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¥E Fk % B 9% % (Diabetic kidney disease, DKD) /£ 6 % 2 ¥ R A F B BT EM G KM E R
A 2019 FEEFEENEF T TE A RABOLEFHIEATI% - BATH S KA A S R
Y BE R AR BR T 5 — RUHE Ik gm AE R SGLT2 9 #1H| 7T PA Ik 4 Jm A& & & Ik ey R 0 FEAK
K1 % J5 4% (End stage renal disease, ESRD) #9 % 4 R 2 B FHAAM LTl - AF R
B4 Jm B4 ) SGLT2 3 #1 Bl 2 B TR Y B BALR KR IN B R S RIETR % »
S ARFF R B AT RS 201551 A1 B 22021 F12 A 31 B F Sk fkom BEE G R A
% nested case-control study * YA SF-# ~ MR Fu 1% M % JE OB 0 AROR / 4k ) SGLT2 1 41
12 W fpl B N T+ 245545 95 A (9 5] & 84845 160745 ) o bt BB 3K Bh 42 BE 04 3542 » 3%
FEE R Y = 40% #2486 B 4 3K 88 & (glomerular filtration rate, GFR) #» X #1 &% 4 (GFR<15 mL/
min/1.73m?) * & 4% EAL 46481 2 & & (Glycated Hemoglobin, HbA 1c) A& 31 35 % Bk oh A 09 ¥T
At T4 B T A A SGLT2 37 H ] =T vA 7k 4% 5% A% M B 9% % (chronic kidney disease, CKD) #9 i
J& » JA K o (hazard ratio, HR) 0.59 * 95% 13 #8 & [ (95% CI) 0.45-0.77 ; fR¥Z A2 46 B o) AL 6y 1
B » GFR = 45 mL/min/1.73m?#= GFR 15-44 mL/min/1.73m? #43% AJR& ¥6 HR 531 & 0.66 (95%
CI, 0.50-0.88) 7 0.44 (95% CI, 0.21-0.91) = 72 i J& B] R H0 B % 4 04 R A5 4% » 2 3RF 2 AF82 HR
0.20 (95% CI, 0.1-0.39) ; GFR = 45 mL/min/1.73m?#= GFR15-44 mL/min/1.73m? & J& A J& % kb
HR 2 %1% 0.20 (95% CI, 0.07-0.54) #20.35 (95% CI, 0.13-0.96) ° &AM 64 5F 55 B, 5% — A ¥ R m
AAE R SGLT2 47 1 2] o LAZE &% Jg A0y 1% M B s % BAL AR RN B om S0y B » AW F )
At £ 0995 A& BE (GFR 15-44 mL/min/1.73m?) 4% Il SGLT2 %l | & & B 25 fit B AL A9 Bh 35 B m
B Ag -

RATERA - MEFKRE W% (Diabetic kidney disease, DKD)
FHEIBJRE (End stage renal disease, ESRD)
SGLT2 #I#IE (Sodium-glucose cotransporter 2 inhibitors, SGLT2 Inhibitors)
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B PR 9 B i % (Diabetic kidney disease,
DKD) & M HEARTE & - RIE 2020 FREE
I R (USRDS) E3 ' 58 70 R A R
##% (End stage renal disease, ESRD) FY#E4: 3 (523
AN /BAEAND ) fEa RS ERR
BPEEF (594 A/ EHE AL /) 2021 58
B 2 HE BT R AR AU 2015 4F 11,184
A o BEINZE 2019 4F 12,475 A 5 ENTR A SRENE
2000 FEAFE AL 331 A > B9IIE 2019 R H
B A 529 A - i H 2019 a8 EE X2
BT R b PRIRITI LIRS 47.9% » RIS oL fd
R IEEER - 2019 FEEZHIE —%
e 18 B s - B E 53316 BT - HX
FoBEIRIE 309.6 (2T » RIS F 38 RS PR IS B s
g RTANTR AERIORIAB NS » R
TGRS T/ BRSR B E 2L -

