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Abstract

Sodium-glucose cotransporter 2 inhibitors (SGLT2i) are novel hypoglycemic agents that lower
blood glucose by decreasing glucose reabsorption in proximal tubules and increasing urinary glu-
cose excretion. Clinical studies have shown that SGLTZ2i can significantly improve the clinical benefit
of cardiovascular and renal outcomes, and have a favorable safety profile. It has led to a shift in the
treatment of type 2 diabetes from single glycemic control to improvement of cardiovascular and
renal clinical prognosis, thereby reducing the risk of all-cause mortality in patients with type 2 dia-
betes mellitus. This article reviews the evidence of clinical benefit, mechanism of action and safety
of SGLT2i.
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1. 51§

FATHR AR EoR, FRE BRI SR A 11.2% [1]. RIEHBRE R s, 2017 424 EH A
SEREIR, HS WO PR G R ER R NS 54% [2]. TSR AERE AL PO I R (ASC VD) AIN(ER)
PEPEE T (CKD) A2 2 ZUBE PRI (T2DM) 5 UL 500, [FI 12 T2DM 38 BURFI SR B 25 K
[3]o THEtE R E N AMIGIRHIEFEAT 105 RS AH OGO ML 45 R FL(CVOT) AI(E0) B Ik 45 Rt FL(ROT)E 3k
THEN - I ERELRE A 2 JHIFI(SGLT2i) O ML B B A2 A A PR IR 2 (2 1) [4]-[7]. fRAE 2 BUBE IR
(VAT MCBR— PR ) A 280 e O A AV IR R TS AT FAEAEG 2 W PR A3 (1 A BRI AT T XU

2. - AEELEEER 2 #HIFI(SGLT20)
2.1. ¥ - AR EHEEBSGLTYS)

045 SGLT-1 Al SGLT-2 (MR, AEFDIRZS TS, #&HEZ SGLT-1 55 SGLT-2 58 H MWL, TkE IR
i S BT IR, SGLT-2 MA%Ig Re JJ38 0, 6 1 BB AN B &5 T 7E o ' /N (1 S RSO o, R 805
BEMENES Tk, RIS &R - A RTKE, M 51 BRI BRISCAR A gkt NER/ N BT 5K,
NEBRFEEIS N, SEUE/NRIE ) KB RIRIG N, BRE R 20 . SGLT2i v A4 27 b AeN 2 e i oy
NETE ISR D, TR B BN RS T A s, ANBRNEIIKIAE, EERRHEE, B NERIE IR,
5B /NER DL K S IR, IS R B S AN (8], M, SGLT2i At A& il it )3 i /N i) SGLT-
2, OISRV R RE R B, BRACE SR, SN PRBE A, AT R HE R IR R A

2.2. SGLT2i i & L M EF1 & B4 /R A I PR IESR

2.2.1. DAPA-CKD #53[4]
—IIBENL. XE . 2O, RGN 4304 HIFE R AEERE R CKD (JR H & H/WLEF HE(UACR)
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BAREH 4%

> 200 mg/g HAGTHE /MR IER % (eGFR) 25~75 mU/min/1.73 m?)  HE BT RIBENLN BEIR G, BENLEEZ k4%
H34 10 mg & H— kB2 BRIE R ER T B YT, T EEL AU eGFR RREE N2 /D 50%. 4K
B AT 03 B8 PO B0 VB BE T (0 A 28 s R B S R B IE B & K S (TE N R B, o0 M3
T0) DA FET B0 ) 8 B B & 4 R A AR T R . 5 R iR H OWE IR, #2527 10mg
A% B 5 22 S RAR H R B PR U R A AR PR 39%, A 5 Ik 2 B2 2 R A AR BRAER. 44%

2.2.2. DAPA-HF #%5[5]

BEMLAIBC 1 FEFIASEE: 2 28 PR 1400 77 358 0 16 55 3511 4744 44 (eGFR < 60 ml/min/1.73 m?). K1k %]
10 mg B H —MAs iR IT 5 2B T LR, AR PEIE LR 1) eGFR 2857)(<60 F1>60 ml-min/1.73 m?)1t
LR (0 ML FE T 800 ) B R AR, FFAE RN 1K) eGFR 1R NELAR R . BT T IR
O ML 5 JR RN TSGR I 5 A B R4S JR (eGFR RFEE T % >50% RIS MEEHEAET:), LA eGFR B
WP N REAE. 4510 TR0/l E T, SREFIMI, TwEE T haeanf, EEIFSET K
W FETIRAER . RS REAANE S BN RILER, HEZRTE T EE T IhRE N FERE,
B IERE R 1) B 0 I A B A K R PRI 26%, A DRIBE T RS PG 17%0 20T 7T 3 BRI 2 1 i %
RECERUD, BRI T VP A% F1 5 B 4 R B3R A

