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Abstract

Cardiac remodeling, a process of adaptive morphological and structural alterations in the heart
triggered by sustained stress, metabolic, and other stimuli, among which pathological cardiac re-
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modeling serves as an independent predictor of adverse cardiovascular outcomes. Recently, novel
hypoglycemic agents, specifically sodium-glucose cotransporter 2 (SGLT2) inhibitors, have emerged
as potential therapeutics that not only alleviate volume overload but also reduce the risk of car-
diovascular mortality and hospitalization. Additionally, these agents exhibit promising effects in
improving cardiac structure and function, as well as reversing pathological cardiac remodeling.
This article aims to comprehensively review the progress made in investigating the therapeutic
benefits of SGLT2 inhibitors in ameliorating cardiac remodeling.
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1. 3]

O I 7™ B ol A\ A e, R A BRIE T R B R R, 1 o JUF SR E L h s A . DI
I A AR B RS AR M S R AR K AR IR A AR AL 2 IE N, TR
T B ) AE AORE . BRI T EEE (ischemia reperfusion, I/R)A . IMLFESN /727 2088 . #2410
SR ERIBR, O RS MR RE IR HTRAL R RE, RO SRR R E N R [1]. BN - A A
188 H-2 (sodium-glucose cotransporter 2, SGLT2) 57 Ayt 7Y 10 IR Fab 25 W AN B AT I 25 1A B b 2k
B, EAEHROIMAEIRE, ERESEE OB R R D ALE M [2]. SR1T, SGLT2 It T Ik A4
J B R G5 AL ) 5 AN e S R I B R, LR FR ML M AN . BRIk, ARSOREXT SGLT2 4
FRTE S50 T3 B O U R O T (O T JR A —2Rad, DA R BB a7 B f . W O I S OE
Diee KX a1 L85 Bl

2. SGLT2 Hll57IxF 0 B 2B 2B B 52 M

SGLT2 40|72 —Fia T 2 BUME JR9% (Type 2 Diabetes Mellitus, T2DM) )35 4 O AR B pE 254 . o £ 5
A0 T OEL DA i /N o e R T EE RO, AT R A A R R O P R RE A, RT  E PRAIGO I A
RFAF R A R[3] [4]. WEFERMT, SGLT2 il 7 AL 00 e g B O I SR 20 7 RIS G HEAE A, s O
Ik S8 ] e SGLT2 Hf7)C i 3R 2 A AZ AL [5] [6].

2.1. SGLT2 57 #E B SE e o 3ot A E 2B B2

FE/NRBE A b, JE i 4 22 AR o Y SGLT 2 i R o IE F MK k3% . Zhang ZE[71 880, BA% 41
§+(Empagliflozin, EMPA)GE % 5035 O LAE K FZT4E 4k . Moellmann 5 [81H WL 52 21, 72O I AR K/ B A R
25t 10 FJE 56T, EREa4bimd, A =EIhREssE.

TER SRAR R e, A 55 38 380 75 00 3 1 S 0 R O 5% 810 U B 8 ) 53 o 7E AR 25 A IE R BB
EMPA {i /e = 8RR IR IR B8/ [9] dE— B FE R B, SGLT2 HHI Ak 37 T B /R F A0 R 45 10 S AL 4
P o 7E 5k 4> Hi (5 B4 .0 1 535 (heart failure with preserved ejection, HFpEF) K FRAS AL, JE i IkE /K~ 2
fif, EMPA i 70 25 25 AFUR 28 BE I 7§ 2 FEARR[10] o BP A% B0 3% RIS w4 S FaR s o0 VL8 K BRU 7 ‘3 ol o A U] B

][l
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JEREBRA HASRZ WA A KT [11]

FEOFERERA[12] [13]H, EMPA R [RAIK /A Z i B AR B/ /2 97k jEAh, AE0% RO I
FEARIE U 52 200 LA AL A AN8] 5T 27 ALk /D 7 SGLT2 Ff 7RIS o I 55 28 A B A - & 2R st
RWFFRRY], TR B A IHEIRR, M SGLT2 5]y al it O LA A AL R RO LEF 4E Ak .

