: diabetic kidney disease) A A5
RIABR B —F" o F7T DUE G E R IR BA
SRR EEN—EER - SR ERRRER
EHE - BEETORERIEER2IG - B2
e HAL bR A RS - A0IMER ~ b
HlEF ~ R E HERR ~ N EREE o ARTE
F10-204F > BEIRIFHY = =B iEHE R 1S 2] KR
HITEA » Bl PRI B A 25 2L R REH TR
REEY o RIS S Z2E 4% B PRI B e A S LY
ZEY) » WIHEEAR A BN A HE Y E SRR G

W5 G R IR R B R A EEY)
% TRAS (renin-angiotensin aldosterone
system) blockade Z 4} » KT B 8 S F5 11
B o ARIMITHEKSGLT-2i (sodium glucose
cotransporter-2 inhibitor)— 2% PR 28 e i
R B ESGLT-2ifEREPRIR BRER 1 - AL
WA D RER R B AR R B A 1 .
15 SGLT-21 FIRAS blockade » % F¥E R s
B A G R A B AR R 2R o B BRI 2R Y
HLEnsMRA (non-steroidal mineralocorticoid
receptor antagonist) fYfE 22 Hi i » Finerenoneff
FIDELITY program [ | 85 1 B g IR & F
- FEREPRIRSEETIR A - BR T TP LED ~ 3K
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DOIMAE TR » 56 A] DUERR B S ny e - I
DUEBERBIRIET - HIL - BIRER = At
RERIE -

HLAE R R DURs & — B f > GLP-1 RA
(Glucagon like peptide 1 receptor agonist)zll X
B T A KENIELE o SemaglutidefEFLOW
study KJERT) - BT FAG R - n] DL 24%
B BRREACES - B2 —HGLP-1 RATEE IR
RE DB o FT DABRATTE A e b PR B
GRS - PRAG A P& o] DUR 4R R
Hi I B B TR
RAS blockade

B " HUPE PR BAYR AS R BUIR Il Ky
filf 7 @A RRHR — A B 5
“AUBE PR A MK PR EE K » renin
aldosteronefi= B /2 fm K HY » H 2 71 B g i %
KE » 2RASIBETEAL - EHEIE - MRy
diabetic paradox’ o ik E K B HER SR - 415H
ZLFHRAS blockades {RAEE Mg - 2L HEEEE
WhE R 2 B P B+ T2 A AR Y B K AT 52
| & (maximal tolerated dose) » A HESERix
I B g R R E ] - BRI & - iR 2 R
PRI 2-4£57% o (LR IRAMMAZ B BEHT - B
IR EBEFIRAS blockade s OR7E B gk » {5 FHY ]
BN

K] B B I S BRI R ASTE AL » Fr DUE
foh BR B HER /N B IR 2 HCHE Y o (IR TGF
(tubuloglomerular feedback) » Fff DUAEBR/NER
EHEIR o MEMERBUE T » (B RRER AR



(intraglomerular pressure) 7 © 38 A EEHEIR
Jo5 F TS R BK et i IR R (hy perfiltration ) Y
o R ERRERAESE K - A 58 B TThI
B SAMATEREL - A — % F B nephrin
JE FE I B AR R IR A9 o 508 58 ek 1 S R e
{H & Angiotensin [T i nephrinf2 & » {15
I8 9 S AL K+ S8 il 2 1 PR B
S — D B I RE o M Angiotensin TTA]
aldosterone » K EHRHRGBHIEE & ~ Bt
{t.(proinflammatory ~ profibrotic)dJHE ] ° i5LE
A PR IR AL E Ve B RAS 1HALE HE H IR
o~ B IhRE AL I E B A Y o TRAS
blockadeH A RASTEAL ~ Haak HIBR/ NEIK ~ £R
f¥nephrin ~ PLEER  KPUEAHEL - HRIED
HEEFR - ZE4E B Dhae st - MEEH H AR
Bt

