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Abstract

Diabetes mellitus is one of the most important risk factors for ischemic stroke. Sodium-glucose co-
transporter protein inhibitors, as a new type of hypoglycemic drugs, can control blood glucose by
inhibiting glucose uptake by renal blood vessels, and at the same time inhibit atherosclerosis, lower
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lipids and reduce body weight. In this paper, the mechanism of sodium-glucose cotransporter pro-
tein 2 inhibitor is analyzed from the perspective of its mechanism of action, combined with the re-
ports of previous basic and clinical studies. The effects of sodium-glucose cotransporter 2 inhibitors
on ischemic cerebrovascular disease and its mechanism of action are briefly summarized.
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1. 3]

R LA i 26 v (ischemic stroke, 1S) A AH S i LT 0387 £4) AL 8 B R BI040 4 B ALY B0 7 27 5 S SR L7
HERIFRERS, S F5ORH N A I X 355 i 20 2R i R S LR A 2 T RE SR e, R A EREE - RBETI R, R
REA BRI EE = KR A 1] 2019 4EABRER FAL RG MM R EoR: I 1990 4E5] 2019 4, A
BRI RGN T 70% HZH A 2, BREIN T 85%, HRMIFET NBIEIN T 43%, KA #8ik A5
BT 32% [2]. FKE GBD #dBox, SRl o B m R (145/10 7). =B E(1256/10 J5)-
B R F(41%) EAET R K m AU RAE TR R3] FRIE BRI 25 P VR T T RNIT 400 127T[4],
E X BERL 2l R AT AE M AAE, CR O EEN AL DA R 2 rh i & SR 20E N 2%
(SIREN)WF 7L 3R B, £ 98.3% [ 2 Fh A B 5 v A K XU (population attriable risk, PAR)FHIC[5]. —H PAK
AJ £ B [ 2% N s ik s AE g4k (atherosclerosis, AS)« Ryl < HE BRI « I P S5 e R0 JEE PR 5 g g ofm 28 i of.
ERTIT LT B A, RO X 6 1 G R 2R R AR PG R L E i 26 P B R 2. BN — A R B )
2 H A 2 (sodium-dependent glucose transporters 2, SGLT2)H il 71 & — i A AR FpE 2, HFEpEEH 2
SERETIZ AT o AT DUIE S A B - W T ] A s AT BRI R R IR SR B PR A LR, R
A5 R R A PRI 2 20 mg/dl, RIS AN HE ARG MU XUBS (6] SGLT #0514 LA, Tz 204 T8
O Wiy i LA DGENUERSAZRE[7]. it E 3 a7 00 20 R B /NS W i 4
WA iE 2 8 B B A i, RS IS RSO A Y . e SGLT-2 447 AL T b 5 40 i i
B AT s/ NE ST RT S2 BT, 2 —FMICER ), MR BRI R E (8] A& 5 58 & iE =i 3=
B, BEEMWGT 90% M A, TR 10% 1075 %5 B SGLT-1 #ilFI T [9]. SGLT #fil AL
A] LA 5 FEAR R FR 3 R85 ) S VR, 7E B 24 B VR Y7 I i v LA B S BB A T 21 B AN A IR AR T 2R
[10] o BT 250 RAGH 15 S A HI I E T i 25 vh | JEBAEE O JUURE 28 450 1B A0 T2 A v s 22 ) 3 3l
FEAK T 15%A1 14% [11]. TGRSR R 20T 70 & SGLT-2 5774 T B sh Ak i L . BRI . ek
RRRE, RO B DIRESE S A BURAE A [12]-[14]. {8 SGLT-2 #IFI7E IS BT FHIGYT H A H i
ANEHH, A SCEE BRI A I 955 AR AL . SGLT-2 0 75 ()4 FE AL 1) R JH ek O i I1L 557 5998 A4 R0 5B
TERSE AT K, S56 BEAE R S IR R B 7L 5, %F SGLT-2 #ifIFRINT 1S sz fE—L5dk .

