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Abstract

Objective: To use Meta analysis method to evaluate the effectiveness and safety of GLP-1RA com-
bined with SGLT-2i inhibitors in the treatment of diabetic nephropathy. Methods: Search CNKI,
Wanfang Database, VIP, SinoMed, PubMed, Embase, Cochrane Library, Ovid, and Web of Science for
experimental studies on GLP-1RA combined with SGLT-2i in the treatment of diabetic nephropa-
thy. The search time was from the establishment of each database to June 25, 2023. The main out-
come indicators included glycosylated hemoglobin (HbA1c), serum creatinine (Scr), urea nitrogen
(BUN), urinary microalbumin to creatinine ratio (UACR), estiMetad glomerular filtration rate (eGFR),
and the incidence of hypoglycemia. RevMan5.4 and Stata16.0 were used for Meta analysis. Results:
A total of 10 documents were included in this study, and the analysis results showed that in terms
of effectiveness, GLP-1RA combined with SGLT-2i was more effective in reducing HbA1c than
GLP-1RA or SGLT-2i alone [WMD = -0.506, 95% CI (-0.786, -0.227), P = 0.000], Scr [WMD = -8.21,
95% CI (-12.55, -3.87), P = 0.000], BUN [WMD = -1.224,95% CI (-1.674, -0.774), P = 0.000], UACR
[WMD = -20.94, 95% CI (-32.89, -8.99), P = 0.000] has advantages, but combination therapy is not
better than monotherapy in reducing eGFR [WMD = -3.310, 95% CI (-13.073, 6.454), P = 0.506].
Subgroup analysis results showed that when the treatment course was more than 3 months, the
effect of GLP-1RA combined with SGLT-2i in reducing HbA1C, Scr, and BUN was not significantly
different from that of single drug (Pubaic = 0.770, Pser = 0.735, Pgyn = 0.855). In terms of safety,
GLP-1RA combined with SGLT-2i will not increase the risk of hypoglycemia [OR = 1.818, 95% CI
(0.799, 4.139), P = 0.154]. Conclusion: GLP-1RA combined with SGLT-2i can effectively reduce
HbA1c, Scr, BUN, and UACR levels compared with GLP-1RA or SGLT-2i alone, without increasing
the risk of hypoglycemia, and have good effectiveness and safety.
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1. 5|8

B FR 7 ' 9 (Diabetic kidney disease, DKD) 2 JRIp & UL & 0E, B i 7E K IE A #4775 45 5 ik
AT S, FERIONFREE & A R ABATYE B DI Re NI, M s m B AT A A . BEE B
PRIGIIASKTIG N, DKD 7EAERVEE N IR R R IBFEZE T, Rl THERE TR0 20 24 18] 4 BRWE FRW 1) &
RN I 5.37 (238K 2 7.83 14, BIRFETFHMZ) 50% [1]. fEHE, 296 21.3%M kR EE A
P B, L ARE PR BT EUS P 1 R N B2 A 0.24 14[2]. 1€ DKD AR FEF, BB ELRE
KEEH, BSR40l B/ NEREE LS B /NE 8] A A SRR T B A O [3] [4] [5]. il Ifp 2
B PR B Va7 I 2 B AR, KDIGO FRFEHETE, BB IR B B E ol aa i - M A pE ks e 2 #i|
7l(Sodium-glucose cotransporter 2 inhibitors, SGLT-2i)i5 77, 4 VA Y7 BUERASBEAE AT 15645 FH i vy M0 22 PR R
-1 Z AR EN 7 (Glucagon like peptide-1 receptor agonists, GLP-1RA) [6]. T 3K, K& A7 UERH T SGLT-2i
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# SGLT-2i #67 DKD A M 24k, & lm R 25 32 (k4