ARB(angiotensin II receptor blocker)fF f#
PRIGERZEIIZE - (EEEHIR ~ EREH
R~ BIEEEHIKR - AIEH TBAINSE - a0
ROADMAPHFFE 35 B Olmesartan 1] DLk 4> 8
FIREEEAMEENIR - IRMA-2fF5EEEH
Irbesartan W] AP A i 5 H IR EE R EI B & E
FIR® o (EZ IS W E BT SE - B B M R A B
I A E R RAERCRAY - a2 - BESTIK
DHE I RIE ARG - N —ERERAEAR & T
Rk -

GERENAAL L IDNT HFSE - #£20014F
JANEIMAI 2858 » ffER8 A BB H RIS &
m » Losartan 7 Irbesartanm] DL {5 28 B¢ i A R #%
2L ER 2T EERY3d(doubling of creatinine,
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ESKD , renal death)%&3%16% J220% » S84 fx k&
T T2 ARBAERE PRI B SR B AT (23K
I ZEAGE - & TR 2 - & R
H A& 2K H doubling of creatinine 3 fAESKD -
ARBZ L 2 BIRRE N RER - ¥ Rrenal
death - FHZRHEEG NREAVESY - (HZE
ELARIE 25 10-2 04 SR A 7 i PR YA B s 480 i B
HEEYRERE T

SRT » {58 FH ARBIR LR ZE B PR 75 B o 4
e IR - ELHRERE ¢ (1)ARB
RAEFEIRIRE RS - EIEEBEOREESH
RHNFERRY o B SR M IR B R
HIRESE - BRTEEAL ™ Q)FHEHE B
TRFERIIER - ARBE 2 H 2 i K Al i 52 7 &
(maximal tolerated dose) » [fij JE— 5[ I JAR 7]
=75 G)HEHEIE R RIYARBE - S
S B B B e g ™ o Fr LS SRR
ANu]EEG HD T ARBAERG PR b HIE O B g
ISR -

FHMYRIERE - AURERAS RiEETE
HHIH - FAGEAHRUE 2 ONTARGET ff
Seas i ¢ [EIHFfE A Ramipril &z Telmisartan #H
B BLH Ramipril » 3718 A FAIMOULTIE® - i
ALTITUDEM#ZEH#R + fERAS blockadefy
N » 0k Aliskiren(direct renal inhibitor) »
IR G L BB — DR E R - T B
AN - B EIER a M B R G b A
WERRERE - FTDABEAR S ALY -

SGLT-2i

f€IDNT » RENAALZ1% » HETTIRZHE
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PR B s B B Mg PR e U BT 9% 38 ST 7R 4Rk
FJROADMAP » ONTARGET -~ ALTITUDE -
HRE SR T o fE20014FF(201935 1 84F-[t] -
B T ARB » F A& A H by g€ %) ] DLH 1%
B R B R R o BRI B - 2R
TSR PR T R 8 i s K Y PR R o 1 2 8] IR B A%
JRAESGLT-2i Erfi 2 & W) FEHEOE - FefMAIE
SGLT-2i[KfEXBFDAR TR » Fitess

CVOT (cardiovascular outcome trial) DLEgEE
OIMERZ 2 o @M@ RE AR EMPA-
REG' » CANVAS' + §z DECLARE"”= KHJf
¢ o Em M REAKEERLIME L 2=
1y B E R ERERH S A E
M5 E © Empagliflozin ~ Canagliflozin ~ J
Dapagliflozin¥f & B g i 44 B 1Y OR 7 21
40%LL | o EAREMBETAR B E R H LA
[y - EMPA-REGER Y 2 EHHE R @ 1
§t&doubling of creatinine ~ ESKD ~ FlIrenal
death - {HZFECANVAS JzDECLARER}ZE »
Rt ge il 220y B hpe bt - A LAGERT 40%
reduction of GFR ~ ESKD -~ f{Irenal death o H[
FIREZK T+ FAF AT L& 58 = {8 fF 92k & i
SGLT-2i A& g RENIERME ? H52 AT
1Y - i B R RS E = 922 CVOTs »
HE R E e AL LM A - B ek B2
secondary endpoint o fEfF ARG BRI R HIZRE -
secondary endpoint' & REEE FE MM o HAEMUE
hypothesis generating o HEEEHT » 215K BERE
SGLT-2i ¥l bRy B W B2 S A I » FAE
s 22 DL gk Fyprimary endpoint [ RFEE A
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REMESE °

