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[ Abstract ] Sodium-glucose transporter 2 (SGLT2) inhibitors are a novel type of oral
hypoglycemic agent. Clinical trials have found that these drugs not only help control diabetes but
also provide additional benefits for heart and kidney outcome. They have shown cardiorenal
protection in patients with type 2 diabetes and can improve outcomes in non-diabetic patients with
chronic kidney disease (CKD), and the overall safety performance is good. Therefore, SGLT2
inhibitors have become important drugs for cardiorenal protection in CKD patients. The consensus
expert group undertook an extensive process to develop this consensus on the use of SGLT2 inhibitor
drugs in managing CKD. They engaged multidisciplinary experts from nephrology, endocrinology,
and cardiology to ensure a comprehensive and standardized approach. The expert group utilized
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existing evidence-based evidence and the expertise of the participating clinicians to formulate this

consensus through consultation, voting and discussion. The consensus includes the recommended

population for SGLT2 inhibitors use, the risk assessment of adverse reactions before use, the

recommendation of combination administration, and the monitoring and management of adverse

reactions during use. This collaborative effort aims to provide physicians with a reliable and

practical framework for the rational use of SGLT2 inhibitor drugs in clinical practice.
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1 M W JIE 9% (chronic kidney disease, CKD) 42— 2 /™ &
JEL M N SRR (9 B2 . 2018—2019 4FFR [ LA CKD 8%
HH82% " . CKD ek RSN , — ELit i 28 AR W I
Tﬁ(end-stage kidney disease, ESKD) , 88 F #5252 B Hrak
VR AL A5 T IE R AR IR YT 4 R R AL S5 SR T B 4
LA, CKD [ BAT 5 IO 1A S0 A0 PO 1 AP 2o
FLBE T v B R, L BE T R BE A S/ Rk R A R
(estimated glomerular filtration rate, eGFR) T & i1 14 =,
PR IHG A 2% CKD 3 & Rt /b 1L 8 2 CKD 45 B b g 4%
DNEE . JAERA 6 CKD SBFH M0 BRI I A T S
JE& | H: o 49k -] 8 4 7 32 1K 2 (sodium-glucose transporter 2,
SGLT2) Ml 51 (SGLT2 inhibitors , SGLT2i) Y [ it &y CKD i
SR TR R T

SGLT2i e WA Ay M E 254 LT, FLRR A AL A A Y -
BT 0 Sk v /N B SGLT2 Ty fg /b 7 26 i R UL
AR — R YNGR FEUEE W, SGLT2i HLA M7 T R bl
PR 00 B ORAP P T, S bt ko 4 I T 4 20
(Kidney Disease: Improving Global Outcomes, KDIGO) 7E
2022 4F CKD 5 F- il bR 6 PR A Ik R 52 B 95 75 10K SGLT2i
P SR 215 24 40 11 34 Sy 2 TR DR ( type 2 diabetes, T2D) & 7F
CKD B M —LRInIF

BRAE T [ 11 R 7T 458 FH A9 SCLT2i S 25 ) A0 45 K s 1 i
LIk K B ¥ (dapagliflozin) . B A% 31 15
(empagliflozin) . 3 € 4% 51| ¥ (ertugliflozin) | 18 #% 51 i
(henagliflozin) .k BT 4 b 5 1 3% I AH OB 58 1 R B2 il 4
CKD A 3 o2 B MU b 8 1 SGLT2i, 11 JUE . P 3
O I AE ST T O T I I TE TR |, 455 3% = 09I R

SRR, FEFEHITT AR,

(canagliflozin)
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g 1 X eGFR=20 ml-min”'+(1.73 m®)™ ) i A CKD
U H (PR AR T2D) 18 SGLT2i

L (LA F I CKD BT SCLT2i: (1) AT
| B A B L 1 CKD 3 UK 19 1 % (2562012 KDIGO

PRSP SAL R LIIISRSISS

CKD B KU 43 2 ) 5 (2) A & A0 145 =R 1 i i A
5 GO0 EE RS ST BOK ) o
3. HE Wk A A 8 I O P53 8O B 3R 25 1Y SGLT2i
L7/

&
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2 TR RGP AF 5T 45 3R 7R, SCGLT2i 36 97 7l il 3%
CKD B2 (9.0 VB A DI R ES ), A 38 AR 1 45 214 &
A AU FIAE 2% CKD HE Tﬁéﬁxﬁé T2D #J CKD AR
H, SCGLT2i A7 FE 0 B Ak 25 ¢, 3% — 1 FH 2k 7 T LB

SGLT2i 24 ) 4 .0 1l & 45 J=) B 9% , 41 EMPA-REG
OUTCOME (NCT01131676)"" | CANVAS (NCT01032629 #il
NCT01989754)"™ | DECLARE-TIMI 58 (NCT01730534)"" 4
IR, SGLT2i Wi/ A O LA v £ PR 28 CAn s 0% s il
TR B LG S BB RE)T2D S8 A O I A 1, 0 H
RAARR 0 1 ey 1 6 IR 5 R B 5 I 28 0 BT S s, SGLT2i 4iE
L1 T2D 1Y CKD i Ji .