SGLT2 I A e 40 (52 S 3T/ IVE
87y - A 2 0 L (R R YR —RUAZ R Y Y
IO T RETE PRI Y - Dok Ry 2 W P e L [
A [ ABR/NB IR » DA B RRERIBR T -
i HEEYRE RN ZRIRE R ARG
BAK I RE * - H /i 5B & W EEYE E R T
SGLT2 #1745 canagliflozin * empagliflozin
dapagliflozin J% ertugliflozin * HR{ESEHC -
T £ 2016 £ 85 K1Y EMPA-REG OUTCOME
TRIAL® B2 B8 R 995 A B I 38 PE 2% A9 T 92
empagliflozin £ 58 FHFEEL A 5 FAH RE I 2 BN
B 7% A BCEA L Y SRS 39% + 1 2019 FE 3%
% 1") CREDENCE (canagliflozin) fiff 92 ¢ » #f %
G5 — HAEEE = 10118 4 B %% (chronic kidney
disease, CKD) 15 ff & H IR AU BE PRI A » A R
#7R canagliflozin #H FY B I RS (GEATIGE
WLEFER AR A% ~ BFIRIMESE ) Phs IR T %
T 34% - 1£ 2020 4 % £ # DAPA-CKD #ff 5% 7
#HUR o L HEEERRERREA 0 NERAZE
SERELRNE » dapagliflozin AHEE A 5 HEHH 7T 2L
I I T Tl L o (55 B MR BROB JE 3R glomerular
filtration rate, GFR, [ >50% ~ 3&HT ~ B K428

PR

) 3 44% > 0] DU A /0 3 08 13 B i B
29% ° £ 2022 4 11 H & 5%1J EMPA-KIDNEY
WFE 8 K R 3 F empagliflozin FHER A ¥ B HH
B MR B A BHEE P R R A R - F R
7 A B D BE R £ (GFR<45 mL/min/1.73m?) 1Y
&6+ SGLT2 HIHIERYRERE SR AR - H R4
£ B T RE (GFR = 45 mL/min/1.73m?) (9K A
758 F SGLT2 #IHI# >7 « KBy SGLT2 #7171
A HAMZ TR » RN IR ~ PLEg R -
PR SEAL R T 55 - B 18 1 R B A YR A
{ F§ SGLT2 I &35 17 & + £ EMPA-REG
WE5E° - i 8% o B s 488 B 1 95 AL 5 A f5t
F empaglifozin » #: % fF CREDENCE T} 5% © £§
8 5 F canagliflozin BT EATIG AT o FLA
DAPA-CKD J, EMPA-Kidney fiff 929 » 5 A &%
EG F T ik By RE LT 22 A ¥ B GFR=25 ¢ 20 mL/
min/1.73m?* » 2 HEEE RS B SGLT2 #7740 &
TP~ B 26 Y B8 1 B A s A Y
L2 AT AR B MR B e 2 S

E A SGLT2 #1 il 7 AH Bf /Y K 1Y B8 #% 7
Bc 1 & IR 2% B® EMPA-REG'® » CANVAS!!
DECLARE-TIMI58'? E e aE M A R RE(L 1Y L1
FR# AR » 23 Bk 21.6% ~ 12.4% ~ 13.4% » 534
8 AR FERA S BT R IR S R A L ISR
SR LRG3 3 100% ~ 65.6% > 40.6% @ RIEE
EREPRIN TR EOR - 7E 2014 FFRURETERL -
5 IR PRI A L IS S5 78 54 24% » R
1B R BB B L kL EH (Chang Gung Research Data-
base) I —FE i 5E 1 Mg H - A A SGLT2 #1
HIEIRY 12,164 AN A - FFE RIS HCER / BE
B AT HE 43 1 I 18.7% > 57.3% ~ 50.4% K[t
A st A Y i 4 o3 BC B Bl R SR BB BB 58 SGLT2
SR o] Lo A B i S\ B i e > mTRE LR 2
HE MR E R - 1 B E aifE e &
18 M BHE # (GFR15-44 mL/min/1.73m?) J&
A SGLT2 HIFHI ] 2 75 RE R A B e Ja b 5 12
TR AR o BORIFSE B fEERET B 22
A ZRUBEPRR ATS / 0 F SGLT2 #5174
T T RES R I 1 T B s vy T b R 3 A R
SRR JE g -
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MEHER A
— s MRHERTE

