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Abstract

tors(SGLT21) ,
of SGLT-2i, it has been hypothesized that SGLLT2i may reduce the risk of arrhythmias. Recent studies suggest

In recent years, there has been increasing interest in sodium-dependent glucose transports 2 inhibi-

mainly due to their broad cardiovascular protective effects. Given the broad cardiovascular benefits

that SGLT2i may reduce arrhythmias through the effects on oxidative stress, ion channels, the autonomic nervous

system, and risk factors, but further studies are needed to confirm this due to the lack of evidence from existing
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studies.
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AR B T 0 i R AR L B
FjHESL L B4R 2 1457 (sodium-dependent glucose
transports 2 inhibitors, SGLT21) A3 K 2 1 .
AR T 32 260 45 T B 20 Jok o) B B 1k M 0 il 45 95
(atherosclerotic cardiovascular disease, ASCVD)
Wb 2 M0 LA BE T AL Cacute myocardial infare-
tion, AMD) (¥ /.0 J 32 3y Cheart failure, HF) &
FEBE AT, 2021 4F RO A0 JIE 27 22 45 A A ¢ R
PR 7 3 12 W FR Y7 46 1 ) 2O 30 R S A3
BB AR T 0> 77 32 35 Cheart failure with reduced e-
jection fraction, HFrEF) Z4¥1i6 97 1 1 A ZEHE 4%,
2022 450 J1 g SGLT2 #0590 i R 7 FH B4
LR O B, X T A 5E R 1998 M HFEF &
H.SGLT21 Al AR I 2R HETR 251, 0 T A A AR B9
T8 B I3 B4R B8 B0 0 7 3 0 Cheart failure with
preserved ejection fraction, HFpEF) % , SGLT2i
Wl fER I a KHEFE 259,

HIZ , H HiT 22 25 4 %08 Al 2 Y 0 0 1L A8 952
A g S AR ALHI A T Wk, X
AREEHRXFIWES —ERSRETRERY®ECER

# ,150000)
WBAEAHEH  F 42, E-mail: 13766865656@139. com

DN SGLT2i 780 ML 45 7 1 W BF 78 b S A7 T
Sy 4R HOO i AR 25 A AT AR AL T f 5 X O i
o B AR BRAILA L fE B PR LA Koo IR 45 4 5 T R
R, ST 0 A 35 AL A 2R
SGLT2i A GEFEAK 0 55 B 8l (atrial fibrillation, AF)
AR E KR, A SC T B X IE JLAE A G
SGLT2i 5.0 H R H W58 347 B85 F1 0 7 .

1 BEHEOERE

B LA B R DR R R R RV AR AF RO
¥ 3l Catrial flutter, AFL) , i A AEHLH EFE 5.0 )H
ShA RAE B H B TIRE B AEAA C. B
WoR SGLT2i i 3 B MO R L HJE AF 1Y
KHERGE D,

Zelniker 25 % DECLARE-TIMI 58 i 4 i
RGP IZFFR A 17 160 FlfEAH ASCVD
B ZAfa ks B 5 C 112 ASCVD 11 2 BLEE IR
(type 2 diabetes mellitus, T2DM) B & , ¥ B 1 : 1
FEHL 53 F s 48 5 4H (10 mg/d) FIZE B FI4H , Ay
BETI WA 4. 2 4F . AR IT 45 R L 3k i 51 v AE B
Vi BEAR T T2DM & AF/AFL F 4 1 K
DI K AF/AFL FH ARy M8, Li %0 g4 A 22 T
e SGLT21 Al et ) () B AL X B 58 (RCT) , 3k
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52 115 fl &  Horf DM A8 #:5 IE% (chronic kid-
ney disease, CKD) 1 HF B & L6145~ 94. 6% .
53. 0% M1 21. 4% , sh 7 FE T IHE] Ry 1 4F, 4551 B,
Sz B A He . SGLT2i 34 97 i AF XU RS [ ik
18% ; W2H 4% M7 & M. SGLT2i 25 4y 2 54 \ 4H ] ¢
WE S RYE. SR H R BE & B AFL /9 XU
BB FRAR H 2 5% AF I AFL fE 8 — 2 A 4%
WAAT IR, & BT Go 24 b 2 Y XURS: AT