DL BE 45 R o 3 B2 5 B I IR TF 98 CREDENCE
(NCT02065791)"" | DAPA-CKD(NCT03036150)'“ EMPA-
KIDNEY (NCT03594110) " ik — 25 PFAh T SGLT2i AL 1 {4
4 . CREDENCE #f jt“m AT T2D 5 (n=4 401) ,
eGFR 30 ~ <90 ml-min™ - (1.73 m®)™", JR F1 2 A WLEF LL
18 ( urinary albumin to creatinine ratio , UACR ) Sk >300 ~
5 000 mg/g, 3285 A4 5 2 ESKD | L {ILEF S4B I g
DURPESET, LB TS 2.62 4F  WFFE 45 R R RGBSR YT
M EBE AL T 30%(HR=0.70,95% CI
0.59 ~ 0.82, P<0.001) . DAPA-CKD Fff 551" A 3 £ i A £
T2D ) CKD % (n=4 304, 32.5% A~ {£ T2D ) , eGFR 25 ~
75 ml-min™+ (1.73 m*)™", UACR } 200 ~ 5 000 mg/g, - & &2
G YR ESKD . eGFR 74 T [ 2/ 50% B R 0 Ui
SETT, LB 2.4 4F T 45 AL R ik 48 B G AL R A
0 B 5 A 2 S T R A IXURS: T B 39% (HR=0.61,95% CI
0.51 ~0.72, P<0.001) , & JEAHE 51 2 45 26 55 XU T 1% 44%
(HR=0.56,95% CI 0.45 ~ 0.68, P < 0.001) , 2= [K € 7= K& B
i 31% (HR=0.69, 95% CI 0.53 ~ 0.88, P=0.004) , EMPA-
KIDNEY A58 A 3 £ 3 A £ T2D /) CKD £ # (n=6 609,
54.0% AAET2D) , eGFR 20 ~ <45 ml-min™ (1.73 m*)™", &%
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eGFR 45 ~ <90 ml-min™'* (1.73 m*)"' H. UACR> 200 mg/g,
BG4 205 0 ESKD L eGFR 8L 4R FR 4L T B 2 /0 40% |
TSR E T FLO PR SE T, BT 2 4F B9 45 3 i s A% 5
HOIRIT A FEE A LSRR 28% (HR=0.72,95% CI
0.64 ~ 0.82, P<0.001) , 4= A I B %R T B 14% (HR=0.86,
95% CI0.78 ~ 0.95,P=0.003) , & 5 4 KUK T [ 545 Joh
PRI Rl eGFR K TC K .

Zi b, 5 % B JF E ) EMPA-REG OUTCOME"’ |
CANVAS'® 'L} CREDENCE " #F 58 [ A ¥ 45 #E N eGFR>
30 mlemin™+ (1.73 m>) ™" B T2D 3% J4H L, DAPA-CKD™ &
EMPA-KIDNEY " F 58K A R # eGFR ¥ & & HAKK T,
TR —E LB AR AL T2D 1 CKD g . WAL/ M BoR AR
[ eGFR 7K BEE B T2D B9 8 A O B Jlegs o,
A 7 S H 38 % eGFR=20 ml-min™+ (1.73 m®) ™ BY A
CKD B # (PR T2D) i I SGLT2i, T 245 i, A
[7] SGLT2i 5% H w1 2 58 1% A% BE ML X B8 X % (randomized
controlled trial, RCT) A ZH b5 1 X Fe Al e GFR 7K 3 8 25K 4%
5 TR RS B 75 285 6 UL BH AR 1Y e GFR 7K PR R A
AT OL , A& 25 5 JTAE (eGFR T B (4 1 36 1 R 32 4%
TR G 75 TE

F 2R H PR S B CKD i i s fa B R 2 —
CREDENCE""'F1 DAPA-CKD"'#F5¢ o' UACR A BE 7 1E 43 1)
9>300 ~ 5 000 mg/g F1200 ~ 5 000 mg/g , 3% W15 HF 57 45 5L 5
7%, % UACR>200 mg/g B9 CKD B3 , SGLT2i B AT B 3 Hy.L>
BRI VE A . EMPA-KIDNEY 858 A 6 52 % SF 3 UACR
329 mglg, H 1 328 ] (20.1% ) # #& UACR<30 mg/g,
3 192 11 (48.3%) i % UACR<300 mg/g; W 2H 43 ¥ $2 7w , 16
UACR 30 ~ 300 mg/g % >300 mg 25 Bk 71| iy 42 R A7 8
0B /R A . DAPA-CKD #fF 5% 3 J5 23 #r AR 3
KDIGO CKD f& b &4y )2 , S5 9 WoR e P EEfG 16 R 1
WS I A B 2H 1 CKD A8 (PEBORBE T2D) f 1T SGLT2i 1Y
Oy BRI A

FEF RCT WFFE £0045 1) 22 0125 %6 43 B >4 SGLT2i #£ CKD
AR P R AR AL T 2B i SRR T 2022 4F
T Lancet I — 5 2525 0 M1 O 90 A 13 TR I IR BF 5%, 45
WK, 52 BRI A L, SGLT2i VAT 40 B CKD i K
W T [ 37% (RR=0.63, 95% CI 0.58 ~ 0.69) ; TE £ 3 7 1
T2D A B Hh, SGLT2i B CKD i J XUES: B 45 F 2 8L (43
BT RE38% F131%, P =0.31) o X 4150 CKD WF 5% 504 &
B, N CKD g PR LA s 5 St e R v ol P e
5B INERGEIR U0 TgA B Rk Bk B /INER B 10 45 1 H
b 5T BB IS ), SGLT2i YA YT I B a8 Joe XUy B AT 1 At i
FfLes

BT AR , A1 22 2012 4F KIDGO CKD 44
B AR HE eGFR F R 26 1K P 58 1Y CKD #F J& KU 43
U X G R R LA b CKD 2 KU 1) R 5 S Y
fdi FH SGLT2i.