AW FEEREE s FE [0 M A A - W TEET
K2R ARRBERE EGEKRERIT
(#R5E © 201801055B0C504) » £ K e 125 & £2 o
Lo+ LUEE 79 FE T S RS I T2 e A -
#2005 1 H1HZE2021 % 12 H31HEA
Rl = DA B RE RS R Ry se B 28 it
3 18,664 755 “HUBEPRIFA » HEBRE AR =X
B T RE R I ke 2 PR A B Y 9 A 15,520 7
T W 2R T B — {1 H AL 45 B T RE B R R
K <15mL/min/1.73m? ¥ A 301 17 » HRIEH / f5&
{3 SGLT2 HIHI#E nested case-control study
DA% ~ P51 R 18 14 9§ Charlson Comorbidity

Index TERECEHEEAF » DL 1:2 B AT o3 B 254
F 2455 fi7 - Yz e e b e — o fE S A i
tBE R (FEMLIM 138 HbAlc ~ B AREREIER
GFR) LU IR A 2R — SRR B Ryl AR S 1E
B -

~— MR TIARERREEN

ARHFFER AL SGLT2 HIHI BN E 2 « M
Z a2 £ AH B AE =R & LA ERY SGLT2 #1]
Pl (canagliflozin ~ empagliflozin ~ dapagliflozin
J% ertugliflozin) » LB HERRE i a2 58 FHAHY SGLT2
ANFIEIZ R B2 HISEY) - & F 12 M B om0y 2L
Fo B S50 — TR P B BRI R GFR
[ = 40% BRFF A8 R 1 B 95 4 (GFR<15 mL/

HEPR P s 48 T2 i A\ 3218664 {ir
(20051 A1 HE
2021 12 H31 H)

. PEBR
| A3 ThAE AR R BB PR AR ER,
n = 15520
PERR
. KEAEE IR B SpBk iR
<15mL/min/1.73m*, n = 301

n = 2841

“nested case-control studyl/1:2

> | BCHL AIPRRECE LI, n = 386

WMAHTE, n = 2455

/\

{ FHSGLT 21121, JAEfeE FHSGLT 2417,
n = 848 n = 1607
v
Dapagliflozin Canagliflozin Empagliflozin Ertugliflozin
n= 388 n= 157 n= 281 n= 22
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min/1.73m?) R KRS — M8 A DLE - B S
IMBREEYIHE TR D TRIIZEIRZ EIH EiREE
=R L FIPRFIZEY)EE ¢ furosemide
spironolactone ~ thiazide —%H °

T 51 B {5 I SPSS 25.0 il 3 17 & K 4>
BT » FSERC RS 5E FI NCSS 12 Bl - il PEfR
FHLALEHI ~ BHor bl ~ SRR ARRE A 2 - HE
s MEREET < FERIB IR DU o3 BEEROR - AR R
TiE AIE A MA T B2 5 A - R
SGLT2 IR A / fEAS SR 7 —HH M t-test
ki 5E o i F Kaplan-Meier 17 3 HH #3 20 #7740 &
PR [ 1A 28 2R 18 1 B Mo 11 S 1 B T B i 488
FeHg A [FI R B A8 T (40 / i fsE ] SGLT2 )
T ) AE 1715 HRR 722 528 5y B B AR E (log-rank
test) * ‘B AL IEIE AREAA HbA 1c I #dg S HI A
Cox regression (Cox i EF 347 ) » ARIHFLERLE p
fH <0.05 Fyifiit L ERHE A5 -

— ~ BEERRRAEAER

20151 H1HZE2021 %12 H31H
EAOERE=F LI EREIR S FEEER 2 5832
B PRE R —HUREPRIR AR A ST T 2455 i > ANk
— » {5 F SGLT2 I %IG 848 £i7 (15 34.5%) »
REAGSF 34 R By 61.0 3% (SD=9.7) » MBI
&% (n=502 5 15 59.2%)  fE{# A SGLT2 #
P H 1607 57 (15 65.5%) » SEHI4E# 61.7 55
(SD=10.3) » % Ebilms = » 45 55.8% « K—HY
A #H %R AAE ACEi ~ ARB FH#E + #2445 HbAlc I
EAPRENE EEER - H /M H SGLT2
B 5 e e > MRS > B RS EE A B
=L o fpBa g o 9 SGLT2 HIHI B &1y
HbAlc 8% 15 (7.7 vs 7.3mg/dL, p<0.001) » #E 14
B RER B IE SR 22 (78.6 vs 80.8 mL/min/1.73m?,