2. SGLT-2 HHi57 #E 75 B Bk i 14 il 2= AP RO /E A
2.1. = i HE
2 AYE PRI (Type 2 diabetes, T2DM) & i WLE MR 2 —, 2 IS FRIGEKRK R —, HFREUAE

Tk
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BEPRE B, TR IS BRI T 2.5 4, bk IS AW AN T 3.5 5151, AR IS B
HABZMBE NI AE. B2 LR mIISET R [16]. MR 1S B 2 &k 1A fa G R &=
[17], W2 IS R ME—faR K2R, fEFAE 2 — BV b, B PR 25 b S A RIS G 1 5.8
F5[18]. B4k 41 55 [ (glycosylated hemoglobin, HbA 1¢) 2 7 5t £ K H B 4% il (1 B AR P b, tH2 T2
PSR L% i 25 H (acute ischemic stroke, AIS) & B Rhric 4, HbAlc B IN—A8A47, AIS H#F =4H
THEEAS RSN 1 A2 AET X BT AN 19], HbAle M2 A A AT BEBars (b 4, AKFillim R
N2 R E A RIS XS B (201 SGLT-2 #HIFFIZEFRAIK HbA e, 23 S48 I MUbE 7 T A% e i) — KL IR
4 (Dipeptidyl peptidase 4, DPP-4)#l il 77l AR IR 1 Al B 25 HoAT I AR %, g SE R AL T2DM
) SRR A Ak o] L WR e 5[ 217 [22]

2.2. $HIZNBKEHERELL

AS 2 IE FIMEE R, T RCMLIRRREAS , 2 Co 0 I 572 006 R0 %) = 25 B RE A, 1 6 3 1k M sl
RAEFNIS KA EERH . N EZAIIIAERERS & AS I EERRA 2 —, %A SN, 5lE
N W4 - &7k IhRE AL, IE IR . B E%~# Byambasuren Ganbaatar FilEE A E FE K ik
(ApoE~/=)/NR AR L o, A SGLT-2 401l 71t JEAE 514 I 7 B IR A 181 3R 75 3 RO W PO A2 28 /)
B8 S5, AERERAR LR ) 5] I BEAT 250K 100 5 P Bz AN P L8 7 sk Dh e 01 3 5 ol L A8 40T R Bt 2 1
(VCAM)-1 HI4H A RSB 201 (ICAM)-1 AT 20 ELAE A B2 40 6 40 B R A 4 i (X i #% (23] [RJ S
SGLT-2 #l 7L G| Az 4u i . PRI A Bt g4k, ATk BRI AR 5, I I 1Y) 98 RE IR L
I AL A - BRI - YRR, AT S0 DK B SR TR [ 131 SR AE 1% L8 S50 v A1 H FR 47
FENE RIS /NG, SGLT-2 57 v] e A — & FEFE b ad ik B2 ARG Ha A T sk 20 Bk B A B B K T o %) T
A0 PR H8 A A SGLT-2 #il F5x Sk AL BE PR i A e gk — B 0t 9