AT TR , SCGLT2i 2 25 ) (.0 145 45 Jmy 7 I B Ik &%
Jayt e PRBFFE 4R , SGLT2i fE 8 0 /b0 A4S Ak &
A XU, PRI X O I 2 o i PR 3R A CKD A8 5 1 Sl
A7 18 FH SGLT2i,

P 0 J7 S CKD S8R DL B0 A T R REZ —
AR T R T — R 5 RCT #F 55 BEA SCLT2i 2259 % 0> /)
LB FRE I R 25 JR (9 5% W, 0 DAPA-HEF™ | EMPEROR-
Reduced ™ ¥4l SGLT2i X 5 1fiL 5350 <40% K0 J1 238 %
#9754 , EMPEROR-Preserved ' Fl DELIVER ' SGLT2i
TR YT 5T 1L 53 B >40% 1Y .0 77 3% U 58 B9 9T &L, SOLOIST-
WHF P4l SGLT2i X [H 2 kO I s\ Be A . ik
RCTHFF A5 R R , Tt B R R £ T2D, SGLT2i 7E [ AIK
O VA BE T TR ) 0B A 5 RS LA B S8 2 VB s 2T o T
Yol BEAREG . IEAh, BRAE SGLT2i 3477 CKD Byl RIS
A 10% ~ 31% W20 A 0 Sy 2l 102 Rk g 245 5
7 SGLT2i JA 7 I8 /> CKD H& 350 I8 44 o oA 4R %)
CKD 0> J 3258 8 5 R Se # iUl FH SGLT2i,

n TR, BHTE A 756 RIE R 2R SGLT2i 259 7
REAIR I A7 0 70 323 AR AE AN B T2D 19 CKD R 350
B 2 g T U 5 T L AT 25 9 2000 (class effect) o {HR
[ I PRAVF 9 89 O 26 8 1T FNOR [R) SGLT2i 259 =22 18] o] REA7 7
S S I A I PR A 9 4598 T RE TS B e & HoAth )
2y BRI AR RIS I R S e P R R A I TIE IRl S
FR0 B AR5 W SGLT2i 259

EEER

4.5 CKD &2 B H i JCAFIEIE SR 385 8 A8
AR , BSOS SCGLT2i iy e KBS A3k 25 - (1)
1 RUME R B3 5 (2) BRAE BB 3 5 (3) IEAE M R i
Rk M R R (4) Kt R R B (UACR>
5000 mg/g); (5)ZFEFBE .

1 B ¥EFR % (type 1 diabetes, T1D) 83 : T1D & #3557
SGLT2i V& YT A A= W% b 9k B i 12 H 4 (diabetic ketoacidosis,
DKA) B AU il 35140 . B 19 SGLT2i K AL ARAFF 9% A 1
FABE B s S 8 2R T2D, Hir R ER A X HERR 1T T1D i
Fereasasl g BRAT s PR S UE 9 4R 7R SGLT2i B A ik
5 FAIRYT T1D FR A B W B AE 2% 55 Ak 0 1F R i VR A
4 DEPICT-1 5% (n=833, B 52 J& ) . DEPICT-2 W55 (n=
813, Fifiijj 24 J&)"" \EASE-18F5E (n=75, Kfiti 4 )™, {H
T XSO ST REAS A /N BT I ) A, SE e ) AN 2 LA
FEVRYT 03 28 ARV o [ AT AR 4t B SGLT2i 254 7 i 136
P o X8 6 TID 2 0 B A X 28 2 B A
HPURHBLH SGLT2i T4 I TID i) CKD AH¥.

BREERE  RIREAILENHEN , SGLT2i BA W 78 /Y
B FIR T B A AR IS B 8 DRs 1V TS RN 7R 190
Kas o (HBE AR E F KW Z S e I HRNG YT, S TxF
A SGLT2i ¥ 7 3 T b b 1 Je 2 5 77 J 20 XU 1 1
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P, B B9 KU SGLT2i AH 54 Wi FRAF 7T 34 K 40 A B RS A HR
& o B H AT 2 5 IETESE SRR B SGLT21 397 B
i AR 3 25 F2e 4k

FEFAXFMEHEZNREZNH 7 & F
CREDENCE" . DAPA-CKD'' | EMPA-KIDNEY """ #f 5 24 i
I T A A R0 38 3Rl S B o 500 A A DA R it A A AR
SO REBE . SCLT2i AEARAE B SRR YT Fabli_E 978 3L
PRI G PEAE T/ TG R 98 A T T AR DY it 42
TR NI BB ARG YT N S5 46 510, AR 2 ) 2 2t
A7 (HEEAE D (n=38) , KAV 40 (6~ F) , itk B i
T = SGLT2i 7 {4 FH 771 12k 38 38 18 o 28 100 o 591 A 2 P )
OB R TN ZE A Pk TRl R O ik 2 R R U PR A
SGLT2i J& 77 B T e KU A3k 25 o (HARYG SGLT2i i 25 P 1
FHBIL B 5 | Jak e iy SRS 466, i 9 3R T T e 5 e A
ARG ZEHL A BRI, o (5 FH /1N 390 d 8 38 ki 2 0 ok 51
(R IE A LR A7 B BL) 09 5 5 ] % JE Al SGLT2i ¥R
7, LU AR AR 25 T B AR A S I IR S5k o DL B 5
AT

KXEBEAIR(UACR>5 000 mg/g) £3# : DAPA-CKD
5% CREDENCE BF 78" 72 A Lb5 i -H 0K UACR 9 |
B 7K 7 % 4 5 000 me/g. EMPA-KIDNEY BF 58" 4K %t
UACR Y F BRAK AR AR BRI, (320 5% R A% 3 e 20 1 v o
UACR 7K 247 331 mg/g (P4 1 46 ~ 1 061 mg/g) , Kt H
HI SGLT2i FHF R i 8 R B I R SE B A 2 o
RS T 092, P AR R0 B 23 IR AR 2 TR ™
TR P O AE T I G feT FH AR PR R 45 A A I i KU A
RIS JE 8 ] SGLT2i 7 AE 1S Iin 27 & 451 4 (acute
kidney injury, AKT) /4 RURS: , 78 I PR 55 B v 7 ZE P4 3 24
A8 SGLT2i (9 15 78 XUBS: FTAR 25