2. #REFE
2.1. MEEER

2.1.1. ANEHEBRITAE

PINFRE 1) N SCHERIFI ST BA B 70 B0 491 BRI 58 . BEALX HRRES s 2) Bl PRI 2 18 LA WHO
(1999 5B ADA (2022 “F)NbrifE, DKD WIZWifF & CHEPRIA B AT IR Ri2y7 Th 8 R B2 Wi
He, HAFFE A > 20 A5 3) SZBG4H AN F GLP-1RA I SGLT-2i, XIEZ1{#H GLP-1RA 8¢ SGLT-2i;
4) Frg N SCHRIAE B B se s s nT il i v 53R 5 5) MR SRR - BEAL 41 25 1 (glycosylated hemoglobin,
HbA1c). L& HLET (serum creatinine, Scr)+ /& & Z(blood urea nitrogen, BUN). JR 3 & [ & H WUET LU & (urinary
albumin to creatinine ratio, UACR)~ {115 /NEkJE it % (estiMetad glomerular filtration rate, eGFR)~ I IfiL##

HEBRFRAE 1) Rk PP MESCER . 2 B ML R B RIE . S SRIE S SR 2) sk
Bs 3) JCEIKIA S 4) EERERMNE, HHFE-MRKRZ R CERN, KBS IRIE
FRI SRR o

2.1.2. AR FRIRNE

#4628 [ 01 R (CNK) s T3 75 B0 1% 443 %038 %2 (VIP). SinoMed. PubMed. Embase. Cochrane Library .
Ovid. Web of Science H15¢ T GLP-1RA Bk& SGLT-2i VY7 HE FR I B 3 IO SEBVERRF 7T, AS 2T 1) AN &% 250 4f
PEFEFEZ 2023 4F 6 H 25 H, Ok R GammERm B . s M s AR ik-1 2Rl FIHn & k.
JERIRER . mISEAE SR, B - M AL R E 2 WHIR) . AR, RS RS SRR
. WEFRI SN . JECHG R 1A HE Diabetic Nephropathy. glucagon like peptide-1 receptor agonist. GLP-1
receptor agonist. Exenatide. Liraglutide. Semaglutide. Sodium Glucose Transporter 2 Inhibitor. SGLT-2
Inhibitor. Dapagliflozin. Empagliflozin. Canagliflozin. Ertugliflozin.

2.2. BUEIREL

B 2 ZIF0 N RARPE N S HERR bR i 1k SCHR IR PR U B R, R B IR LA, 38 3 MPE A
B EAR. CEIRIE R AR B—1EEdL. RERR. WEAL. TR, MEHM A
T W45 /TR HE
2.3. X EIEE

YNNI TC R T 7557 S B PPN 7 VAR SE Cochrane iy MU A4S T B BE4T9-445, WARATE: 1) FEVLFF
FEAEGRBEME IR 2) e R B e GE BRI 3) RN RAEE R B I B R imE): 4)
2R R E RO ERE): 5) & REIER e BHEER S WE): 6) HmimfE. 08 3 M. KW
o RS Em s UG AN 5 D £ UGS
24. ZiHESE

K H] RevMan5.4 Al Statal6.0 31T Meta 734, 1#H RevMan5.4 £ 3CHk =7 FAN B, ] Statal6.0
HEAT B 30 . T3 g PE AR R FH AU ) # % (weighted mean difference, WMD)E NS it &, X 4%
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Figure 1. Document screening process diagram

B 1. Bk Rz E

3.2. PAARBERFHE

9 FWFIT[7] [8][9] [10] [12] [13] [14] [15] [16]52 56 2 Bk F R B & KR RS 5135, 1 RSB FE[ 11525
YIRS B RO AEAS 35, 7 RSWFFE[7] [8][9] [10] [11] [13] [141 9B 4HXF 18, Horb 5 R 5E[7] [9]
[10] [13] [1415%F HRZELAE FH R H K, 2 R FE[8] [11 0 AL F kA% 410455 3 RS [12] [15] [16]8F 78 AR %
&, R B A Gk IER B . AN SCBRERRE L2 1,

3.3. ANNEEIRE IR

KM RevMan5.4 XTI SCHRBEAT LR IEAN, TN AR SO A 7 R R AIBE NI T RN 4, 2 5%
RAEFBENL AT, 1 RARIR L A58 10 e SCHREIRSR B BCRR % iR Rt e . 10 5§
SCEERARE T IS RCE SRR bR, BAFERIE T . SCRRBTE TN WA 2.
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Table 1. Incorporating basic characteristics of literature