&— : B/ EEM SGLT2 IIHAEE —RBRMARLRER (N = 2455)

e i ?I?:Li; gﬂ%ﬂﬁﬁ%ﬂ i3 sgL:leégg)%ﬂﬁﬂ P i
FE % (5% » mean = SD) 61.0(9.7) 61.7(10.3) 0.109
el 0.101

% n (%) 502(59.2%) 896(55.8%)

2L n (%) 346(40.8%) 711(44.2%)
B (2243 > mean + SD) 160.6(8.5) 160.3(10.2) 0.588
48 (2T > mean + SD) 69.7(14.5) 69.0(13.8) 0.220
Charlson comorbidity index (mean + SD) 2.0(1.7) 2.0(1.7) 0.943
ACEi HZE (5 * n%)' 36(4.2%) 101(6.3%) 0.036*
ARB FIZE (5 » n%)? 612(72.2%) 965(60.0%) <0.001%*
FIGRA] (B n%) 144(17%) 244(15.2%) 0.246
HbAlc (%, mean + SD) 7.7(1.1) 7.3(1.0) <0.001%*
R BRIEESR GFR (mean *+ SD) 78.6(24.7) 80.8(27.0) 0.044*
EHJIK uACR (median (IQR)) 30.8(100.5) 15.5(53.1) <0.001%*F
T E R © n(%) 0.141

GFR = 45mL/min1.73m?

791(93.3%)

1472(91.6%)

GFR15-44mL/min1.73m> 57(6.7%) 135(8.4%)
* R p fH <0.05 (#ET HEBEE AR )+ {25 p fH <0.001 (#ET LR ) -

TR F R B DUBI IR « MOERTH -

*1. MRS ZREMLEFIIEI (Angiotensin Converting Enzyme Inhibitors, ACEi) e
*). MR JIZRZ HEFH BT (Angiotensin Receptor Blocker, ARB) e
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p=0.044) » [ HEE R (30.8 vs 15.5 mg/g,
p<0.001) °

—BTRIERRAR /EER SGLT2 HIFHIE

HREeMtERRE S Bt RBERBER

# 2 Kaplan-Meier TZ/EHHFR 47

el — » B EE ZAURE IR A G / 4
SGLT2 #IHI A » 75 18 M & Belps 19 AL : &R
B RRER I8 2R GFR K = 40% Ko R 3 B s 8
(GFR<15 mL/min1.73m?) i Kaplan-Meier 7£i% ih
ff o B — 2 —HUR TSR A B SGLT2
I & 1S AR RS 88 4 B 72 0E -
HERARE (log-rank test) = 4.161, p=0.041 °
ZZ o T REAA B MR R JE R GFR = 45mL/
min/1.73m? BY9E A » {5 FH SGLT2 #1075 25 Hil it
BHERRET 2= 52 - BB E = 0.241, p=0.624 -
fie] — . R BB E AR B R ER B R GFR15-
44mL/min/1.73m” A 3% A »  F§ SGLT2 #1I
5 1] ZE AR 18 T B Welops Y 28 4L I AR
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BHEA 72 52 » S BOPA8 2 = 12.843, p<0.001 °
=5 18 1 B s AL & B LE (Hazard Ratio,
HR) B #RMR[E] (forest plot) » 2SS M2 HERE
SGLT2 I AW IERTHY HR 52 95% {5 fE & H
B 0.87 (95% CI, 0.68-1.10) * 7 Modell 4 IF J
A R %5 HbAle o 5 / #& {5 F ACEi 2 ARB &
B 0.67 (95% CI, 0.52-0.86) * 7F Model2 1 IF Ji5
A#E45 HbAlc ~ ACEi ~ ARB fifi F k2 & H PR 8%
B 0.59 (95% CI, 0.45-0.77 » RIZHEELEE Ty
BEFYANTE » GFR = 45 mL/min/1.73m? A9 AL
IE# @ LE HR : 0.66 (95% CI, 0.50-0.88) ; GFR
15-44 mL/min/1.73m? f&R&EEE 0.44 (95% CI, 0.21-
0.91) » B HEHER [ 72 BB EE AT RN A B
A bR -

e 18 P9 %1 2 AU PR A/ S A
SGLT2 #HPHIA » 2% A= 30 B s % (GFR<15
mL/minl.73m?) ) Kaplan-Meier 17 iif HH i -
VU — R s R e fEE / M6 SGLT2
I & A5 B AR BH B 2 2 WA