2.2.3. EMPA-KIDNEY ff53[6]

—TARENL. GHIE. Zdt T IRRIRE, K 6609 4252 E AL/ B 2 B 4113 4H(10 mg, &FH—
DOFZ TN, BEYT R AL 2.0 4. R4 R BB (BRI E IR, #7242 eGFR < 10
ml/min/1.73 m?, eGFR FF&: & 40%8 & A0 1) 8O MU R IRBE T E G4 . BRI SONIRIO 5
SRR M FET . SR ERL(E R G & 3F) &RAET:. 450 BRSNS T eGFR (I NI, K
5 I 2 s 3 e B0 ML I DRI A0 199 = 4 S XU PR 24 28%, A DRI B IR XU L A T 14% . IS 51115
BRAR T AN R0 Ji P 5 O 5 3 v Pt e ()RR, i i I N eGFR RVRA5 R, FTd it 7
Hrk KN T DAPA-CKD FIBEAE S . OISR, k. MK, EERM 24,

2.2.4. CREDENCE #f33[7)

A —TOE « BELIREE, #4401 220 E ML O - RAS S 4(5E H 100 mg) B2 B 714 .
NFRUE: B/NEREL K (eGFR) N 30 <90 ml/min/1.73 m2. R[5 5ULEF ELIEUACR) 300 & 5000
mg/g, HEZTHER - IEZKERGHWIRT . FELERLSLKPERGEEN >30 K. Bk eGFR <
15 ml/min/1.73 m?) I35 WLEF 7K P 0 A BB B0 A SR A T A 2 mi o BEALEE R RIS A2 32 B4
S PRI AR ARG, b 22 RIS 30%, 2RI LI /K1 65 B85 B DR A6 T2 1 B O 526 485 s ERD R R IR
R PR 34%, AR FIAXT fERPERRMR 32%. RARFNFALA O M FET: . OOV FE 2R XS R B
20%, >33 A B AU U FEAES 39%.

2.2.5. Ihgs

1E DAPA-HF #ffFtH, (CoFE 25 1E 100%, 235 PG 1O F B MUK (-30%), H O33R o AR
B 7 ARKE PRI B (IR PR 82 S L 55%). CREDENCE HF70H E 8 & 45 i b 22 B4R 30%,
A 3P-MACE U RFE T 20%, 7ERARO 738 A B AR F IR, 5 2 B RAH H XU T % 39%,
79 SGLT2i #5347 T2DM & 3F CKD &3, Jyla) i o8 B I J O i TS 3R 6 7 BRiEds . 5ol EMPA-
KIDNEY #f7er, S5 E B A8 RS T B 28%,  FFAR T AN 7] T R B Iy 0 25 3 v B e s ik
JRIFTASE, 3 o3 fr i L4 K B SR A R PR s Ji DR R P B S, ARl v L B L
It B eGFR ¥ 22 20 mUmin/1.73 m? 7245 (1)) 26N, 3BT uACR KT 200 mg/g HI18 14 5 4 1)
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AR R, HHARARIGARDT ST Rk — 8 KRN 7O S . R, JEigxt T & JF ASCVD
a0 V8 R KU R 2R 1 T2DM 3, SGLT2i oA AR B 1 et O Vg 5 R R T, Herpond Tl ) 52
SRR U R, I B SE SR B AR HE R, 28 R O B A ORGP E D

Table 1. Study on SGLT2i improving cardiovascular and renal outcomes

%% 1. SGLT2i & L INEF'S IS B R

EMPA-KIDNEY #f CREDENCE 7%

ZH DAPA-CKD Wf#T[4] DAPA-HF #f%[5] 52[6] 7
24 i pray IR ey IR BAS 55 R 55
7l & (mg) 10 mg qd 10 mg qd 10 mg qd 100 mg qd
FEA () 4304 4744 6609 4401
SRR () 62 66.3 63.8 63.0
SRR I 4T 2R 3 2R (%) 7.8 - - 8.3
&I ASCVD [H1(%)] - - 1765 (26.7) 2220 (50.4)
DI (%)) 468 (10.9) 4744 (100.0) 652 (14.8)
i 7 JE B R () 2.4 1.5 2.0 2.6

3P-MACE [HR 95% CI)]

I N7 A

0.74 (0.56~0.98)
0.70 (0.53~0.92)

0.82 (0.69~0.98)

0.80 (0.67~0.95)
0.78 (0.61~1.00)

D AR FEFEHR (95% CI)]  0.79 (0.40~1.55) 0.70 (0.59~0.83) - 0.61 (0.47~0.80)

B 45 R HR (95% CI)] N
4:[HFET[HR (95% CD)] 0.63 (0.56~0.98)

0.71 (0.44~1.16)
0.83 (0.68~1.02)

0.71 (0.62~0.81)
0.87 (0.70~1.08)

0.70 (0.59~0.82)
0.83 (0.68~1.02)

EEFALERHR (95% CD]  0.57 (0.52~0.72) 0.74 (0.64~0.86) 0.72 (0.64~0.82) 0.70 (0.59~0.82)