= 1. ANCEREAHFE

N TFidE e -
NG TR ISR =X
WELH XA W St HE 4
HbAlc, Scr,
BRIGHE 2022 70 70 R IR + B85 FHE ik 128  BUN, UACR,
eGFR
e FIR R + BFE +  BEEE + HAh R - HbAlc, Scr,
IR 2022 48 48 T . 16 A BUN. UACR
, FlFr ek + BT+ FlREk + ZHX N
Bk 2021 39 39 L+ B WL+ - 2MH BUN
ZEH] 2022 90 90 FIRiERk + B85 FHr & ik 24A Scr, BUN
BERipERR + EFEAINE + . .
, ST + HAhRF HbAlc, BUN,
TR ZR 2022 60 60 E@E%ﬁ;f? Y+ WEZE - BRI 31MH UACR. eGFR
By
FIRERK + B#F0E + RSk + HAdR% - HbAlc, Scr,
A% 2022 28 28 A 2 2% 24 A BUN
gk 2021 40 40 Flrrefk + B850 Fldar 2 ik 34MH HbAlc
g e FIFiERR + 550 + Rl ERk + EAUR
kR o &
FLENR 2022 40 40 KR 2 % 8 & HbAlc
40 BRI + SERE
B
R R + 50+ FlREk + HApE - HbAlc, Scr,
kT 2022 29 29 AR 2 24 JH UACR
- IERE N + HAhPE
W)
- FIREIK + X585 + RISk + HALRE . HbAlc, UACR,
XU 2021 30 30 A 2 . 12 [ <GFR
EREIINE + HABPE
30 30 Wi
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Figure 2. Bias risk map of included literature
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3.4. Meta SR

3.4.1. HbAlc (%)

BRI 10 G SCHR T, 8 F SCHRIE 11 ANV EHRGE T HbAle JRIT TG IS4k, AN T 787 4 i3 .
SHNNEAR AT & 0T, S U AEAE 535 B (P = 0.000, 1P = 74.2%), 3 FIBEHL N BERY, 45531
{7~ GLP-1RA Bt& SGLT-2i 1697 fEF#MIK HbALC J7 Ak T- % GLP-1RA 8% SGLT-2i [WMD = —0.506,
95% CI (—0.786, —0.227), P=0.000], ZFHSGIT¥E N, 48K 3 fir.

3.4.2. Ser (umol/L)

BN 10 3 Sk R, 6 R SCkdt 7 MOV EHRGE T Ser WIT RIS AR, GINT 635 K. Xt
NI AT B T, SR AU IRAEAE B3 B R (P = 0.000, I = 88.2%), {# F BEAL NS R & -4t it
&, 5 R 7R GLP-1RA BEA SGLT-2i 1697 7E P Scr 7 T4 T 5. F GLP-1RA 8¢ SGLT-2i [WMD = —8.21,
95% CI (—12.55, -3.87), P=0.000], ZRHRIT¥E L, SR 4 Fis.

3.4.3. BUN (mmol/L)

BN 10 e SCER, 6 R SCBRIRGE T BUN WBITRTEMEL, GINT 670 ZEHE . g NEdE it
A I, ST B3 T PEP = 0.000, I = 92.6%), {# FBEHLAN AR, 45 5 B8 GLP-1RA
k& SGLT-2i VAJTfEBEMK BUN J7TH L T #.H GLP-1RA B% SGLT-2i [WMD = —1.224, 95% CI (—1.674,
—0.774), P=0.000], ZRAGIHE L, g% mE 5 fs.