2.2. SGLT2 NI AN R b0 iE E BRI R0

PRAMIFF TR B, SGLT2 il 71 2 2 4% O WLIA) 2R A%, I mT REX &5 44 #9037 A2 A R . Kang
E[LAVR RN, MG 5 A 43 B H 1O IE AT 44 AEH2 2 EMPA AT S, RS TR AEK
7 L (TGFAL) 5 3 IR AT A Bt b IhAh, TEAEEIR, BEET EMPA BINUSET 440 i 5 00 5§ 1k
A, HAMRA SFrROMMANER BB EERD . &G, HEEEER, EMPA BEMEIRL 4R EY
®ik.

£ T2DM & v, SGLT2 il 7 RE k2L I B4 559 . EMPA-HEART Cardiolink-6 1036 [15] A& B,
1 T2DM & bR s ke 8w, 252 EMPAYRYT 6 M H G, A= EEHE SR, B imEEA
ToK. [FFE, DAPA-LVH iX4&[16]1F B ik 4% 514 (Dapagliflozin, DAPA) B A AU .

Bt 0o NBE, EMPA-TROPISM 3G [1 7158 ik Co BEREL R AL S 2], EMPA 3 FEAK T 5 1M 7 B A
B0 7R B B e AR R IR, b T O 4E1k . Empire HF {36 [18] [ WL 52 212840l 25
R, Il R REA G N T A R T SR

HAT, KT SGLT2 it Nl EIBF O F D, b vim s, KIBCERAYI, HAixHE
WKW HFpEF 38 IR b, At — 0t At .

3. SGLT2 #5755 iRt O B E B R0 B e HU

o U T 2 Sl JUE 5 [ 2 2 . SGILT2 00551130 S B JU 26 90 1 03 S 7 L7
WL 07 ) T SR, (E LI 7RV ML R BB . S RTBT AR, SRR S AT B B UL T LA
FiThi .
3.1 DANMIR : #FOALRRRAs. MELOAN A4

SGLT2 5 5 2 i A 6 11 Y AN L2048 22 e 1 b 8 SR AN A MRS S AR S Wi [19] 0 1% RN
SGLT2 il 7 Lo ML 2 AL VT RE5 78 SR RISHAE S OGS A o0, AR E B, SeE LR AT RE . s
VRS IR T S KRR RN LT YEAL, F I RO LB S o

3.1.1. B

WO E A BT ORI G 52 R B S e SRR E B R B 45 [20] [21]. EREAS R B0
JEE 2 52 e A o JUE B 98 (R R o T B A ) R 1 MRS B S, T R ) R PR AN RIS B A
#2221 [23].

SGLT2 HE & —ME Rl 3Lk as, N SGLT2 & SEURMER N, Mifi 5 &K IRIRE, #%
TEUURAE BT 1 (SIRTL) S LR Ui 2550w7 PH] 1 Bl B B BTG 1 2 1 B (AMIPK), AT AR 3 19 W 119
R[24] 0 358 E WEE T T DA O I AR AL S B, R O NE D) BE[25] [26]. BEAR, REE 1 (BECNL)
AT 0P TE  REAE R B iR R 2 — . BFFEOR, EMPA RERS RO LA H ST BECNL [ H
W, FEiEid BECNI1-Toll #5244k 9-SIRT3 4l 3 CWURYYE[27] [28]. tb4h, EMPA & v] @ik 42 .0 UL
YA b AR A AT B 1 1 (NHEL) SR I B (1 B W [29]. 2 T 78R W, SGLT2 #h5iE it 2 ik 421
T RS 1R R A O IR AP E
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3.1.2. |HEH

SECL L3S T B o JUE B 9 R R 1Y) DGR TR 3R [30] . 2 TURF ST R BH, SGLT2 ] 1) 38 iok k> 4k N 44
REFOR RO NLAAE . Li S5 [31]17E KK-Ay PR /N B s R I, EMPA T8I 0S Z RFRELL R K 1 2/
PUEA ST 5% A0 O A RO, AT O LIER . fEARBE R AR, EMPA Tl I 1 5
LR WA 1) S AT T e R/ 1 P B D 7 A k2D S A 38, 5 00 I T e /b i 9 [32] [33] - Kondo %5[34]
B UGIEM, 4% 3114 (Canagliflozin, CANA)i# i SGLTI/AMPK/Racl {551 ##H) .0 )l NADPH Ak fE
PE, IR AR, S O R o SR, BRA B 90 32 B4R vh 78 vy IR B PR IR S
xof 1E 5 I Ko ib B Nt Fe T SR AR e 2D