Li Z0omI st SGLT2i %F DM B 3 O 2k %
BIRTT RO EAT T S0 A 6 IO 5 4 i 9 A 33 A
116 4~ RCT WF5%, [MIBFA5 38 T — B9 45 % .
SGLT2i i F WAL T AF/AFL B & 4 &% H AR 4
SGLT2i 92593 Rk 47 0 41 43 Mt & B . o ) 3 6
GIVER T RO Ak s R A% S L R B v S 3% A B
IR T R AE P AL 5T T AR Y 25 N TR H 2
N A B B1) 4 i ek /> AF/AFL 34 6 W B A
Fi. 505 & 7843 8 Bl V5 B R O 2 4F 593K 50
Bt & B SGLT2i A7 i AF/AFL &R R Wk 3% %
8 & 1717 B 5 B () 2 1 2 4 93 46w R A 1) G I 2
S, Li &M% CANVAS i H #l CREDENCE izt
S HEAT T 43 AT TEAL R A% 514 R YT X B IR AF/AFL
AR AR M AF/AFL A 5EH & E Gl i 1 25 o/
S M B & B/ HE B 2, T2DM., O il
B CKD & f& B & g AWES, BEAL 4T 8 R 4%
GV R A H A 14 543 Bl 53, P BE
Vibt e 2.5 4F, WFgT I, 3t 354 Bl B R A
K AF/AFL 4, Hoib 61 fi| B mf A AF/AFL
§,293 i1 JC AF/AFL &1, 34 BAI H L R #% 51 15
IRIT X AF/AFL [/ & A= % J0 B 8 52 m , 7] R 2 fiff
Jc AF/AFL %19 8 % AF/AFL B &k 4 R AR,
FAN RGN R T AF/AFL A1 56 & E & R &
BeA X — 25 b AT BB 5 AF/AFL WEES KL L,

25 BTk, SGLT21 ¥R 97 Al g & B (IK DM Jt J
BRI AF BEBEEOCERFN EAR, HFEE
B R FIZE R ) SGLT21 254 B3R 97 SR
125 5, B AR A 3 1) T A 4% 51 e (BT
i — 20 W W 9 R 1 0 25 W) IR A AE 22 S5 R D 1AL

H Al 38 & &AW 58 80T SGLT21 5 H Al bt
O HESR B 24 ) G0 B AR L R 22 R TR L B A Ak BEL I AR
Lo B AU FEAE A, B2 05 L 2
SGLT2i IH 2 B 25 % , bF 57 L 55 FLAth 5 0% 245 ) %)
DR B IR IF RS . Ling M HESE T SGLT2i
5 TR IEAKES 4 3050 (DPP4D 697 T2DM &
Bk AF K. PREHTEEATEEGE X £
Wl BT PR AR SR AR R L b SGLT21 41 15 606 ] &
. DPP4i 41 12 383 {35 . SGLT2i 41 2l F &
K& F e IRAR B AT . DPP4T 4 248 I FIAR 59T
PEAR BT . M ZGWdshs HIFURBET . BB & AF
s ISR . BFRR A R W . 5 DPP4i M b fif

I SGLT2i 58K #r & AF KUK #H & . Hsiao
A g AT T R 2R B STE L FE B T SGLT2i 5k
e I WE 2R AR-1 32 MR 3 3 F (GLP-1RAs) BE fi%
T2DM B ¥ ¥ & AF K. 5 GLP-1RAs Ik,
SGLT2is 58ARM B & AF KA G, X — &8
TEEAE Aot L0 A B B CKD B3 5 M e W 4
R —E,
2 EMLORKLE