3.4.4. UACR (mg/g)
BN 10 G5 SCikH, 5 58 SCikAt 7 NN EARIE T UACR AT AR 484k, Horp 1RSSR & 2
MYRE, UACR XTHRAGTT G HUE R B M DN, TTEFHOAE + W2, 8BS FZSTIRIT &
2 NN, BIRAINT 526 Z . SN BIRREAT & IR, S TR SR B M 5 (P = 0.000, P =
86.8%), BENLRLSIAEA L5 B EoR GLP-1RA B4 SGLT-2i 18I 7EF&MK UACR J AL T 5 H GLP-1RA B,
SGLT-2i [WMD = —20.94, 95% CI (—32.89, —8.99), P=0.000], ZRH G il%E X, SRWE 6 Fixs.
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Study %
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‘
L2022 — -0.53 (-0.97, -0.09) 10.62
I
#2022 —_— -1.12 (-1.52, -0.72) 11.10
fa 322022 —0—%— -0.98 (-1.65, -0.31) 7.91
‘
& 552021 —_— ! -1.53 (-2.086, -1.00) 9.46
I
FEEIR2022 — -0.47 (-0.79, -0.15) 12.10
|
FEIR2022 + -0.38 (-0.68, -0.08) 12.34
;
3 F2022 } 0.50 (-0.50, 1.50) 5.08
I
3 F2022 l * 0.65 (-0.21, 1.51) 6.07
‘
| #2021 : + -0.09 (-0.92, 0.74) 6.31
‘
T #2021 : -0.02 (-0.95, 0.91) 5.55
Overall (I-squared = 74.2%, p = 0.000) <> -0.51(-0.79, -0.23) 100.00
I
NOTE: Weights are from random effects analysis l
T ‘ T
-2.06 0 2.06
Figure 3. Forest plots of changes in HbAlc levels in the two groups
& 3. H4H HbAlc KFEUFRHE
Study %
ID WMD (95% Cl) Weight
2875482022 — ! -27.43 (-35.10, -19.76) 1317
1
HTE2022 e 0.36 (-3.82, 4.54) 18.53
1
7 #2021 -f-t- -6.46 (-9.31,-3.61) 20.41
1
%= #2022 -9.66 (-10.36, -8.96) 22.25
i #2022 —— -7.89 (-11.23, -4.55) 19.75
]
% T2022 + 8.81(-15.69, 33.31) 275
1
1
% F2022 ; . 3.81(-18.92, 26.54) 3.13
1
Overall (l-squared = 88.2%, p = 0.000) <> -8.21(-12.55, -3.87) 100.00
1
|
NOTE: Weights are from random effects analysis '
: :
-35.1 0 35.1
Figure 4. Forest plots of Scr level changes in the two groups
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Study %
D WMD (95% CI) Weight
H
BET5#2022 — : -2.14 (-2.55, -1.73) 15.99
,
2022 . —_— 0.04 (-0.39, 0.47) 15.81
i
H
3 #2021 —— -1.08 (-1.37,-0.79) 1714
i
= #2022 i 1,57 (-1.71,-1.43) 18.16
H
.
JB3E 2022 —_—— -1.21 (-1.59, -0.83) 16.30
.
,
A %2022 — -1.33 (-1.68, -0.98) 16.60
,
Overall (I-squared = 92.6%, p = 0.000) <> -1.22 (-1.67, -0.77) 100.00
.
i
H
NOTE: Weights are from random effects analysis !
T * T
255 0 255
Figure 5. Forest plots of BUN level changes in the two groups
5. #4A BUN 7K F L ARAKE]
Study %
D WMD (35% Cl) Weight
y
i
2RVIH2022 e -9.36 (-14.95, -3.77) 24.44
i
|
2022 —_— i -40.49 (-51.29, -20.69) 2133
|
i
3 %2021 — -14.82 (-34.94, 5.30) 14.91
\
|
7 %2021 + 12,61 (-32.42, 7.20) 15.10
d
|
R F2022 —— 24,37 (-30.42, -18.32) 24.22
|
Overall (l-squared = 86.8%, p = 0.000) @ -20.94 (-32.89, -8.99) 100.00
X
1
|
NOTE: Weights are from random effects analysis :
1
T ; T
51.3 0 513
Figure 6. Forest plots of UACR level changes in the two groups
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3.4.5. ¢GFR (mL/min/1.73 m?)

BTN 10 F8 SCHkH, 3 RS SCRREL 4 ANV EHRIE T eGFR WITHTE AR L, 9INT 306 %4 .
HHF TR AR FEP = 0.000, P = 87.4%), i FHBEALRS AR ARG OY NBHE AT A 0007, S5O
GLP-1RA Bt# SGLT-2i ¥ 77 1E FE K eGFR J7 AL T B2 H GLP-1RA 8 SGLT-2i [WMD =-3.310, 95% CI
(—13.073, 6.454), P = 0.506], ZRLGHIF=ENL, WE 7 FiR.