B —{ESGLT-2ifYrenal outcome trialft &
2019%FCREDENCE trial" » fjf 5% 4% S8
7R ¢ CanagliflozinB{ TPk T B Bige o 4
#34% ~ A ESKDIE32%  {GHHHEESE N %
1.85 ml/min/1.73m* ~ $HEHHAEE FFE4.69 ml/
min/1.73m’ o GFRF A3 FE Il A% 3£ 60% -
LICREDENCERZEIR A » I GFR56 cc/
min/1.73m* » Canagliflozina] JIZEAE12.954F
HEADEE - CREDENCEMFERYEL L) » thik
2B B S GLT- 21 08 7 B bR 9k B o BB Y IRF X
Canagliflozint f2202059 H 15 F|FDAKL HE -
A5 B PR BB 3 R AT DLOR & T gk ) 5 e
fiE » MZFR20214E3 H EUS TFD A SEESE

5 " fE#SGLT-21 renal outcome trial:
DAPA-CKD - HIZRA20204 85" - MHE
JACREDENCE * DAPA-CKD & X & B % iE
e IR R R o T B G M 2 GFR B9 R
FRA7ZE[25 ml/min/1.73m” - $ERPFFRHEE
Dapagliflozin BT/ B A< BE5E44%
I ESKD 3#36% © ixEHEAYE M all cause
mortalityi3£31% ° 38 & 55— renal trial®] L
MEt B TREMSE TR - B&EIEIL - Fr
ZEFDAMAE T PUHGERB] - R20214E5H -
Dapagliflozin {5 HE bR B JERE s S 18 1
B M R AT DAOR A T 3

# ={EISGLT-2i renal outcome trial:
EMPA-KIDNEY HIiZ 2022485 « FHEIRA
CREDENCE ~ DAPA-CKD » EMPA-KIDNEY
ERSEE SR Y E SR S P



B o i HIEEZ GFRAY FER A7 (20 ml/
min/1.73m* o §ERIFSEEEE © Empagliflozin X
DIk B T A% B 3#29% ~ N ESKD 3%
33%  sEse 55— {lrenal trial n] DUREETEEZE Rk
1814 5 Mo 7R L 2 1 PR R T A B SR
HIRHW S - AT DASEEIFDA G T IRIE R 20234F
1 Fid@ B Empagliflozin BU{S ORE 18 14 B Bgsm 0y
SR - SGLT-2itEBRAR AR E AR » 1
1152023 KDIGO guideline SGLT-2i%] k%4
FCKDEE - 38 IEX AR EE T B IR (L -

FEHASGLT-2i 375 568 fin] Fef A% i of R 5 Mk -
FIRIRIER SR % » ASUIEREL - KRECEATLA
fE LR = K& (1)ZB’TGF - ffifGafferent
arteriole i » NEEERRERAIRE 5 (2)7k A ik
48 ~ BA$EHIF (Hypoxia inducible factor) ~ 34
IIALIMER A B R G BEEIL 3 3)ID
SALRET] - LB RAIER - ERB LN RZEE
TGF NREBEMERA R 2 i EZEAVSUE - HZ2E
GFR N E[45 ml/min/1.73m’LLR » F#ETGF
Pk A B R BR P R I K E SRR BB T o TS Y
i+ Pk Mg S8 Sz H03% A8 P A Y LR B AT RE L
GNET -

BASGLT-2i ¥ B iy & - HEEEH
— BRI BEE - TREE LS ICA RERE -
B AT LA FE - 8 L e A H
maximal tolerated doseJRAS blockadeZ />4 &
PLE o FrLLE 6 SGLT-21 g (R FERI XA IE - &
FEEAE(H FIRAS blockadelFERE PR %
AR VS A (3% RAS blockade » SGLT-2iiE
HAEFERRAIEF R - 24 HFiE i fE bt 95 2 i