Survival Functions

p) S S — SGLT2i
- g
\ e
|~ 0-censored
Lk} —t—1-rensared
g 0g
s
w
£
o 04
02
0o
o 200 400 00 800 1000
Survival
B ( H)
e PN
{58 SGLT2 ] 848 840 817 715 100 0
HE SGLT2 HIHIH] 1607 1590 1473 1178 129 0

R E (log-rank test) = 4.161, p {E 0.041

BZe— : 184 ERRESRILLZ Kaplan-Meier 5/EHHR ( 2SRRI ) ©
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RmE  RARE BREAR

(BRI ARERGEIESR GFR = 45mL/min/1.73m?)

Survival Functions

P SGLT2i
N\ T
-1
= 0-censorad
08 : | —t+= 1-censored
g 05
z
=
w
g
o 04
02
on
(1] 00 ann BOD ’O0 1000
Survival
B (H)
e PN
{55 SGLT2 ] 791 784 766 470 92
fHE SGLT2 HIHIA 1472 1465 1381 730 125
BHEME (log-rank test)=0.241, p & 0.624
(R HREREIER GFR15-44mL/min/1.73m?)
Survival Functions
10 SGLT2i
lanii]
—
| D-censored
i1} —— 1-censored
':‘ 06 *Hl_-,
z R
z _
- Mw
a u4
e
02
00
o 200 400 e0.0 800 100.0
Survival
BRI ()
e PN
{5 SGLT2 HIIE] 57 56 50 30 9
I SGLT2 HIHH 135 125 93 53 4

BHRME (log-rank test)=12.843, p {E <0.001

B2 : @MBRERET Rt Z Kaplan-Meier FEHEAR ©
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HR (95% CI)  p-Value
[ Unadjusted- ———1— 0.87(0.68-1.10) 0.245
All Model 1- — 0.67(0.52-0.86) 0.001
L Model 2- —f— 0.59(0.45-0.77) <0.001
GFRedsmL | Unadiusted- —H4— 0.98(0.83-1.16) 0.812
min/1.73m? Model 1- ——af——H  0.79(0.60-1.04) 0.099
| Model 2 —— 0.66(0.50-0.88) 0.005
GFR 15-44 B UnadeSted' : 1 040(020-077) 0.007
mL/min/1.73m? Model 14 i 0.38(0.19-0.76) 0.006
| Model 2 0.44(0.21-0.91) 0.028
O K O
HR (95% ClI)
SIE f#FH SGLT2 #IFIFE] (n/N) 4/ SGLT2 I (n/N)
E TR 116/848 248/1607
GFR = 45mL/min/1.73m> 100/791 181/1472
GFR15-44mL/min/1.73m’ 16/57 67/135

*1. Model 1 (182X 1) : £ Cox regression (Cox JEEF/IT ) #Z1E : HbAlc ~ IMAE5RJJZELEFIHIA] (Angiotensin Converting
Enzyme Inhibitors, ACEi) £ / i - MR )32 ZHEFHETE] (Angiotensin Receptor Blocker, ARB) G / i -

*2. Model 2 (155X 2) : # Cox regression (Cox 5347 ) #&1E @ HbAlc ~ M*E R STRE(LEFHIFIA] (Angiotensin Converting
Enzyme Inhibitors, ACEi) i / # - [[15575 JJ32 2 REPHBT (Angiotensin Receptor Blocker, ARB) fii TS / £ ~ ELH R
82 = HIREUE uACR(Urine Albumin-Creatinine Ratio)

B= : 8 BEREILRBIEL (Hazard Ratio, HR) 8RB (forest plot) : KB R EIEIE BHIKBIBRISIHSHRRIRIE o

Survival Functions

- I . SGLT2i
A S — o
_
O-censored
0B —+—1-censored
g o6
z
w
E
O us
02
oo
o 200 400 60.0 80.0 100.0
ESRDSurvival
JEHERERT (H)
e E b A B
{6 A SGLT2 7 848 848 836 541 113 0
i SGLT2 7] 1607 1598 1530 920 150 0

BHERAE (log-rank test)=15.590, p {& <0.001%*

B0 — : B4 REABERE (End-stage renal disease, ESRD) Z Kaplan-Meier 5S04 ( 2 SRHAZEEES ) o
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RmE  RARE BREAR

(HBAAEFARERGEIESR GFR = 45mL/min/1.73m?)