3.4.6. {RMBERE R

BTN 10 55 SCHRAE, 6 s SCHRARGE T b & 22 5500 S 0F 72 18] T 53 R (P = 0.505, 2 = 0), fdi ]
fi] 58 AR ASERY S AN B AT B I b, &5 R BORFER MU & 2E 265 T GLP-1RA Bt SGLT-2i HAE
F ¥ ] GLP-1RA 5 SGLT-2i [OR = 1.818, 95% CI (0.799, 4.139), P=0.154], w1/ 8 fif =,

3.4.7. EESHT

FEVEAG AT R J7 T i RN 0 SC R 2 TR S AE B3 R SR . HbAle (PP = 74.2%), Scr (P = 88.2%),
BUN (I = 92.6%), UACR (* = 86.8%), eGFR (I* = 87.4%), [FUILHEAT V417047 LA S 4R I8 E 10 S o Mol
WM RN 2 BrvR. X HbAle MIEZRIKF . J7FE. &5 60 FAR RN 250 kAT W20 0 #r, %
MR TR, KRB RHRIE, (HERIETRE > 3 A H WH FARAE H H A BB 25928
GLP-1RA Bt# SGLT-2i F#{k HbA1C FEAL T 8 GLP-1RA 8 SGLT-2i. % Scrv BUN MEEZR/K . J7
. BRI LY. RS R - MER5KE - B E IR S5 55(Renin angiotensin Aldos-
terone system inhibitor, RAAST) 7 THIEAT WAH 53 H, AR BEIHA = B kIR, (HESTAE >3 DM,
GLP-1RA BtA SGLT-2i F#{% Scrv BUN &R HH GLP-1RA 8¢ SGLT-2i L%l % UACR MITHE. =&
Al AR PEZG Y. A RASSI 7T WAL 8T, IR AR IR B 52 B kYR . 5F eGFR MIEZE
KL IFRE. AR RASST BT AL /0T, 0K AEFR B 5 5 RIEEE 2).

Study %

D WMD (95% CI) Weight
!

HTZ2022 I e 264 (-2.01,7.29) 30.59
!
i

ThEE%2022 —_— ! -11.67 (-15.22, -8.12) 31.50

% #2021 : 0.15 (-14.96, 15.26) 18.39
:

7 #2021 —e -2.40 (-16.49, 11.69) 19.51
!

.
.

Overall (I-squared = 87.4%, p = 0.000) <:> -3.31(-13.07, 6.45) 100.00
.
1
1

NOTE: Weights are from random effects analysis

T
-16.5 0 16.5

Figure 7. Forest plots of eGFR level changes in the two groups
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Study %
D OR (95% CI) Weight
i
2022 —:—0— 3.19 (1.04, 9.83) 42,62
H #2021 E 1.00 (0.08, 16.58) 11.39
F F]2022 + E 0.33 (0.01, 8.20) 17.44
42022 E¢ 2.03 (0.18, 23.08) 11.30
I
H #2021 < -+ : 0.32 (0.01, 8.24) 17.25
\
#* F2022 i (Excluded) 0.00
|
¥ F2022 E (Excluded) 0.00
|
H #2021 E (Excluded) 0.00
|
Overall (l-squared = 0.0%, p = 0.505) <<> 1.82 (0.80, 4.14) 100.00
|
|
I
I
T : T

.0126 1 79.2

Figure 8. Forest plots comparing the incidence of hypoglycemia between the two groups

B 8. PRLAIRIAE A RELBARIE

Table 2. Results of subgroup analysis of HbA1C, Scr, BUN, UACR and eGFR
%% 2. HbAIC. Scr. BUN. UACR. eGFR T{H5r#f4ER