FIHET K IE, KT SGLT2i 5% .o & 4,
nzE M0 3 i 3 (ventricular tachycardia, VT) .0
% Bl 351 (ventricular fibrillation, VF) . .0 i B8 15
(sudden cardiac arrest, SCA) ZE AT T4 /0 (L 2)

e FSCIRENR L Y R It 163 £
VT.157 ffil SCA %z i Jy /™ 5 A R F 4 (serious
adverse events, SAEs) , 52 B FI4H k., SGLT2i 5
VT KRR 27 % 40 5C B X SCA KR TG & 3 5%
Wi, FUER UL, SGLT2i Al figxd VT BAT AP EA .
Curtain 219 %F DAPA-HF #1477 5 )5 43 ¥, DA-
PA-HF & —3i4t X} HFrEF 8 # 8 BEAL . BUE . %t
PR . DIAT fuf ™ 57 2= M0 AR R L SCA & 9%
SURBERE IR R AR EEE AR T
gE R G R, fF HErEF BE b, 528 H 4 L. ik
NG FEE AL SR AR, R
R F 2 3R 5 A B AR T T (R S B
ZARBE A A OMRAs F1V0 R i 4570 D) J5 AT =
PEOHER B SCA & 05 sl JR A8 KR B IR T 21 %,
[ERERES =N P e S il N Y el ey -
LT B AR T 32 BT T 7 6 IR R 1 R
H P LA R IR A0 8T RS R R RS
ZIEAHEAEHAM P EAREE, FTLIFREEINNS
A P o3 B 25 11 BB A EL L SR A B3 S K ] R D b
e FH 5 01 A0 TR R B A 000 5 A 371 3 o = s A
I SR IE R R o R 2k MRA IR YT S5 M
X, EMPA-ICD WF5E7E H A 28 ALK 55 210 il
T2DM il ICD &, B AL (1 = 1) 3 32 Bk 5 i
(10 mg/d) s 2 B, K522 24 J . % WF 5% H AT IE
AT BUIEIR ST AT 24 R RNA YT S 24 JH AT
ICD PEAR , DL 52 UM 21 e 2 75 AT LA 03 I K B 35
PEE MO ER T F B R R R TR 18
AR IRE BT ER R EER LU &S ICD RIF 2
[a] () 56 &0, Sfairopoulos 217 4 % SGLT2i 5
O VR MEPEFE (sudden cardiac death, SCD) 8% % #: 0>
A H KBS B A S ME HEAT T BEBL T R ZS A 40 M L B
ZALGYA 19 W RCT, #5%8 Won . 7 T2DM Fl ()
HF (&) CKD &% ,9 3 RCT #t 4 7 SCD 3
.17 W RCT 4 T =0 #Rw, Bk L
SGLT2i VAT 58K A SCD 5 28 P .0 At 2k 3 KUK
ToR HEMOBRE S VT I VE I, XF 7/
O W ¥ oK W 2% 2 {4 47 /E . Fernandes
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SIS T SGLT2is 55 T2DM & HF B # 0 4
SR e AT 34 A4 RCT, Hrp 14 3 &
A PO R W A TB] & AR RO A AR R Y R

Jold MR 19 T s T SCD. 5% A .
SGLT2i JBI7 HiZ 4 & i SCD 4> (SCD., 4 3E
SCA) A AH X HE R 5 FRAIK 28 % .