3.1.3. 4ApAT

SGLT2 il 751w 38 3k 401 it 40 ff 90 T 3 A2 k2O I 98 S 3 O I TH G . Liu Z5[35] K8 EMPA [ 41
il Co LA A6 A OO LA AR T e O NE R 2. BhAh, DAPA RI{EZRRIAZIAR IE R 1L, FEED LA
PET:, NI B sk O UREZE IS O JIF B 3[36]. Ren Z5[37]HF 5 £ 8], DAPA i@ 0 SIRTL K4
VAT P B35 S B AR T, Rt O B . RS H AT O 2 DU AR B SGLT 2 i 7] vy Ja ik 1 15 28
PRSI T:, B TR 52 RE B i AT e b, AR TR B — B IR 5T

3.1.4. KT

BRIET 2 K& g o S A A T AR RSEA505 AATT 5 RS R AR TR T R AE, A 2 o LR 0 1D K A
BERE R FEAEI[38] [39]. HATCA Z WM 7R, SGLT2 7 al L/ 8FET:, Mgkt 5.00FE
IR INRe A . BEFRM, I R ER-1 st T, AT LATR I B AL =55 5 0 U B
AN INRERRAT, JFIE G A Dt H BRI A B 4 15 545 T RO T £ 440 A B 8 98 [40] [41]. Ma
SE[42]WF TR B, CANA ] 3E i ok K PR B8 NIk 7 mr DA S 1) S8 A ke 1 15 R BB T BLYVR T HFpEF o
Ib4h, DAPA Rl 22 24 J5 G Ak B A (S Sl ik D Bkt T, R O IR ORI 1 FH[43] o S EkaE T m]
RESZ SGLT2 Ml ezt Ok M —Flig s, (B FRE— PR R

3.1.5. ANZAREAR K R AT 4E{L

TEVFZ OB, O WLAH M AE RN LA 44k 5 00 B O I B B B UIAH OC[1] . TELF4E IS S
S, TGFAL/Smad X 75 3 R 4ERE I A5 il LA B Bs O I pR AT A 22 00 32, JR7E— e b S T
A EFK 3 1 IS 45 B8 [44]. WFFTIESE, EMPA BEWSIES HH TGFAL /5 i N\ S8 2T 45 40 i i AL AN
YA S R BB [14]. BE— B RE T Eon, DAPA LUBE AR 7 285 TGFAL/Smad 15 514 %,
HR TGO AR A B, 038 T O IEE[45]. Zhang ZE[71WF 7 £ 8], EMPA iBiEi FiF Toll £
AR 4 W IE FEANE e BRI 1 3 REIRA, SREEMCIUIE R RIEF4EAL . 2, SGLT2 il e % i
WL RE TIEBE, AT LA E RO £ 4L

3.2. [EIRMRL: BBRIE

SN . 35 SO I 2 B AN 00 FE IR FR [46] o R RGBR 22 IR S R B SGLT2 #ilFA BA iz i R VEH
H A BV DR T R S RE /MAS RIS [47] o B8 )45 5 1R 48 L R - B A 34 A2 T DA 2080 o JU K i 2R A
HI,

Z PR 5 A0 M PR - s Co LA L AT A4 R G R A R N S0 IEEE S . Zhang S [48] K I,
DAPA RE[EIK HFpEF J& (1) I1L-6 £ TNF-a /K, JFi% O E . Yan S5[49] %2, DAPA B#AK 712 %
IR KT, (R ERRA A M2 WA, FEROE R SBOE R T 3 5 5@, A RIS R AR I
O fFEHRG . Ak, BEFER B EMPA @I Py Ca2+7/K T, $i 8RE/INA I B0E FI 40 B IR - Rk
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TR 9 s A O I LR A, o503 0 32 /N BRL O JUE 2 98 e ) B [50]