Fe
N WMD (95% CI) P PAg P1H P% 4N PE
HbAIC IF4
SR IVA=s 11 ~0.506 (—0.786, —0.227) <0.001 <0.001 74.2
HbA1C H:2/KF
<9% 2 —0.752 (-1.426, —0.077) 0.029 0.003 88.8 <0.001
>9% 9 —0.414 (-0.772, —0.057) 0.023 <0.001 72.9
JTFR(A)
<3 8 —0.658 (—0.955, —0.361) <0.001 <0.001 743 <0.001
>3 3 0.128 (-0.728, 0.983) 0.770 0.021 74.1
8 FH JHAth 5 % 24
o 2 —0.951 (-2.027, 0.126) 0.083 <0.001 93.0 <0.001
2 9 —0.397 (-0.710, —0.083) 0.013 0.002 67.0
Scr FE4H
SR IVA=s 7 —8.210 (—12.548, —3.872) <0.001 <0.001 88.2
Ser FE LK
>100 pmol/L 1 —27.430 (-35.100, —19.760) <0.001 - - <0.001
<100 pmol/L 6 —5.704 (-9.385, —2.022) 0.002 <0.001 82.9
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Continued
ITHR(H)
<3 4 -11.021 (-15.182, —6.861) <0.001 <0.001 88.7 <0.001
>3 3 0.701 (-3.351, 4.752) 0.735 0.772 0
A58 i Ath B B 24
i 2 -18.118 (-35.512, —0.724) 0.041 <0.001 95.1 <0.001
= 5 —4.220 (-8.432, —0.007) 0.05 0.018 66.3
BUN 4
SR IVA=s 6 ~1.224 (-1.674, —0.774) <0.001 <0.001 92.6
BNU &£k /K
>7.5 mmol/L 1 —2.140 (-2.552, —1.728) <0.001 - - <0.001
<7.5 mmol/L 5 -1.051 (-1.527, —0.576) <0.001 <0.001 92.6
ITHE(H)
<3 5 -1.456 (-1.756, —1.155) <0.001 <0.001 81.3 <0.001
>3 1 0.040 (-0.389, 0.469) 0.855 - -
A58 A At B W 24
i -1.821 (-2.375, —1.266) <0.001 0.10 84.9 <0.001
= 4 —0.907 (-1.448, —0.365) 0.001 <0.001 89.0
ffiF RAASI
i 5 -1.225 (-1.758, —0.693) <0.001 <0.001 94 <0.001
= 1 -1.210 (-1.592, —0.828) <0.001 - -
UACR 41
SRR i 5 —20.940 (—32.888, —8.992) <0.001 <0.001 86.8
TR
<3 4 -15.832 (-26.057, —5.608) 0.0012 0.005 76.7 <0.001
>3 1 —40.490 (—51.285, —29.695) <0.001 - -
A58 A HAth B W 24
i 1 —-9.360 (-14.951, —3.769) 0.001 - - 0.001
= 4 —25.204 (-36.776, —13.632) <0.001 0.018 70.3
ffiFl RAASI
i 4 -19.697 (-37.474, —1.920) 0.030 <0.001 88.1 <0.001
= 1 —24.370 (-30.418, —18.322) <0.001 - -
eGFR 741
PER A=y 4 -3.310 (-13.073, 6.454) 0.506 <0.001 87.4
eGFR %28 7KF-(ml/min/1.73 m?)
<90 1 2.640 (—2.014, 7.294) 0.266 - - <0.001
>90 3 —7.405 (-15.277, 0.468) 0.065 0.166 443
JTFE(A)
<3 3 —7.405 (-15.277, 0.468) 0.065 0.166 443 <0.001
>3 1 2.640 (—2.014, 7.294) 0.266 - -
ffiF RAASI
i 5 1.987 (-2.254, 6.229) 0.358 0.777 0 <0.001
= 1 -11.670 (—15.224, —8.116) <0.001 - -
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3.4.8. HRAMSH

U 23 BT 2 SR PEAN Meta 20 AT 45 552 5 7T 58, £ 4 Meta 73 B oM A 2 $8 4R (HDALC, Ser, BUN,
UACR, eGFR)ZATHBUBME 1T, i & — 5 B SCRRVE RIS IESS R T 5E 1t . Ut s R BoR, 2%
BRig— AR AT G, SN B AR R A A, T RFFLE 95% (S XN, HiAH IR Meta 537 45
e, AT,

4. Wig

DKD e 3B wuli i) EE R 2 —, JWRW BAE/NER BANVE L BBV 4. DKD KK
AENEIECNE S, BIEHE AR AL R MR ZORT IR R . R sh )RR . K&
FERENE PG SRR I T A4S, KRR R LR AR R (RAF4E. RAIEM,
T 5 B " 1) R A2 R e[ 171 DKD ANREISE S, 20697 H bR 42 bl « #1895 1l
FRARPREE . 0 RIR S, MIMAESE 2RI B K A [18].