£1 SGLR2i 5EHLEEXEARILE

Table 1 Studies on SGLT2i and atrial arrhythmias

5T 29 5T 5T 4 a4

Effect of dapagliflozin on atrial fibrillation in pa- KK 51 T2DM B kA% 5 AE Bl U5 193 (8] AT R AR T2DM &

tients with type 2 diabetes mellitus insights from # AF/AFL FH{F X A M AF/AFL %

the DECLARE-TIMI 58 trial RPN/

Sodium-glucose cotransporter 2 inhibitors (SGLT21) E#E G T2DM.CKD  SGLT2i 1697 vl i AF XU FEAG 18 % . X

and cardiac arrhythmias:a systematic review and AT G o HF 3% AFL WX A B ZFwm, X AF M

meta-analysis Bk 5 AFL & 46N & A& 4 S, SGLT2i fili

BA% 5 AF/AFL XU [ %

Protective effects of sodium-glucose transporter 2 KA 5 m LB SGLT2i ifli Y5 AF/ AFL KU B A%

inhibitors on atrial fibrillation and atrial flutter:a R H H E MK, B EE A EH AF/AFL & 1E

systematic review and meta-analysis of random- B 5 N 585 i N 27| RE L= QSR B I RE N

ized placebo-controlled trials R A I A% 5 5 JC IR AR

BA% 5 i

SGLT? inhibitors and atrial fibrillation in type 2 ik#%%0i+  T2DM &3 5% B F 48 b, SGLT2i & F B T

diabetes: a systematic review with meta-analysis A H1) 14 AF/AFL F W & & F, K%Y

of 16 randomized controlled trials B 5 AF/AFL & 25 REAIGAH 5, T 5 4% 51 14 i
RA% 5 %t ik > AF/AFL F 445 B
YEH

Canagliflozin and atrial fibrillation in type 2 dia- A F T2DM & BERBAG) ., R 4% 51§ IR 7 T AF/AFL

betesmellitus: A secondary analysis from the WY & A R TC I A, B A% B

CANVAS Programand CREDENCE trial and me- Al REAIL JC AF/AFL % 2 % i AF/AFL

ta-analysis KR R A G RO I A N
B Ik 5 Jed 1) FE X B2 R A2 BE 4k AF/ AFL
I BT 5 i)

New-onset atrial fibrillation in patients with type LK 5 e T2DM £ 5 GLP-1RAs # b, ffi F§ SGLT2i 5 %&

2 diabetes treated with novel glucose lowering KK B e KW H & AT JXUBS: AH 56

therapies A& 5

The risk of new-onset atrial fibrillation in patients ~ E#%%)&  T2DM % 5 DPP4i M6, i ] SGLT2i 5 & K1Y

with type 2 diabetes mellitus treated with sodium ey 2 IREE AT & A= XU #H 5%

glucose cotransporter 2 inhibitors versus dipepti- M F) G

dyl peptidase-4 inhibitors

R FIR 58 45 2R, SGLT2i JA 97 X HE IR i i

B EMEOHERE IR RCR AR TR 24
WFFE 359 A Il ot | G &5 1 F 5%, SGLT 21 H & 9 fiff
FH B[R] B FH 24 3 252 ) (8] JE 3 1 5 o 9T LA % 28 24 ) %)
FEEOHKE (SCD & 2t i s (0 52 e 2 2
PER 218 PE T 2 . ZEIG IR TAEd, AMI J5 i
BLE RO HER H L SCD B AT RE AR X B KL H R H
HI SGLT2i X 33X — J7 11 19 I PR 52 470 WL, A 1)

Hu & HE5E /Y B 2 8 2 B 510538 97 2
5 RE AR 470 I I B AR AMI 3 1] 200 JUL S5l iy / 75 98 1
(ischemia/reperfusion,I/R) #1455 5| # Ay SCD, ¥