SEG: SCLT21RIT 2R B W25 R+ A —5. 15
Z 32 Han: SPRD KU, 3546 5143697 S JH 34 InLET L R
RRIHBRER el PR A, X B T b R B G R R e
TEZ2 38 B R U SRR SR TSI R &R A, 38 B A
T g R B AR AR SR L AN RS . 7 DAPA-CKD™
FIEMPA-KIDNEY " ifF 5% o, 248 1 R HERR bR e 2 — , B AT
SGLT2i 7 £ #E ' /35 0 B AR 37 R 2 4V Dy 1T 109 I 4% 4
=,

(=) A SGLT2i AT A R ) Bz XUB&

EEERL

5. AR ICAH T SGLT2i i Xof £ 25 119 11 75 2 % 1l s 1% 400 2
TPl . XA AIRA XS o O A E A=A R IR, 5k
LY IEA R DRI R L, 25 S T SGLT2i,

(PN NI

SGLT2i A fie JR AW HEME A, 32 Ho0 DR 4 mT g
il Z—o (HSEEARA RSSO AR A L, E
RG2S JEE IR 245 /DN BR B e 4y AL
SGLT2i Al g2 INE 78 AN AL, I3 oo X 4 Bk S 45 9 FH

— B HEIAKT RS . — 2B PRAIF I 45 R4 7R , SGLT2i iR YT
Ji I 75 R R R () A I = R R 2R R T R AL
I SCORED BF 9% ( Ifil %5 4 A B K A 2 5.3% Lt 4.0%, P=
0.003; ik Il JE % A4 K 2.6% H 1.9%, P=0.009)™" FI
DAPA-CKD ff 5¢ (Il 5 1 AN /2 Kk A % 5.9% L 4.2%, P=
0.001 ;5 IfiL [T & A2 28 0.4% 11 0.1% , PAEAR M), 2019 4E
—TZEHE T i, SGLT2i M AIG I 25 5 A S AN B =R 1 XU
B (OR=1.20,95% CI 1.10 ~ 1.31, P<0.001)"*, DAPA-HF
WL 0 R B, SCLT20 ¥ A 7 i R LR R s B Sk &
WLF A TR R R A R

[ 1 A YR HE I TE TF IR SGLT2i 1697 AT PEAN 1M 25 1 IR
R ERE DL X7 (62 8 KUK ol A7 7 R 2 1Y AR
LRV IER AR, AR b ) i 8 gk 2 ) k5511
i, 2% B8 H SGLT2i.

HEER

6. HE T2D £ CKD £ 3 f FH SGLT2i Hif P4k 1 0 A
FRTRE 22 2 XU = (1) T 5 FH HC Al BB A 24 3R 97 119 T2D £
CKD fB3, R BRI Al B B 2 B IRE A 91 23 252
W T SGLT2i fi d USCPFAR I LA RURS: 5 (2)T2D
i FF SGLT2i iy A YAk 5 P Hh 25 1) JXURRS L o i s

BIAE 9 2 e DAL, 14 S0 2 PR T SGLT2i

Al PR 5 £ 3 SGLT2i 8 97 AS$8 Mm% it 4 XU
W DAPA-CKD B 5% 19 A1 PR 28 3 A b AR i A i
P4, %} DAPA-CKD 1 DAPA-HF W 5% £ 48 1 s 3 #r ) &
B, 35 4% B0 v FH T 3 2k O R e s BRIl 21 2 A
(hemoglobin Alc, HbAle)<6.5% 1Y CKD 0 F R,
AL AR HT & T2D KUK , HLXF HbA Le ZKSF-TEF4 0, T2D
S5l FH SGLT2i B2 A 7 AN 38 I AIG B XURS: ™', 78 T2D
BH D 4100 RCT R WL R SGLT2i ¥A Y7 4R LB A A= XU
B> DECLARE-TIMI 58 BF 72" % 3L, ih 4% 51l i £ ™
AR EE (4 A % B T a4

T2D F & FH SCLT2i I56A — B XUIR ek g — i1 24
W) (thiazolidinedione, TZD) | — K Fk K i -4 1 41l 57 (dipeptidyl
peptidase-4 inhibitor, DPP-4i) 3k ik & 14 2 FEIK-1 52 (4 3h
71 (glucagon-like peptide-1 receptor agonist, GLP-1RA) 4% [#
WEZ5 9 I6 7 G M 22 Az RGBS AIG > o LI AT R LS
TR ER RS SCLT21 SRR 46 571 43 el e 1) 2% S5 b
25 I TS T BRGNS OB AU o PR, AR IR O B
it FH LA KRR 25 W3R 7 19 T2D £ CKD 8, {f H SGLT2i Hij
N PPAR A IUAH RS , PPl PN 25 358 I B 24 ) 8 (R 2
02 A i P AR MAR EEF  HbA e BB E T Fdr, @il
X I ol FH R 5 25 IR A8 B 2 2R 2 iRy T I AR AR
8 AR KT R SR AR 2 07 58, it B & A AL