202455568458 1 0HA

[FIEHY -

FHINBERIHFEER - RAS blockadefRi#
BhoEH - MW AGHEHIR - LH
TEREEARTIHRHANERE - KhHED
PRAERE E S HIRASRMIGAL ~ MLE N L=
% » FTDALEE (6 FE B 5 IR AS blockadefR#
B B - ATTERY 2 AR R R R
HPRAYPE B » HRTRAS blockade {77 & g &
BARE - MSGLT-2ifEIE B & HE IR -
A BRI IRIE ? CREDENCE Al
DAPA-CKD trial » #2& DAE &8 HIRIR B2
E¥ 5 o FTDIBE[EE Al (normoalbuminuria) »
A2(microalbuminuria) Y EESH » HEEH
EMPA-KIDNEYZ A% o IfEEMPA-KIDNEY
BRI HTHR - BAMT AT DAZEE © FEA1 R A23E R
8K 53 - Empagliflozin FHBfHYBHGH -
¥R GFR slope NREERYIA » R BHFHI IR
RETERT - AT~ A2FE B » AHEFR B - i
SAGFR slope e E 22 BE A R A3RSEL » 1H
EMEERAZERKRAREE - 535 ancety
2R —fEmeta-analysis » JZEEMPA-REG »
CANVAS - DECLARE - JzCREDENCE%4
KT o FERFM RS EE « FEARH
B HRIRRE » SGLT-2i4H B g R 1
M oo EESRH EZERSE - K SGLT-
21 WHEEEH » REASEEREHRNT
% - CANVASY 3% —1{E mediation analysis »
fo R HE H IR TR 25%
Canagliflozinfy B Jg iR F ] - B ZHYKIFR
AIREIRCE B EMAR - FrUE IR T
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SGLT-2iRyE g fri# - 72 A [RIPE XY B H IR
HATRETAAE ©
Non-steroidal MRA

R DR 97 5 o 20 1 BOWR BRI R A o K
B DAy BT ST KR (RS2 B E il
R R B AR ER = R )~ UEHIKER (Eifihg)
B % R R HEIL 5 = KB - RAS blockade
JeSGLT-2i 3 2w #1117 Bh 7 82 R AU K]
% (B2 H R I E R B - 2R E]
MR (Mineralocorticoid receptor) 2 HIiGEAL. »
wE—HRZEHRNWITE - #HifHsteroidal
MRA - g[ISpironolactone » Eplerenone » #fEFX
ATV HIMRIEAL » H2 rTRECERERY S M8
AIARKEIR 78 2EZEY)AEDKDHYER] - iE 1A
MEEREZ 5 =/ CMRA Finerenoneyiff2 » 15
FGHAYfEDE - Finerenone 2 J& A non-steroidal
MRA o KA F et » S s as 4
I EEBIRE TR 5 EEPiE R - Pl bavae
JIRWEINGR ~ Rt DUA H e F A0 PR B e
HIRGIE

20204EFIDELIO-DK D 3% B i 52 ¢ 51
Finerenone A A8 — BUBE PR & OF 12 14 B
o5 A AT R B 0%~ eGFREFAEIK A 40% LA
DR TR g I R B St o 7 o SR » 20214
FIGARO-DKDRERFE/R » 55 —AUBE RIS & OF
184 B Bgs s A » I b Finerenone » A] 8H 3 3%
LM R A A A L ATRE IR ALy
RGBS - TR LR B R SRR &
SAHT 0 BRAZFTEERY FIDELITY program'” o
RAZBL » Finerenone ™ DAJK 423 % B g 4% Bl
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(doubling, dialysis, and renal death)F[114 %.(> L
EiREHEM - 52 % HMRAZEI{EDKD
NUERENERE - FTLISEBIFDAJR20214£7
H & Finerenone & & 55 — U BE PR % FHRR 19 18
PEB in A - IR IR B THRESER ~ BRIR
HESE ~ LIMVE TR EERIET ~ RGO
JLAE 28 Bl (KL O B 0 (e e Jal g« 1 th i =UBA Y
T ZICREERIRTIRF A -