FEASME JORE SR BRIE UL N, NG I LS EAT) H & B 8 AR A 1 o] B3 i B0 L, S5
CNUISEFI L 4L . 2 U FE 2B, SGLT2 il v] B Ik EAT JEFE I S50 o SIS N s 4 2344, Y3/
EAT A5E#a1k B 7 R SE bR B0 72 42 [51]-[53] - Takano Z5[541 1 YIEM], SGLT2 FEAE N EAT HIRTAE
AR RIE, EMPA AT REIEIE T 1L-6 IR A0 AT AR D7 40 M i B FN 04k, LLJ EAT 280 A
THIFRIER 530k SR, SGLT2 /S EAT 550 b AR AL M ANTE 28, 37 R SMHLHIAIF 78 R IR R = 24
4Hi 15 5% 5.

SRR 2 FRUFAE SR B, SGLT2 HIHI I/ e 9 0E 77 T A 2R, X T REM /e 1 ol e
TERG PR D) RERRAS « O JIE £ 4 A0 Ao Uk 3 258 JRURS: 1 R R [55] o SR, A SRAT) 5 3E — 20 4F 90 DA e I 2471
RAEH 2T 5 HPCO A B RO ML T A K.

33 MEWR: HEANKINEE, FiFMMERS

P R Ty e R RS i £ O MERE R AN ARGk, 5 O LA B0 R R AR DG o (R I 55 A B ] 386 ik
ML RN K BB R, TR/ O JIF EE¥E[56] [57]. Juni Z5[58]1 IERT, EMPA A LLEL%AE AT O 4k
I R, S ThRE 2 6L . Nakao Z5[59] &8, EMPA il #i% AK/NOS/NO i B 1k P 57 4
MOPET:, AR BN R, MRS A D ReREAT . SR, AU A H - S B I SR A i 5 1) 5 4 A
A LA AT VPAG D) BE,  Adingupu %5 [60] 5 FH TG 61 2231 Bl 7 ps A5 M 0 DR 20 Jk 1f 378 T3 2 i 48 0 A = T
ARG B 208, E— D IESE EMPA ] BB RSN 3 D e . &SR 7B, SGLT2 i 7 mT g
I O A R D REANIMLE AR B, PRI R0, AT s 0o Uk B2

34. HBRG: XRMAERGENHRD

ATIEAP LG 22 G5 (SNS) 7 O I 51 3 v R AE SE LR, SGLT2 il 7] B A I e 1 ¢ AR B2 A 38 o 2R,
FHFEATRERNH] SNS. Herat Z£[6110F 7RI, H 6-F2FE 2 X SNS HEAT 45 L P 48 S e 2= PRI A
SGLT2 Hj#Ki&, H DAPA JRJT7 w3 kb 10 B B IR S =W ERRERKF, PR T SNS it
A, SGLT2 il 5 SNS y& 1 2 [ Al GeAFE WA % /R . EMBODY iR38[62] 7x, EMPA B354 T2
AN R BAPEIG NS, BT 1231- (R B AC LA R R AR SR B HIM BB RIS i 2R (1)
HGEAE EMPA AN R4 2 [R3%AG 22 5%, X AT BER B SGLT2 il 7 ge PR B AR sg kb 205K 77, ik
O IE RN . Raza S5[63] 45 G AHKCHE 7t J5 19 H 28 Lh 45 18, B SGLT2 #fil57) w] Rt FEAC E A& A& 0E
PEAHIH] 4 5 SNS WO M R #4808 PRI VEH -