Survival Functions

10 T o — SGLT2i
—n
-1
{—0-censored
08 —t—1-censored
E 05
g
w
£
o 04
02
00
0 200 400 B0.O 800 100.0
BHEERE (H)
e PN
{55 SGLT2 ] 791 790 783 510 105 0
fHE SGLT2 HIHIA 1472 1472 1426 852 143 0
BHEME (log-rank test)=5.628, p & 0.018
(BB RREREPER GFR15-44mL/min/1.73m?)
Survival Functions
. SGLT2i
T T o . [, i)
h -H* m -
-1'4-—H-_ | O-censored
08 1“1'_‘_ —t—1-censored
e g
-
E 06 I
s
w —
£
O 04
02
0o
0 200 400 600 |00 1000
SEHERERE (H)
e PN
{5 SGLT2 HIIE] 57 57 52 36 9 0
I SGLT2 HIHIE 135 126 104 59 10 0

BHRME (log-rank test)= 10.335, p {E <0.001%*

B2 = : &4 REABERE (End-stage renal disease,ESRD ) 2 Kaplan-Meier 73S HH4R ©
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HR (95% CI)  p-Value

[~ Unadjusted- — 0.34(0.18-0.62) 0.001

Al Model 1- —f— 0.23(0.12-0.44) <0.001

| Model2{ +—f—— 0.20(0.10-0.39) <0.001

[~ Unadjusted{ ¢ i 0.37(0.14-0.97) 0.042

Sﬁfﬁ“;?;ﬁ Model 14  +—p 0.26(0.10-0.70) 0.008

' | Model 24  t—ff——ei 0.20(0.07-0.54) 0.002

cirisas | Unadjusted{ —+——3% 0.32(0.13-0.77) 0.011

mL/min/1.73m? Model 1- I 0.34(0.14-0.82) 0.017

L Model 2- Il 0.35(0.13-0.96) 0.041

® o? NS
HR (95% Cl)
EIE i FJ SGLT2 #IFHI] (n/N) I SGLT2 HIHIE (n/N)

el e 12/848 66/1607
GFR = 45mL/min/1.73m> 5/791 25/1472
GFR15-44mL/min/1.73m? 7/57 41/135

*1. Modell (# 1) : & Cox regression (Cox /T ) IE © HbAlc ~ IMETRITREALEFHIHIA (Angiotensin Converting
Enzyme Inhibitors, ACEi) {5 145 / f ~ IR /132 X #EPHET] (Angiotensin Receptor Blocker, ARB) {145 / #& -

*2. Model2 (= 2) : #& Cox regression (Cox 3HE/3H7 ) #ZIE : HbAlc ~ MU 7R JIFREALEFNHIE] (Angiotensin Converting
Enzyme Inhibitors, ACEi) -G / it » IMETRIJZZHEFEBETE (Angiotensin Receptor Blocker, ARB) i 45 / it ~ BUE AR
82 B HIREUE uACR(Urine Albumin-Creatinine Ratio)

B : KRB NRE (End-stage renal disease, ESRD) @& (Hazard Ratio, HR) BIFX#A & (forest plot) : {KIZARE

I8 BRI RIS TR EURIE -

%E (log-rank test)=15.590, p<0.001 ° [& Y,z —H
GFR = 45mL/min/1.73m? #99% A - 5 F§ SGLT2
IS GG 2R HERRE = 5.628,
p=0.018 ° [EPY:Z — GFR 15-44mL/min/1.73m? i
A o 1 SGLT2 $II 7  BH EE 7T ZE 4% A B
it EHERORE = 10.335, p<0.001 °