HEPE Sprague Dawley K43 A RFARH G H) Xt
ML (13 ) B Il (15 HLRFTESE 7 d 4
T EMSNE 20 mg/kg, BRK 1K), 7EEA O HEFH
VR 000 300 1) 32 230 S 0 fL TR JEUARS B R R ) i
2R [ S L T B OIS DS T N ¢ oy Nl S PTIN
WL T/R AR rf, X B8 20 kW R R RN
100% , BAR G20 R AT 46. 7% , T S J2 kK Bk
Gl Xt SCD H A5 5 K (4 £ 7 V8 B Ol A J8LA% 471 i
B 15 HAR 0 e X M4 13 HRRBET-9 H,P
=0.000 1), 7ok, BME 548 45 58 1 PR EvE )&
PEOERH KA I RS A]  {H A I R AR T 16
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HEFEFEBERICFEN VT RAEM R, Lahnwong
L0 g M e Wistar KRR (48 JD #E A7 0 E T/R
TR L A 7T k4% B 2Pk 45 25 % 1/R #1405 K RGO
IR e AR (Y= I NI S £ s 1 v o 2 N G R OO
FRIAL PR . AE O WLER MLAT 15 min 45 T 35 4% 51
e B < 25 T kA8 510 20 LB M 15 min;
VTR AE PRI TR AR I 45 T A% B s X IR A . K
SO AR K, IAESEEAR T 1 mL A4 B AR
KBS G 22 e WKE ST 1 mg/ kg ikA8 51, O
AR 1 SBOL B EPEAG . 45 R A, 55X

REZH AR L L TR 35 4% 51 v Ak B 2H R RRUER 1 Wk & 4R
VT/VF RyBfa] & % K, BR ik 2 Ak, Azam 25
BT T AR 0 1/R S R R R rp 3 pE o 2R
L RS 48 1 9 BB 52 . R B Langendorff-per-
fused F 0 IE5¢ 429 E 455 1 P9 7 30 min, B AL )
FET WP A B B (1 pemol /L) B A BRER K (R
W) . AEREAS SEI 45 A X0 AT 5 Uk HL 3
PIPEAL VEF W35 & 1. WF 5T & BB 51 i iR 97 )
i 2 v RS R 09 VE & AE AT 8] B3 b, VE
7GR R,

£2 SGLR2I EEZEHOEREARILE

Table 2 Studies on SGLT2i and ventricular arrhythmias

5 29 IR 3 s 45
Sodium-glucose cotransporter 2 inhibitors (SGLT2i) kA& HE T2DM.CKD  SGLT2i 5 VT KB &K A 56, 3 )
and cardiac arrhythmias:a systematic review and FK#gsg 8 HE AU SCA KUK TC B &5
meta-analysis K 51

BRAE GG
Effect of dapagliflozin on ventricular arrhythmi- KK B HFrEF 8 A& 50 4] FRARAT o]« 8 7 28 0 AR 2k
as,resuscitated cardiac arrest,or sudden death in H SCA B el JE 56 A9 B W & A= st Ta) Y
DAPA-HF FHERLERER
Association between sodium-glucose cotransport- A5 T2DM.HF  SGLT2iiRJ7 5 SCD 8 s MO 3 55 nd
er-2 inhibitors and risk of sudden cardiac death or A% 5 Zie:) PER NN e
ventricular arrhythmias: a meta-analysis of ran- TR KB CKD &
domized controlled trials.
Association of SGLT2 inhibitors with arrhythmi- %1% T2DM 5] SGLT2i n] & 3 [% ik 55t O B 2% & A
as and sudden cardiac death in patients with type IR ) i HF ## SCD 4 & A AU o X 28 0 8 2 8 1) XL
2 diabetes or heart failure: A meta-analysis of 34 B 5 e [ 76 B A
randomized controlled trials KRG H 15
Empaglifozin protects the heart againstischemia/ BA% T Mk Sprague  BAEFE W BEALK R E OB K
reperfusion-induced sudden cardiac deathAzam Dawley A RS L 6 SCD B AT 58 K /9 2R 374 H

K
Acute dapagliflozin administration exerts cardio- IR ) 15 M Wistar A4 e WAL B AH R BRLEE 1 IR B A&
protective effects in rats with cardiac ischemia/ KR VT/VFE i [a] 5 35 58 K, 76 Sl i A
reperfusion injury IR EB, SIS A N X SRS
X AR o= F