SR FinerenonefY A » HEGLETRS [HHY
10 B 2 2023 KDIGO guideline » %A II4E
PR - B8 —HR A BE FISGLT-2i & [y ¥R IfiL B8R
F5EH] - 55— FRAEFERAS blockade » 55 f¢
RIlZE8 5 FinsMRA » gt 2 Finerenone © Jfr]
HEFERAS blockade 2% ? 2Kl FyFinerenone
A& B R A R RAS blockadel 7 HH Z Ky
FIDELITY programfyWF5eiat - fisAm
1l 2 26 ZH A B AS 6 i K 32 7 S AU RAS
blockade o FrLIIFFE G S IR Finerenone ¥ &
Bgro R - 2 AECAEBEHIRAS blockade
HYEEHE | o JERSMIERIRAEHIRAS blockade
IR A S b o BTDAETES [FRINALE H PRERAS
blockade 2% ° BN EE K Finerenone £
R B AU RE T HLiR S
SGLT-2i »
HAEM

FRTEAY A1 - EAMIABESGLT-2if1RAS
blockade g H i i /R B R B 11 /i KRS -
KDIGO guidelinetg% | iGH EiE o (HE B R
HlEEA - 2k (additive) fE R E E 5P
F (antagonistic) ? fi¢ 4L PEE FalEG RS S - -

RAS blockade - Finerenonef} 3¢



GRAEB MR 2 528 N AR E
AL -

e 2kE > RAS blockadedf ik
efferent arteriole » NEEEFHRERNR - {HIE &k
Frenin upregulation ° rening 40 - [fjrenini
I fErRafferent arteriole » GBS IRIH
RAS blockadefy{ 57 ° i SGLT-2in] Ll i#afferent
arteriole ¥ » MILF ] LB RAS blockade °
B —m SGLT-2iffER ] Dl Zafferent arteriole
Wi - HE2REEMIROWR - frlgid
% RASIHAL o MIRASIHAL » & &k efferent
arteriolel(fii » iEtk—2K » X EHKIHFHSGLT-2i
HIIFBE o Fr DAANSE N _FRAS blockade » 4T
A CUEPUEAERIRAS - /3 {F I AEEHAR L -

W A ER B 2 AR B BT RERY AL o HZ2

fmeta-analysisd A DIZEFL'® © H{#H FHRAS
blockade » SGLT-2i{# & g i fX BV HR 2
0.58 « TMAEAR{EHRAS blockade#H » SGLT-
21 fR B M i A BEAYHRIE0.71 - FERUZ
SGLT-2ifE{#E FARAS blockade EERE T » B igiF
RERAT o {HIZRIERBEHIRAS blockade » BLH]
M BEIRERN TR - 8 IR n] DIk
RE R E R R A I (additive)fERT -

S4h » HRIEPIMA Indian RF%2 @ AR —
AR EFERERIR - BHFEGFREIR
A E 10 ml/min/1.73m’ » 215445 FRAS
blockade » GFREGRAHEE » KK ] AREE]
5 ml/min/1.73m’ per yearLL R o FrLLERAMHE
CREDENCEW5E#5 R + ¥ HAH9% B FHHRAS

202455568458 1 0HA

blockade » [f[fGFR T EEAYEE E4.59 ml /
min/1.73m’ per year - DAPA-CKD ¥fi&#H97%
fii FIRAS blockade » GFR R [ f 53 523.59
ml/min/1.73m’ per year - KE _F#F & RAS
blockade HYAKIR o EZATRFERAS blockade
FEEE N FCanagliflozin B Dapagliflozin »
GFR N[ RE %t 1.85 F11.67/ ml/
min/1.73m’per year - GFR F4F NS 1E10
F]5 ml/min/1.73m’LL T ZRAS blockadefy I
%5 » GFR f94E FREHETES ]2 ml/min/1.73m’
LN ZSGLT-2iERK - HXLFERAS
blockade ;2 SGLT-2i & 026 B il )T -