] 71.571] FH4 AR HO Y M A8 fe B L AR b e
Z R SE RE RS F SGLT2 10 i 75 2R 452 15 mif A
HR % 0.34 (95%, CI10.18-0.62) * £ Modell %
1EW AL 4R HbAle ~ H % A ACEi ~ ARB &
1 HR £y 0.23 (95% CI, 0.12-0.44) » #F Model2 1%
1E9% A FE4A HbAlc » ACEi ~ ARB i F B2 3 11
PREUE % HR F 0.20 (95% CI, 0.10-0.39) » 4K
FRIRE DRERY AR [E] » GFR = 45 mL/min/1.73m?
BIR AR IE#2 &l L HR By 0.20 (95% C1, 0.07-
0.54) 5 GFR 15-44 mL/min/1.73m? f& & [t HR:
0.35 (0.13-0.96) » B G2 7= B AT KSR
AR PR T 2 A b e

E -

P AT A BF 72 28 B 25 — BUBE FR | A
SGLT2 #7168 1 [ A i A B ik 2 8 RE AL
Bar - A0 e A 18 M BN 8 - 5 (eGFR 15-44
mL/min/1.73 m?) 83 R T CKD £ J&= F1%%
Ry ESRD FY s o 72 FRAMAIIFZE 5387 » CKD
] (eGFR >45 mL/min/1.73 m?) B9%% A fif Fi
SGLT2 I 7 » S 72 18 1 B Beow AL FR A
GFR K = 40% S 4L 4% ESRD HY 85U R LT~ 8%
AHHEE o RALIERTHY HR B 0.98 (95% CI, 0.83-
1.16) » HERIESE &K HR Fy 0.66 (95%
CI, 0.50-0.88) * H#fiit5* LML -

1E ZE 4% ESRD B9 B i ik B o A 386 > 2280
BT 22 B % £ B SGLT2 #) i 74 v & 2 BH B %
& ESRD J& B HR: 0.20 (95% CI, 0.10-0.39) *
A B T BE R 45 1Y 47 22 (eGFR >45 mL/
min/1.73 m? ~ eGFR 15-44 mL/min/1.73 m?) > f&
Fi SGLT2 #1171 # n] 5 2 BH#HR X ESRD &b



48 R %

(HR: 0.20 #10.35) °
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A Retrospective Cohort Study of the Sodium
Glucose Cotransporter 2 Inhibitors and
Diabetic Kidney Disease Progression
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Jia-Ruei Tsai, Yung-Nien Chen, and Jung-Fu Chen
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Kaohsiung Chang Gung Memorial Hospital and
Chang Gung University College of Medicine, Kaohsiung, Taiwan

Diabetic kidney disease (DKD) is the leading cause of dialysis in Taiwan. In 2019, 47.9% of incident end-stage
renal disease (ESRD) patients have pre-exiting DKD. Many large randomized clinical trials have shown that the use
of sodium-glucose cotransporter 2 inhibitors (SGLT2is) in patients with type 2 diabetes can reduce the risk of albu-
minuria, the occurrence of ESRD, or the risk of renal death. Nonetheless, real-world data for the use of SGLT2is on
DKD progression and the development of ESRD remains scarce. Therefore, this study retrospectively investigated
patients participated in diabetes care network from January 1, 2015 to December 31, 2021. A total of 2455 patients
were enrolled; 848 were on SGLT2is. The renal outcome measures were CKD progression: >40% decreased from
baseline glomerular filtration rate (GFR), ESRD (GFR<15 mL/min/1.73m2). After adjusting for possible cofounders,
the use of SGLT2is can reduce the progression of chronic kidney disease in patients, hazard ratio (HR) of 0.59 (95%
confidence interval [95% Cl],0.45-0.77). The HR for GFR>45 mL/min/1.73m2 and 15-44 mL/min/1.73m2 was 0.66
(95% ClI, 0.50-0.88) and 0.44 (95% Cl, 0.21-0.91), respectively. From our study, the use of SGLT2is in patients with
type 2 diabetes can improve the progression of chronic kidney disease (CKD) and the risk of ESRD. The benefit of
SGLT2is is more pronounced in moderate to advanced CKD patients. (J Intern Med Taiwan 2023; 34: 39-49)