SGLT2i n] B35 | e 1ff R e , 48 32 il R 55 J& SGLT2i
TR BRI HL 2 — (5 G DKA AR . 15
TR AN, SGLT2i ¥R YT H & A2 B DKA 24 70% 7 1A 1E ;78
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filil iE FR *P 5 (euglycemic diabetic ketoacidosis, euDKA)
SGLT2i 14 /i FRAHHE M B ALK (A, JBE 5 28 4300 /> 0 55 1
20 WA B 5 AR 00 2 A 3 2 e AN (80 ARz 35 Cn
AR Y AW B E £SO ST SR g i oy
i, WER G IR P= 3 22, NI I eu DK A KUK

AEHE PRI R 7E SCLT2i JA YT P & A= DKA I XU A1
53 RCTWFFE Y 10 706 B HE IR 8 5 i JL-F- 380 A A
B3 kg A2 [ SGLT2i VA 7 T2D 14 AR 26 If IR BF
10702 ORI B S PR OB R SGLT2i BT BERE i DKA JK
B o 2021 4F—IZE 243 Hr 4 R R, SGLT2i 1R Y7 4 ) DKA
Y X & A A2 0.3/1 000 S5 E AR AH XGRS B 2 2 2 R R 4l
2% (RR=2.03,95% CI 1.41 ~2.93) , /0 #r$& HH SGLT2i 16474
SRRyt 0 B 25 )RR as e HAE i DK A m XU, 335 CKD
Il R 9Y (CREDENCE"” . EMPA-KIDNEY"" . DAPA-CKD™)
5 1 SGLT2i 41 DKA KUK 45 J AR —3, CREDENCE" I
EMPA-KIDNEY""#F5% /7, SGLT2i 41 DKA F{4/b Ui, {H 1y
T T2 R4 (2.2/1 000 FR 4 H0.2/1 000 B &4F, PAH A
387 50.9/1 000 H F4E 1L 0.2/1 000 fF4E, P AR HT)
i DAPA-CKD #F 75 "' & WL 2% £1] SGLT2i 41 DKA X% T 5
(0/2 1491H£2/2 149)

X E A2y A B B R (Food and Drug
Administration, FDA) 38 H} | SGLT2i 677 1 72 b & £k 10 Wi 4
2 50% 5517 & A 50 ik N BRI TR A
i Ak St s A A R AR g A AR AR IR
A S DKA 15 fE B 35 32 B 1 5 KPR E s = |, an
TID &35 HA X B R = 14 T2D &35 DL K 2>
JBE 5 FE AR A L . R T BEAE & AT DKA F7 7
PRI DKA = e R Gk A 25 i & DKA = a3
1R R R AR IR SR L SCLT21 1397 -

EEERL
7. U SGLT2i BT PFAL A JC b PR | A& B S L 1)

AARA RN S
rercrnena s

SGLT2i IAY7 Y AR A B B KU . 2013 4F %
P —IEF X T2D 19 RCT 252 M 7R , SCLT2i ¥R YT /%
PREG YL S F6h 6.75% ~ 7.92% , AHNT T2 18 3 3 A
BEZW , B KB 14 11 34% ~ 429, 2022 4F %k % T Lancet
PIZEHE BT AN T AN £ B o 8 = 1 2 XU Lo
J1xEvs (CKD) W52 8088 , 45 8 W /R SGLT2i yRdT 21 e gt
TR Y DR B SRR e B A A EE 2843 TR 7.26% F15.71% , SGLT2i
2H () R X A 8 B 18 i 8% (RR=1.08,95% CI 1.02~1.15) ,
e 7 R PR R (AR FH 24 5 T W 4 R R [ PRy
T2 U R 3 SR BRI s o ol S e e v SO A
DRI ) e HE N 1.30% , F2e R 4H (1.23% ) A R EE R
TG 75 U (RR=1.07,95% CI 0.90~1.27)° , {H 2
SGLT2i 1RYT LA PR A FE I LA SR e B A & 1 Rk 3.58%
AH X IR B 458 2 JEE 500 21 S 25 B4 0 (RR=3.57,95% €1 3.14 ~

4.06)' . SGLT2i JA YT 5 W IR EFH T YL 1l otk i
H USRS BE & 3, BEDU sk R ok W

SGLT2i 2491 BT 5 sty o , 7™ 8 PR I e (5 %
FEBEIRTT I B B 2 RR S 0E ) A 1 R > 2 H
FDA Z5HAN KRN 85090 2 8 7 , 78 SGLT2i 167 H A 18 & ™
TR B O RN 2 B IR E I i B 4 VB R A

[ A AR B R Ad P SGLT2i BT iPAS A JC W IR A= 58
TR (4 1 G 2, AN A 6 DR AR T R G A5 A 7w (AT
JRAEA B R SE JREEAERL 25 4 R R T AR T 4E) ,
MR R KB B SRS
AT IE 3R 222 1E J5 T 2% R H SCLT2i,

(=)SGLT2i WBL & AZEIN

EFEER

8. HE I AE ML K o 2R i Ak B B (angiotensin-
converting enzyme inhibitor, ACEL)/IfI. & % 5K & 32 AR5 411
5l (angiotensin receptor blockers , ARB)JG Y7 A &AL _FEEA
i SGLT2i.

9. W6 ACEI/ARB ANRETH 52 14 (6 2% 1 JH SGLT2i.

10. % £ T2D # CKD % ,SGLT2i 7] 5 ACEVARB ,AF
Bk 26 3R B BT M R 32 1K 45 BT (nonsteroidal

mineralocorticoid receptor antagonists ,nsMRA ) B H .