Anti-arrhythmic and inotropic effects of empagli- T 51 1 Langendorff- B 5 ¥ 36 97 v 4 B 4% o 0 305 R 1Y

flozin following myocardial ischemia

VF KGR A2 2 0, VE 55 & R
(SIS

perfused

B0 AR

3

SGLT2i A 3 3 okt 3% 0 7 2L AL R i &
B PR 2RO WA 30 2 22 O T ) T RE L SR ek D AR

R
3.1 LKA A AL

AP ISL PR R W 2 T B G R AR A 2%

V3

A= AF B9 AIRS #E 7 VAE E TOR SRS A AL
R A 5% BAESE SA L A PR iE AR AF 3 1Y
L T Th R SN R O R R

AR AR L AT DL A R e a4 0 Y AR Ak
(BTN A I N Rl AT I < i R G T N E
KA

T IR ST B L SGLT2i Al o 4 ] HF w1
T ) 8 S 38 3 [ (sodium hydrogen exchanger,
NHE) . 236 2 b iR ) i e b5, s 20 4040 0 80 I T
FEARC AR 3 U Y . FE R AF BEAS R4 51
LA AF 375 S 3 5 30 2H 24T 2 Ak RN AR
A LA R85l B A B T Fp; AF Fi 4l
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0 B F A A W AE R B, RS S iR T ]
REARME PR s K B AF 175 & P, Wl 2 o0 B (8] 5t 2F 4
b BUEZRRTIRE ™ . S3 A A WFITIA R B 3t
T (B-hydroxy-butyrate, B-HA) AJ 41 il £ 67 4 7%
PSR = A L X 0] e SR SN E AL BT O R E A
5%, M BAE EESE SGLT21 AT RA3E i B 36 .0 L 41 i
PRI SR (700 UL AR Ak 35 DA 5 255 0 2 g ) 272
AN DR R I, A& 50 ] gl i B-HA A =
ok 2 B AL T2DM O JJUEE FE K B NOX2/4 7K
S R R T — 2P B A AR N I, (E B Y A
B A 1
3.2 BmiE

AT AF SR B 5T & B SGLT2i X0 JIF Y 5+ 3 18
WAFAE—E 2, O ISP IRE T NHEL I P
SO LA B Y Na ok T ARG 5 i R
PG P 5 L O LA A Ca™ PN G385 0, 00 ) Zeohr 1
Ca™" Wi iz A R AR Ca™ W T RSO0
L2 At i 46 T RE T R 3 0 A KR KU
A5 K A B 1l (calmodulin-dependent
protein kinases [l ,CaMK Il )iz B 306 th 2 0 I 9
g B RRAIE

W5 38 3 A S Bl ) S 50 00E S LA 2] 4 ol
NHE., sk 2> 0> UL 40 M i 5T 9 Na™ Fil Ca®" ¥k B, 34
TGP Ca® YRS . R i RARPUIR L5 A 1E
R ERUASE Y 3250 L 3R A% 21 g 38 AR B e e ) 4
K3 JH FLU 3G 0 2 A A 8 52 1A TR L 410 10
L NHE St Zhifk Ca®" HE i, M 34 58 26 b 14 T) R
Sl AU R B ) o AR, SRR B e AR
JUE B A A R R AR B IR T B R R |
B VE & AE W] 5 b, v] fe J 2 LA 3 75 5 1
Ca™" B VH T, 80 52 45 Ik 285 7] J2E K< R0 3 A 45 % i
AEREBEY . A HABATF 5T WAt B SGLT2i Af
B AZ o B CaMK I . 7K & Na® HLLFl Ca™"
ML A . AR AR B 55 . SGLT2i X0 K # (1 52
Ml 1 Ay 32 2 45 SR 1) R 1 K i 4l ke =, (R AT LR
W SGLT21 B HLOER T IR, X — Wi w25
1580 T I R AT AF I8 SR
3.3 AEMe