LA Finerenone FISGLT-21 Y& ik {7 7%
BRI RN B Pt ? B KRR IE
HBRERYREE - FIDELITY program B 5K
JiHT - BBAEZSGLT-2i B fl#H (user) 52
SGLT-2i JEf#H F#H(non-user) » Finerenone £
L BRI G R 2 R - BEE
SGLT-2i fiI Finereone MY LB ER » 22
MR » AEEHPEN - EFEENZRE
AU ZE 2 BASGLT-2i v LKA = I $Ay 2 4 -
s EEZRAS blockade FflIFinerenone 4H:
Zup-titration ) ix AREHE - AT PASGLT-2i HYfiE
FEEAR¥IRAS blockade fzFinerenone 2 H &
TCHY - AR FERAS blockade ~ SGLT-2i HyE:
fft 2 T P FFinerenone » FAERYGFR N EERY
SR DI 1.3 ml/min/1.73m* - EEEHE
PRI B R B GFR N gE - g m] DLZEHIE] 1 ml/
min/1.73m” per yearDIA - SEREER A HARE1L
B LR A S AR T -
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GLP-1 RA

A GLP-1 RATEC ML Y R 3 i 52
B H - #R#52024 ADA guideline » Q159K BH
ASCVDE Zmultiple risk factors » ¥ FEE L
@kt GLP-1 RA B/2SGLT-2i iy AJGHEHYTR
fi%ch o 5 H Estroke prevention » HEijZE B
fmA & e FHGLP-1RA - A fEHYE - fECKD
progressionTH[j | » GLP-1RA — B K B
BIRENER - i e BtLHERRER
HHHIRPIIR A (new onset macroalbuminuria) e
EREREEAL(GFR based) kA - %
FERPFE KRB 0 WILEADER trial™®
SUSTAIN-6 trial”” + PIONEER-6 trial® » HFH
FEGFR 30-59 ml/min/1.73m” A5 o] LB
GLP-1 RAGJ#EGFRIE(LHYEESE - IRIZGLP-
IRA BB BRI BRI A oI 3880« SRS
s R PR A B BG - ] GLP-1RA
KA 18% RAENITUR - HZ AR FHFEE
FHEMK - AIGLP-1RAME L 2 B RHE 1Y
TRAESUR o FTDUBIAGLP-1 RAMY B i (R 3%
Hai$a5 (R A ERBIRY A - 2 {ESGLT-2i
i FHZ &R = 2R0M » SemaglutidefE3%E H il
Fr A HIGLP-1RAFRFERE ~ [of e B SUR A Y
g8Y) o 2 AISUSTAIN-6/F5Er » th 2 8
MACEW[E26%#fi 31 M EEIY MR - HZ
Semaglutide ¥ B i HY BE AL B 2 S5 A R
EICWE 2 — i3 SUSTAIN-6 F,PIONEER-6
fiJpost-hoc pooled analysis”#§¥i : Semaglutide
¥ B - FHEGFR N REIRISE - 2R

30.59 ml/min per 1.73 m2 (95% confidence
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interval 0.29; 0.89) » SEFRIHETHEHZE  MHAN
IR A E30-59 ml/min per 1.73 m?, ZHE T 5%
1.06 ml/min per 1.73 m’ - X2 GLP-1 RA
TEE PR B E R - (HEER R e R
AT AREFE R E R Em o HIERVAS 2 S
ffSemaglutide & g AX BEIFSEFLOW trialfy
e ©

B IR S AIREIHEHEL T - FLOW
trial (K Fy 3 B FRE BERY R E e » 1220234F
10 HHRRTHIE » 202443 HSH » B 7%
IEZIHE © Semaglutide ] LKA B i %
BLIE24% o Bk o — 1 ] IR B gy GLP-1
RA - ER - SRRV B v RE SRR AT - 1M
bE& IR WA - jaRiET [nReth &b dk
g o (RS HEREE - BRI B WG
BEHIVIARERF R - @ AIRE -

B PRI B i 2 CAAE S2 i IRUREDR PR 1 B
B TAEE AR - DEEEWRA—F—F
Broae it - P RFHER - ARMPE#SGLT-
2i ~ Finerenoneftjft » FRRAS blockade—iE =
TLAEE - MER TIERE DR E LA -
46 » SemaglutidefEFLOW trial fypkTy » HI
PARCVUARERF O R - ARIMERIR L 1aRtE T
(inertia){TEE1FAE - FELERL CRAEHED
PREIAA » R A 32 2158 S SH IR B g
VIRITEIRE o SEH e A 5 Ba A1 AN A B T fge
barh - ERMBEEAGRER - WATIRAE
SRR R - AR [HEE R B RIRRE
% MEZE MR ABREML -
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