B - %k R - BB R S (renin-
angiotensin-aldosterone system inhibitor, RAASi) £ % 41 5
ACELHI ARB , 33 2 2449 1 38 58 B8 1K B /N P R 454 2>
PR F RN AE 2% B WS 2E L 2 H ATIR YT CKD M bR IR T
24,

H i £ 52 B B 56 F SGLT2i O B A 47 VE F 1 32 35116 IR
I £ & AE ACEVARB J 25 W3R 7 19 3L filt 3¢ FH SGLT2i,
IHIRAG BN O B VE T . DAPA-CKD BIFSE 1453 )2
B Y B R JOVe SR 08 P s (o O i A8 259 (32 2
RAASI, HoAb 34 75 45 58 38 P 37 L B 32 A B 770 R BR 7 Bt
ML/ FNRERR 255 ) , 546 514 iA 7 40 8 3 — B0 0
B3k as , ORI ™ &= AR R F R . —T A 1035
RCT #F5¥ (F14E 16 983 f4i] CKD £ 3 ) (25 46 43 B> 48 S i
N, SR RAASIAH LE , B6A SGLT2i AT & 25 ek 2> CKD 3%
F0 MG AR SEFET AR O ) 3 T B AR e o4, W 35 1%
I 24 h R ZE A FIILEF K P b TRV, 4838 37F fé %2 ESKD 1)
Ay ]

20194F & R —TZE 2 WAL 48 4 WITA% SGLT2i JRYT
T2D A RCT ™ R Hr s R, B4 RAASTIRYT 7]
fifi B 2 i AR 1 XU B 1% 429% (RR=0.58, 95% CI 0.50 ~
0.66, P<0.001) , 24 i SGLT2i if JXUBS A3 FE A 29% (RR=0.71,
95% CI 0.49 ~ 1.02, P=0.006) . A A% I 31 # U AE RAASI
TBYT IR A ] SGLT2i, X RAETMT S ACE/ARB A
YT 1Y CKD 835 AJ B F SGLT2i.

85 PR 25 7 B i K 52 7R 5 T 57 (mineralocorticoid
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receptor antagonists, MRA ) S0 T AR | L Y B R YT
i)z — AR CKD MI7 E0 A T4 BR M . — IR AL AE
I R 12 86 75 46 191 £F B A £ T2D CKD #3% F PEAG 6 (A2
MRA 259 43 ] i (eplerenone ) B A RAAST DL K 3k A% 51 14
BYITRL, G5 A R, A6 42 52 S R 32 7 #2 ACEI/ARB 1
CKD &, UACR #H FE L T R IR 3 A2 TR 46 1A A
1) ) 2L 1 35 4% B0 ¥ - 4K 3K R IR 2 4 0 R 19.6% . 33.7% Fil
53.0% , A HG BRI A 510 AR R B, = 25169897
FefARR DR 2 19 B4 1 P oA 38 O s A 810 4, P<0.001 5 AH]
AR R B2 , P=0.013) . {H {25 MRAJRYT CKD B3k %5
A R R B 2 A TIE IR S s

AT SR — BB 5 B nsMRA 8 075 26 I J8 17 A0 S A 1Ifs IR
WF 9% . FIDELIO-DKD™"' % FIGARO-DKD™* #f 5% 4% 7%
nsMRA JE 2% FI il (finerenone ) X7 88 K 55 B 9 28 & B W 2%
) B JIE LG I DR E A . AR RIER 2 R T2D £ CKD i
U A% AR 4P 4R 2E 2515 FIDELIO-DKD" #l FIGARO-
DKD"™ 8 5% 7 B T A 52 1R & 35 36 A f# H RAASE, H o
4.6% ~ 8.5% Wy 32 ik # (FL 877 ) ) Be-& i 1 T SGLT2i, 7
LS (FIDELITY ) s | = 250 AR 7 8 090 21 447
S5 BRI 3.

LI F AR 5E 45 SR 42 7%, ACE/ARB . SGLT2i L & nsMRA
XY R B R B NAE o SGLT2i ] LA AR
ACEV/ARB JA Y7 14 25 LA U A 2 ) H B A i
T T LIRIFIEIESE , A8 H R SO AE T2D [ CKD 3,
Af LLBEA (3 ACEI/ARB \SGLT2i LA K nsMRA .

TP A2, % T ACEIVARB SGLT2i Fll nsMRA 254
YRR, X =220 16 FH 25094 — i PERE IR e GFR 1)
YEAT, ACEVARB Fl nsMRA #8409 1/, IRt A 2L
PSR P 25 5 = 2500 G 3R T7 , R aa 1 T RAASI, I
FE B ROAT T A2 AR 7 e, 8 U W DN T i N R A T AR A
TE B CE AT A2 (91 00 225 435 A SGLT2i il nsMRA 245
Wy, B TR A

(PO )SGLT2i {5 AT 78 fh 9 R R iz Bz W il Fn 4k 28

EEER

11T IR SGLT2i1RIT 19 2 ~ 4 J& PRI 5 D g, IF:
W i I 2 (1) SGLT2i FFURIAIF 2~ 4 N, n
eGFR T [/INT 3R AR 1 30% , A 75 B SGLT2i 259,
{HFE W eGFR /K V2546 5 (2) SGLT2i JFURIAYT 2 ~ 4 A
P9, W eGFR T B 55 F ol 8 i 3L 4R 19 309 I, dE L 5
25, - FHR T RER A

FI I I PRAIF 55 349 4 45 76 JF 4 SGLT2i 3897 o B8 Hi i
FY] eGFR T & (eGFR dip) RUEES , HAL I T B8 545 Bk I 5
AR AR R AR R BRI AT O I R SR 45 R R L VAT
2~ 4JH N eGFR FFE>10% 11 &1L %0 28.3% ~ 49.4% , Horh
eGFR T [ >30% 1 & 4= 0 1.4% ~ 4.7% 7 5 38 % 16
SGLT2i AY7 4 J& Ji eGFR /K #a TH 5", Higyr v