35. EEHFHE: HBFEFRS

BN SRR R R ECO I E R R OGN ER, e G AN FE R (INaL) s BE VRS IRl NHEL & 1T
e EEAER[64]. R0 J1EE /N AR, EMPA. DAPA. CANA ¥R I INaL &8 mE 7/,
HRCRAY: HAERAOUAMEF, EMPA BEr i FEAC INaL 753 045 R AL R AR 2 [65]. th4h,
Baartscheer £5[66] [67]4#2H, SGLT2 45 ol B LA ) Nat+. Ca2+ FEIF4MiH] NHE. [F]I) 78 f#
NHEL 055056 4 gk 47 FRAC BRI, WSR3 EMPA RIS, DAEN SGLT2 i 77 mT fie 3 ik 1 i)
NHEL RAE LRI ER . 810, Li Z5[68]7F A& KIL EMPA fit'5 NHEL HEAMH B/EH, H NHEL $ii5
AR O JTL M ] %% B U 4 FT BRARRIAS 48, (H EMPA B3 2R, $275 NHEL HIHI71) 3 A B
SGLT2 il 5t Co LA L 1 FH o DRI, SGLT2 #fil 57 i) CoIE 3R 26 2 5 5 B O NHEL AHSG,
itk — IR AHE AL
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3.6. RIEMM: SEREENRB

O NG SRR 2 E 22—, HW TG sh T SRR & =B AR (ATP), FErT R IRR .
I Z R R . OO LRE B A 28 4 T (2 3205 B O U 2 9 (1 % FEE[69]0 O JIFA 1 2 33 o R BN
FES TP B A AT, MDA BRARU A 3 A8 0 DU AT R AU g 32 o B AR 2R AR o T K o L )
SEVETE SR, AH TR S R HCHURIE SR, B AR AN BE O B I O R R I RE R, 2PN
HONEER., Bk, SEOIERREARN, R R E R YR R AT R R IR YT 0 ) 3 AL O R A R
FEWE

Li SF[68]MAF 5L LI, EMPA wliEid SHE M E AL S, WO EREEM, WEIEREDE
B 2R AR FAL BRI . BEAh, AR BRI G n S AMPK, DU M O IEEE Y8 . A, Trang
ZE[701K 3N, EMPA it J /b N 7 B AU« 14036 2 B AR, SO Jaoa o JU L K BRI A 9 . S s
068 1) 22 57 T B8-S W PR CoJUL i U IR 0 S50 AR 2 AR 5 AP G, S TR — 2D AT
AN, Yurista SE[3310F 5T I, EMPA 8 386 I 44 i R FH 22 DL B 5 27 0 AN G 1D R [ 4 Ak, AV IE ATP
A IG5 TGRS, SRR, X T SRR R EAEUESE R B EMPA (110 U 25 A 5 B AR SE A B A
X%, MREMEEEALS OV ATP K EZ A F% R . Santos-Gallego Z5[12]# 7t — &, EMPA
ALK O JULER ) FE D 26 W 2 e B A L S S R IR R i 9 R 7 IR P S A SR o I EE . R A0
IS AL T AN R RVR I G O IE D BE (B S AT IR AR L, B IR AN R — PR AU R B
YikIE, FEHASRE O BAT, BRSOk Dh R A s SOt HABIEE R Rig
BRI HRANAAAE S, ONUEAE S EMPA [0 BECR S F 2 181 5¢ R AR I, Rt — IR A 5T
LA, —RAFRMA, SGLT2 Mk fe A2 /LI, (HONOIEFR AL T A5k 1 5e &K
KR, o 7O NEREE AW, AT EE Y

4. BEFRE

SGLT2 ] 71— e B0 L 24520, T DA 25 A0 L8 AN RS R A MRS o 22 THUAE Rt AT
RS R T, SGLT2 IR ARG HOAFEREAEM .. MaTiEIRIA Y, B el 2 ML 5
PEOEEEE, AR B> RAERN . SR M E I, MRS AR R ARFE T RSN
AL RE R A A o SR, SGLT2 I FI L CollE i A B ARAE AL KB e 2> T LRI Redt— PR R . BL4h,
TR T LA SGLT2 IR AN R AR (b s 55 AR RS v A SR P 5 AR R i P o I8 AR ) 0
U S SR 52 S Tl S o Tad e AR IR . TR, RWLIAR A AR ORI I 2 B2 R,
{H SGLT2 il 7 750 JIE 3 28 v (e LB AL LA G R A . 2, ARCR TR EE ZHTFLLLRZR SGLT2 it
FR S M E R VB AR VR T AE R NIRRT SR A8 5 S A SR
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