¥: ASCVD: FIkSFEREALME O ML B0 3P-MACE: 8.0 IV FET. . LB ONUESE ., B0 A F A
MO, ESKD: ZKWIEI, 4% eGFR < 15 ml/(min-1.73 m2)¥F4E >28d, #HFELEN S #HE. DAPA-HF WF 5§ &
25 )R Fa eGFR $#4: T BT 50%8% ESKD B B ik J5 KIZET-; CREDENCE W9t H 5 ik 45 Rifis ESKD, UL hnf
B DR S B O B I 5 FE T R 258 Btk s EMPA-KIDNEY W 55 B 45 ¥ eGFR B BENAL RS T >
40%. ESKD. eGFR FF4LXT 10 ml/min/1-73 m2B B TSI -1 To

2.3. SGLT2i (>IN EF1'E B 3% 15 B HL 1

2.3.1. BAFHEBER

TR I, 0o 3E S Nat/H 1 [/ 718 25 I (NHEs) i Y+ =y, AT S 80Kt Na™s Ca? s, eRifk
Ca* NI, 3lAROLWLIREREAS[9]. SGLT2i AN B 34k NHE3 i B /N

Na* SR>, BRI Ca®t &, WG OFEEH MR [10]. I, SGLT2i @il
NHE3 761, B AR 20 R B e, oSG v Ao B A v RS, S BRI, G B IR ThRE .

2.3.2. ¥EHIME

e ML S O I % U I B B AR B A 2 TR0 T BB I B K, SGLT2i wl il 8% M
PR~ A RS | A0 PN R ) BB A AR I B 2 O I R GE. SRER ORI 11] SGLT2i 1] 2 3 P
PRIFE R BRPR A LA 5K 3R 11 RO A 9K 3 SR A HE T K S, R W3 SGLT2i mli@ i ] ' 1 RAS RG0S 1E
20 E R4 SGLT2i v] bl —S UM AR 2, &7k I8 P FE 40, 1t m] B2 Rk 2 —[12].
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BAREH 4%

233. E5RHRE

Wi PRI E A A SR A AE, R m i« v B AN = JRER, SGLT2i nll ik o F5 Rl ol 0 i
Thfe. SGLT2i ik FEREAE IR 5 2 i R RE, AREEMEIG N T g ey b 2R 5, 17 fi 2 2% (i a3k Pt 7 J 3 A
MRS ThRE, e o R T &7 9K I AT 26 T #EYE[13]. SGLT2i fRBHRIRR I p-EAk, G INEH A A B,
SO 5 R AP (RIS PRAR LA, 38 S A S kA £, AT RS 21000 LA ARA VR o o TR R A 4%3 P B2 4T i
SRR, BEME%IZEE N 9 (GLUT-9) &2 : E W JRIRFEIZ /R, SGLT2i Wik GLUT-9 ik, i)
PREGLE T v/ INE B, AT B IN R BRI [ 14], 98030 A 2 B R 452455

2.3.4. BERAHEK

LFYEATE OB OB IE T RESBAL I R AERUR e h R P SR - A WFFURIN[15], S B n] W i 2%
gt Co LI JTR B et IR Bl Pk T Ak, 0% et PR 20 Ik P9 R &, e AL/ 7k T B, MATTORCER O I AP 45347 « Korbut
(16 R DUAE R BCARRE IR /N B, SGLT2i T LA E AR 77 0k B /N ER R 7k . B R0 fiR
TR 41 24K

235, Rk AN

RSO . AL RO O LB AL J2 CKD KA R IR R 2 —, RREERIMBERI L 28 8 1 RS
(ROS)FEHE 0. WEFTRM, SGLT2i WAL T . AIES -6, JHER. TNF 24K 1. FEEA
1 22 P B R K BRAIR[17], W RE 220 T A7 % B A 45495

2.4.SGLT2i ERNAR K

2.4.1. WFRAEFEIE RS
SGLT2i G545 2L = PRFEIA IR 0 T PR B S e AN A B 2% FL B G UG [ 18] 22 % v o 2 7 B L T
JRYY, FEENNINHE A, EEUOK, REFEEREY, D BGR A, PURGIRTT A R

2.4.2. PEPRIRERGER: &

A DLEFEEE, SGLT2i Al {2 BUp# R 4 DKA R AEREGIG I 7 £%, HA 2 70% 9 = b
PERRIERR 5 (euDKA) . SGLT2i A% euDKA M RERANA &, 1 HAE SGLT2i ¥aI7 o, 2 LR 4%
A LN ML AR SR T R I 5, 5 DAFE B A U B AR RRE v SR AN ], DRI 29 A R i2 7 [ 19] . RBE a2
DKA J& 37 BI5 F SGLT2i Fl 463677

24.3. MBEFRE

SGLT2i fr S 8L B EA R WTHE T, VEE R A ILE X B IhREA SRR, 245 Nk KT 45
ml/min/1.73 m? i, ASEWAE A SGLT2i [3].
3. g

gi BRI, ASCEEMMNGRIEIESE . (ERNURI R 25922 20 3 Ny TH e gs 7 AL Z5 SGLT2i.
T2DM &3 ASCVD. CKD, FUtEGY FE gk —rEE, NiZEeH et e girsze
O L AN RS R P SGLT21, MR R 3hiaIT , LARRK ASCVD Flts ) 32y ARG, ZE2% 5 IEBAb B3t f2
Mo B R R E A K B

&5k
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