DEAESEEA S OIEER IR A E
MM REUAEE T2 TEN LR, OISR
P25 T P 38 0 RO T I 52 R 2 0 T R AR 3 S T
Je AR B FIEBE O B O A

HOFRB RSP REN, B EMERTT 5
# 5 AMI Hi & AF BUIA Y . AMI Hig AF
5 2R B 4 B0E Tk, 5 RIS & BOE A
Ko HEAFIINA, X T AMI 4 J3f T2DM &
o TS B W 2 32 B 28 R B SRR 20 ) 2 80
A WFEREDY, L B-HA ARy —Fh 38 gk
PR PDENF L B B-HA AKCE Al b 0 B H 1 &

AR B RS R, SGLT2i Al e i@ i b B-HA
) 77 A SR 0 ) Ao 28 SRR Rk 25 R D R 2L AT B
Wik 8 T FFAR3 A9 28 I ph 28 7% 2, O 48 th (R ik .
SGLT2i %S R GRK2 B30, K & /34 58 52
AN 2 AR I RE . 0 B 1R L 2R R B 43 1 . 38
AE TR TH, W/ B IR LA B e 1 4= 9 A
FI R BUAS 0 45 SR 40 A IE 52 T % 4548, A &
SN IRE IR NG WINYE &N P TR AR i
AF 5 5 FH B 51034 J T A 0 24 & B2 1) 38 o, F- A B
AL ZE B e K it — £ 0F 55 2 5 T2DM @
AR H FIFR LR LR 0 7R R 5
3.4 FHAth

B LR S8 8 A7 7E — 28 SGLT2i B3 .0
KR RERE AL . AC e B R R R OB R
BE MR & AF KU o 3 58 0, P8 45 f AR 4 3 R
EpREE Ml fe S WY & AFY, W AN LT
T2DM #i3# SGLT2i i 97 5 A 5k 2 /2 6B & AF
RIS 52 ] PR BTF 5 0N O, W PR s FLIE BB FT RE X AF &
Az RV 78 B R ok B T i 5 19 98 RE B 4
A0 8 L KR DR 5 15 5 1 1 Rt AR R i AR U 3
MTRE 5 AF R ALEIA L. SGLT21 iR J7 i
AT DAREAR 23 16 S8 o o0 < I B . ol L R 2 0 Bl fik
fRURE B A%, 1T BE 5 o o 4 A e ) 2R R K -
STBURY Svig o1 7T e R N s U e R D BN o (A
JE G B L I G B S A RN, B own B 2
SGLT2i A DL gl 3800 i 45 5 B R &, (0 L 5 2k 3% .0
AR H I B EIEEAS
4 #ig

g LR A B IA N SGLT2i 7] LA /b 0
PH W kA IR WD O R E T AF B A
B Rl RE M, X F =R O R R O WF A AR SR, L
AT BE (B A0 455 ek 20 S Ak 10 38 L ol 3% 13 G )
SEHMGE A B ARG R RS 2y i nT RE
FEEC WURE w AR AN G B P | ke A, HE R
IS, B4 4 SGLT2i 5.0 82 4 1Y B 8 0ot
A0 AT IH B = E 2 3 2 A HLR 1R F AL D)
EHE . 53 40 B B0 5% KR HA ] v — b s
By SGLT2i, BLAE I PR 1At FH 69 JL R 25 W) 78 1 o I
AR R b 4 AE AL AAE A 4 22 5. A BF
TN LA R RIS Yy AT T e 15 T A — B 25
(R S e (TR R i By <271 RE I T S G TN
BREMIER R GAEZESIAAALER, ey
s SGLT21 X A M ik s £ 2 AT 0 1l 7 180 ) 2
b BT R AT 22 B TR PR AR X
PR B2 RN AR BE IR 9% BB E AMILL R R O R
B PIR  TE A I RAF 5T 8 /D, i L A 7 R R
ZWE AL R S — Bt A e, £
BOWFFE A0 I K HE K SGLT2i X0 A 26 3 1) ok 35 J2
S FHAE HE B/EH e Z H 5 Ho &k
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