KL eGFR F A B EM L, & A eGFR F AR
B I RE K TR G , AS 5200 SGLT2i VAT I A Ak 22 4 vE Rl
ffif 32 T

BARIBIT WA ] eGFR R B AN S hAS )7
Jo KU AEL IR FH 2422 4 2 1, e BUTE IR 7 A R v W
fieds b, AR EY AE SGLT2i FFETAYT 2 ~ 4 J8 PG I —
B TIBE TR IR A LR AL A B XF eGFR R IR
FEAR T LA 30% B9 5B E AN H A2, (A5 WS eGFR 48
b3 X F eGFR T R B2 25 F ol 8 40 JE 2R (H 30% 1 f A 1
1525 F T B -3 T R R, T LA IE

EEEL

12. F U T2D /9 CKD £ 76 SGLT2i 1A Y7 1l Fit v 56
T WA RE R R B 00 & A - (1) AR R R P 2 i s
SGLT2iJAY7 s () W H = Jy G B 1198 A IR A
LN~ <IN U NN ) et B N B S A T e
SGLT2i, Ff S b W i afin 7960 55 bR P 5 (3) o f8 25 503880, ffE
LT AR WA T P A DRI PR B R RE A5 TR

W“HEAE UL 6735 BTk , SGLT2i ¥A Y7 T2D AY Il AR T
FENA K AE DRKA ARG AR AE IR0 PR 85 T DKA 1Y
REEARAG , JLT- B MRS S o 40 T2D 19 CKD B4, 2
WHEHEZ SGLT21 1R Y7 1Y F2 Fh 22 56 1F DKA AR Rl
euDKA ., N & DKA, 75 57 B SGLT2i, X T JH
SGLT2i 1R HH BUEE LA C i : R vh B etk ARAE By B3,
PR Z S b e R B K I B K R AR s
SRR, TC VR H: I K - Qi AT, 35 18 57 BVSE ) SGLT2i 3 K&
F A7 1 i 8, B ) 7 F-

AN UM B L, AL RR ISR T R0 TR
BB, RN AL (1) T i DKA AR AAAE , — B
R T ST BT 24 9 BB B 5 (2) 45 0 A 2 T RE S i DKA
AR 0 R 8 AT R G AR K A S IR, 2B
TR B el /D A5 R 2 2, IF A A H R (sick day
guidance) , Bl 24 f 5 B B AN TS R IE/D TRk K
SMBFFAR 2B (S P I 3 R e s 2 T Ak 3 R
Yu ) fif, B S7 BIASE F SCGLT2i 34 I B U o 3ok 26 A5 [ X 335
BRJE , BB AT BRI 5 F % E R SCLT2i1RY7 .

EEER
13. %68 5 52 % A AR A 2P 1 T2D SR 7 1R B
J7 58, WD B 0 P e 5 3R RBODR IS AR B A 2R 25 W Y

.

AL AP SRS LXLILN,
IO IR I

7 T2D F8 v, SGLT2i 5 oAb BB 24 9 356 FH (14 41K 1t
JRUBGE 5 7 T L 6 SR T 3 o PRS2 ke o e B, B
i I SGLT2i FEE & 2387 I, e 5 2570 2 7 M 10% ~ 20%
W U AR I 2 2 XU IR I 2 R e A AT ot o
(4 T2D B3, 5 VRS 7 52, el A B A (0 R IR 5 3% R
Fealihs 5 = IR
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HEER

14 FE 3R T7 1 2 Fp H 0™ B 906 bR T R A A T LA
YL}, ## U T SGLT2i: (1) 52 2 HE Wb IR AR 78 3 Ik
ey B FEUOR (O S L H SGLT2i5 (2) # U g
BEEHEREZYOK, EESHREEE.

224 BRTH B E , 78 SGLT2i VA7 i R v ok Ak At
o i ' A R M B AT I PR R B R AL (2
JEE AN R SR T T 6 DA 4 CKD SR A
R AR 1 A DG ) BE R (AN & TR R ), B BUA
7R R R A W PR B TE TR 1) AR R AT kR
i FH SGLT2i. IR B3 5 20, et 8 5 e H 2
B ZYOK, EE A RIEE . ERIT IR  hB
WA PRIE SR | A A T BRI U5 SGLT2i ¥R YT o

HEEER

15. 2 F 5 R & Fh LR A& A2 AKT R, 288380452 FF SGLT2i

PSS
rererenunvs

BARMNBLEIHES , AR R RSO T, SCLT2i JRYT
FTRES N AKT AU , (HBLA I KRB 5T 4 , 5 22 RERI AR B
SGLT2i {&7 20 1Y AKT & A= RUR: AR . 7600 178 & fE A
T2D % A HF 5% (EMPA-REG OUTCOME Fil DECLARE-
TIMI 58)) fit 7%, JEAR 51 kA% 51 i 57 ABERY AKT &R
FARTFLRF . CANVASE A VERTIS CV1HF 53 ] Wi 2%
FI-RAR S S FI SSRGS FIRIT IS AKTRUS TSN . X0
JIHEW AR CKD BRI R 7840 i i 1 A AR
M2 . PR ZEZE T8 R R, 5L EFIHMH I,
SGLT2i ¥R Y7 (B AKL & A R A% 23% , o A PR i 3
AKT A RIS 21% , AERE PRI BB AKTIRURAIE 349%™