GLP-1RA & —Fgr B [E0E 254, FLRERENLH A0S GLP-1 SRHG N 5 25 7030 0l g vy W 25 733t
B AT DAPIE AR AELE B e, RIIE A AR E IEM s thoh, GLP-1RA 7T LURFERL K . B,
PULF AL A F SRy /D JR R (RS2 B /NERTEAE[19]; GLP-1RA & AT LR B E HNERNE K US4 . 42
BEPRENHEME R B /N ER e BRI AR R A PR IR [20] [21]. SGLT-2i J& —FiANK S Tk & 22 18T
TR [ 244, S8 3 S AT /N R SGILT-2 98020 7 26 B RN AN XML A1 33k PR BB R AN HEIIE[ 221 53 4bs
SGLT-2i v LAJs/D JRE 1 #0H] RAAS WO RN R DL RSE I bR HEME AT PR B i 8 7% i
T W UE . PRI AT R BR[21] [23] [24]5 Bea, SGLT-2i i idk i 2 F 73 T-HL I BRI B /INE G4 K2 1)
B, RIEFTIR . FUEMN. TLETER[25] [26] [27]. HI Meta 23474 T GLP-1RA. SGLT-2i Fi%h
X 2 TRE R P E B R S5 R R, 45 R GLP-1RA A1 SGLT-2i ¥ 0] [AA% 2 FUHE PR 8 2R 1S
9 R, T 3 PR A I 45 = IR R AN R] . GLP-1RA - BEAE PR B AR 5 A L%, M SGLT-2i M2
WEAEL T eGFR IRFLE NFE(28], LM ZIEEYRYT DKD W] ff &8 54 B K3R48

ARG R TR, B4 GLP-1RA B4 SGLT-2i 7EF4/K HbA1C. Scr. BUN. UACR J7TH ¥
T B A GLP-1RA 8% SGLT-2i; {HFEFF{K eGFR J7 1, 5 256 A F- AL T % F GLP-1RA 8% SGLT-2i.
LEADER SZ56 (WA B 7L o, fEAEA KR AR 4 JRK eGFR 7E 30~60 ml/min/1.73m” ({15284 ', Fl
EEXT eGFR MISMECR[29]; £ AWARD-7 256+, BERIBEKEEE KREEARIEE S, FFK eGFR
(R B 5 o 2 3, (BAEANME R BRI 38, eGFR HIFEMER/N30]. 7E1FAl eGFR ) =T 5 H1[8] [11]
[16], ZiR#H ML eGFR > 80 ml/min/1.73m?, #{ GLP-1RA A] BEAR AE KIFHKIIVER o LANE AT 58 1
WA TR, TR T 3 ANHE, GLP-1RA Bt& SGLT-2i f#1K HbAIC. SCr. BUN IR
2GR LT 5B 22 5 (Puparc = 0.770, Pse, = 0.735, Pgun = 0.855). fE%4 )71, GLP-1RA Bt SGLT-2i I
S ICIE AR, B RIFI 2241 .

ASCERE Meta 70477715, UEW T GLP-1RA BX& SGLT-2i RETEFEMIX HbAlc. Scr. BUN. UACR 7K
77 AR T B A GLP-1RA BE SGLT-2i, % T B 2457597 RUR AN BAR S 52 16 8 25 FH 24, B > SR s i ¢ .
AW FATAE— € R RBR T, BTAN NI SCHR Y S A BE PR B Rl B L, NN SCHRAETE s, ELYS R IAR A
TSR E L, AN FRITREA B, Mz KFEA, EFiE. £ 900 RCT.
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