2.3. MERKHNET

m R MAE 2 Z P B E A T, BERANEAE, H5 2 FhEIREGIE R ik 244 w1t |
O JUUVBEBE BT Co 0 L0 2 DDA OG o A2 i i 5 e S A () B 237 B, 3 o A1 O 3 5 e 2
T ) s SR AERR M AR ARAS o SGLT-2 #Hfil77) nlid i Or B BRI 3R 2 1 2 B D R = le R I T BR 28,
M0 AG 25 A, [ B (2 g A [ e e e, B4 s AR BR TR R, I a0t g P 30 A R 22 BRI IR
TE FRARE PR 2 R PR [ B B 25t PR JIE TR, AT eS0T B T (1310 A 2238 I/ R S e 3R B
[FEASBISENRA LG, A& G TT I 00/ SRR 7 2 A0 10 B 23 LU BRARG, RIS FRAIC 1 45 TR e Sl AT 45 R 2
FgrRik, HAFEREMIBR IR NTAEPEIRA[24). AR MELIEEF2RE 2 (diacylgycerol acyl-
transferase 2, DGAT2)2& —Fifii 4k % H i 5 B I BRI 2L 45 & A2 i = I H vl (P O RE .  RAS A nld it -
Vi DGAT2 T # il H-h = e & ORI R AR 3R [25]. LB 223 Murat Calapkulu %} 31 44 B /R %
AR FE NN AR, KOS IEE R H il = Ea A G 2 I JH T RE KT SR, o b 42 il Fi
R E IR B [26]. IX— 250 IR B BAE 710 77 /N BB I ZE A 72 rh 45 LAIESE[27]
HAS X 22 ARE R0 A - RA& S 20 Ja o A BIHE K v 85 52 I o 1 A0 K v 85 2 T ol B 35
I, 53028 10.9%H01 11.5% [28]. £ HLHE 5 R/ BRUBERS ey, (A& 2134 o] BRAIRAIC S FE IR d T, (FR 2 3
R S I AR[27]. 2 AN SRIGHEFTR T SGLT-2 #lF v LA Z /N AN [R] 1 B 452 52 i 2 R AR
W, U IIE A Ko AT PR O i L 0 R A

24. FEFR
FEREZ L. 5. DPAATAIMERRSENE IS, IR R L@ s @i 44 5 18 2 (Body
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Mass Index, BMI) % [ S iy &~ AR FEREFE o [R)RS AR IRt nT i 5 BUIR 200, Wb IR - O S e 55
BRSNS R 1) 511 0% 22 52 BBRER 2 1) 0GB AR IS RGAEOG, H Mo FAEws . Az
5 AR H At O I FE G IR 2 [29]. AEAE ] 8 BT A SGLT-2 4MI7A 7 O B R R BEE B b, 522
RS A AR AR F R 20 1.5~2 kg [30]. SGLT-2 il 55 ek A H [FIFEAE Bays IS A #IE SE - A B
FIFI RGP, Bays 25 AXT 376 & TCHE IR AT 12 FFXE R, A5 2B FIM LR 51140 8
AR AR EE (50 mg. 100 mg Al 300 mg FIE 0 HIIREE T 2.2%. 2.9%H1 2.7%) [14]; SGLT-2 |75 ik = 11
PEZRFERR-1 AR BEN7(glucagon-like peptide-1 receptor agonists, glp-1ra) ) L[R]85 Z57E 107 24 JA I ATy
4.5 kg MIPREE, FF HIX P4 B g4 75 A 08 R [P HEJRE S A Hh T 44Kk 1 45(=5.7 kg) [31] [32]. SGLT-
2 P BRI AR I TR IR A . (1) KRR AT RBURBEHRMIE I, F/NEPABEERR, 5l
KON FE R AT P AR AR [33]; 0] SGLT-2 407 24 JA i {H 40 A AR AR A> 20%, 1S Uk o5 At s 250k
B2 70%0LA bo FLAT 4 F CAGH M ANk 32 (341, BB AR SGLT-2 il 551 1 LS 33 R R 5 S04 A
KA EFRNE: (2) MEBS: wTiE B A R, BRI B S BUAE R (3) Wi
REWTRI : REFRAR IR M E BT, (ERARDIs B, SRR RAEZWN, SRR~ ERk
SIMBEEARE[35]; (4) YDA 8 7 DL Uk A R A DG 08 P 58 R 1 b 42 = 386 036 o