EAE LS B iR oA SCLT2i 167 Hh & A2 AKT AR 451,
2 [ FDA #f% M T 2016 4R AE SGLT2i 2525 ¥ 1Y 77 fib Ui W 5
I T OE T AKT Y XK 4 Chitps ://www. fda. gov/drugs/
drug-safety-and-availability ) , Jf-$2 B = 47 A 51 JC 3 AKT A4
ARG P 2, A3 L2 B2 \CKD L Fe IO g 308 | R
HA 2458y (An A JR 7). ACE/ARB AE S5 28015 46 2545 ) . I
IR SGLT21IRYT Ja & A= 18 3 M B i il i 87, 3
TR EA I AE SCLT2i 3877 1 72 v 67 AKT A KUK
R R AR UM 2 R R A R IR VAT e R
— H &A= AKI, 57 RIER 1E SGLT2i 3897, I B Sk N, T
DA

EEER

16. X} & fff A SCLT2i 1) i+ , Bl fifi eGFR ' % %I
20 ml-min™-(1.73 m?)™ DL AR 5524, AT 4k 2 48 1L
BT RO

PRSP IPSSAPSSIPS LSS,
ARSI SIS LSS

7 CREDENCE" . DAPA-CKD™' . EMPA-KIDNEY """ ff
e, 2R 1 UE B BT 045 32 5 RS A A 45 ) SGLT2i.
B HriRR , Bl eGFR TR A FBR, B 3%

75, W DAPA-CKD B 5% 4 304 5] £ 3% o 624 4 (14%) 3 4k
eGFR 24 CKD 4 /], W% 434745 S /R, X — W40 A fEs
ZIRKEHNEIRTT IO B AR AR 35 5 CKD 2 ~ 3R —2L.
75 — 30 DAPA-CKD = J& 4 0, i B 40 3 2k Bif KDIGO
CKD f& B 572 W i fG 4 iR A6 811§ A 7 (10 B 4F e GFR T A}
TR B2 S A AR 2 —3 . CREDENCE #5878
REBLAIECT A 174451(4%) &1 e GFR<30 mlsmin '+ (1.73 m*)”"
[FF %026 ml-min™'« (1.73 m*) ™", H 124 5% Hy 8 # eGFR<
20 ml-min+ (1.73 m*)™" ], 25 BIOR KK FNFRITEX — A
e v ) AT AE 28 B kR (3R 2R 7 . 2021 4F 1 5% [ U
P2 fe PR 52 R R T R O B 48 A SGLT2i Y 58 5 Bt
eGFR TF##) 20 ml-min™+ (1.73 m*)™ DL AR 245525 , Al 4k
SLM AR BTG s 2 B AR 52 . T Bk
TR, AR HE, %t Bl SGLT2i iy s 2, BVl e GFR F
F%30 20 ml-min™+ (1.73 m?)™ DL N AR5 24, ] 4k Sefdi
HEBITHE B,

Z.RgEE5R2

A PEIEIEYE B , SGLT2i ANMEXS T2D A4 4 s T
R A FH R0 B A B 80, i L B PR CKD R ]
B B AR, R T R AT, B AT SGLT2i K25 E K,
iy CKD B OB AR I E 2R 2 . FRAT A5 Sl A A b
LRI, 043 B A A I BONGE S 240 30 , o0 5 BO TR [ i PR
[ U5 B MG (8 1] SGLT2i 3R AHE I 2545 5, RE A A I IR 51
B P AR R RS O AU R 35 ARV | 25 FR 3 SRR AR
M CKD %

SGLT2i £ CKD £ & 1 I PRIV A 1R 2 i T 4R 1
[/ : (1) 32000 B DR FH AL 5 (2) 3% FH 9 CKD &
BRI 82— SRR AR, B0 T1D B B A
Z4E 5 UM RE DG 0 s L A AR A DG PR 0 | I A e
TR 2 3 3R B G 0 ) ) 0 R A 45 (3) SGLT2i Ik &
nsMRA (4.0 B CR4r 4E FH 080 18 T Z2 0k b 1 S i 1 52
F5 5 (4) IR SGLT2i X5 4y o A Qs i 4 0152 ma 475 A 1 4
B F CKD B3 5 3t £ 0 W) B Rl 5 %, SGLT2i %) 45
W RS IR 2 Belm T & A KRR W (A 56

Bl SGLT2i 75 CKD f8 35 {1 FH B4 008 TE TiF-4ls Rl R 5% [
1z AR X 2 WA Bl CKD 48 3 Sl 2
Z—

AR AR R R A N 2 S I EH R
FlaghzE I

Ch-EEREEE2IHFEEEERREEEREANPEE
R (2023 FE/R) Y EHAE
B UL (R 7 R R A= T B B BN R
TRABREREBIRFHRF) : 20 (R ERRHE —
Bk I = B W P RE ) (22 (b s R N BB B B P RE) X1 B
(IR B 2= B s v R B B B AR ) (2 88 (52 RS Bt 42 L = B
DN RR) /N (S R 2 B T BE e N A W AR ) (2 B AR
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(D)1 B B 2 e U 1 8 KR BE B B IR BB (il k2%
W Je 55— = e P PR ) | AR L P A R 2 2 25 g R s i < 2 B
PR R AR CHRVT R 22 R 2 B B J S — R B 1 R ) s
CIEROR 5 — B Be B A RE) R A% BT (52 B 27 B s 4 1 B2 e
B ER) B (R 5 BE R 2w O B e LR ke (R
BB} O 2 B D 2 — = e 1 LR ) L JBSAR A (T S R B e
WA St A= % B e ' PR ) B 9 (o PR3 DR 2 T 3 %~ B R s [l 3%
BEIe P AR b (R O BE R e v 5 B e 1 R L 55 (et
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