2.5. BRMmE

e ML A2 P H L0 B A A e L B ) SR R 2R, I bk vy, O 2w o IR e v, 2 )L 2 TS ki
KR AR S A% DI o /E Rosalie 55[37]IBENXCE SCBa it st R I, S22 BRM L, BAs 515 Ee
PR Jiz sl kAR AL B ), I RN PRAC e 4 s S &7 sk e, (AL ANE 2, Al SGLT-
2 FREIFR G I R, BT R A SEE A, I 2 AR K N S INE R AR AR, PR AR R
YER, CoNERT S A D (3815 MLHIAEOC . 7EYRYT T2DM & I A il 238 H, SGLT2 i) 5] 0 fg i 1
RAFIIRCR, A& S8 B L% 2447 Gn e g8 1 01 PR 7] e e A0 71 260 W 2 1 2 1 3 SR A1) IR B 35 T e 5 S50b
iy 5 T BE[39], 1 SGLT-2 #NHIFIREAE 24 /N S5 I P35 B 3.62/1.70 mmHg HxXF & R AE F7E AR
HEEM, X PR SR E R S GRS, B SGLT-2 HRHFRIN U5 O 48 22 45 J7 T 80CR
B E[40].

2.6. PEIRFRER

PRI (uric acid, UA)@ A\ A IS PERNSMEVERERS (AR 2=, IEW ABIEOUT, NRRER IR A2 R
AR ORFF BN AS T o UL NS = A o 22 B0 IEFR ML PR R /D INF, AR UA HERR 3 805 IR R I AE
(hyperuricemia, HUA). HUA 52 i IfiL 893 1) e S M 35 22— (41 SGLT-2 il 1) A 3 i 164 m w1k ok
75 UA HEE[42]. Hussian [43]55X} 70 44 2 BURE R 328 AT 4 A ROXT LIGRYT 5 I SGLT-2 il
YT LTS PR R KT 7.5 £2.5 B EFRIKH] 6.3 £0.8 mg/dl, LA T ARZEA0A& FISE MR . — FIXUIR. #%
FIFFRFEE 2B B AR IT PR UA KPR . X —S5R RIFETE Grotta HIAHSCIRIR 15 213 RF[44].

3. SGLT-2 #PHFIHNTF R R M

BAR SGLT-2 il FITE FRAR MBS RO BRI S e O UV AR S5 7 T A B B AR, HAMNE ETTfE %
WRIERAFESFAR KN, FEAFE: (1) FFHERY, 8RSk M %A 5 sk 2
HL A SGLT-2 $fil 7 i [FBRG , A= B A B e () U B i (455 (2) 3 Db PR BAE 1R b 23 XU [46 ]
(3) RARFN I ALEANEE BN S B B AN B A RS G AN [47 15 (4) HGO0BS D XU, e HL e AR H1 il Re o
BB B ges RS (48] RIS S48 A SGLT2 i AH G 1) Fournier YRJE AL GL I3 51 A 1B [49].  th4b
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A 0B I AR S0 RS F144 T e 2 51 20 AR S S MR BRIBR (501, (EHL) H AT ANE 2, FRilbAT 58
KA TEIR R FL AT RENLAR -

4. BEMRE

SGLT-2 I I B FERE 254, AN REIE 1L (L 1k PO A R AR UbE , 170 EL Ak 22 FE AN I R
FRPHAERF ML FRILAE. W AS FIFE UA 5505 TH RIEARFIEM, IEIE#L“W%%F%‘HF FATIHEWT
SGLT-2 iRl gEIEL o 1S [ fa bz, AT R A b SR A 2, I S 2 55 T SGLT-2 411
7915 i 2 S AR S AT T o

E&UH

E K HAR R S5 82060233); = EARH TR RIBIH (95 : 202203AC100007-2); =
BHHFEERMP AR KNG RIGRS: 202305AC160055); I BRI 2258 B 8 22 B 22 AR Sk A
(45 : RCTDXS-202301); EEHAPSRIR =58 Bt &8 < Be e P Il AR 72 00 H (45 : ynlIT2023012); EEHAER
BERZAW A2 B QS H (5. 2024S272).
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