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# T TGF - B1/Smad 17 & i# B R i1 & &% K A& 4 5

X HE o AL AR ZE AL B e

U EHS R kT AR SR £B
1. Wi BE 2 BE 24524 B8, TR FE] 241002 ;2. W /R R R 2= [ e 28 — =B, SRR YT /R 150081 ;
3. e B2 B AR B 25 W SE RIS Q1 o0, 2280 FEM 241002

WE B3 T ARG AN (SZ - A) *THE SR IR S WU U A0 ok B B A2 8 5 F AL
77 ik AL 6 A CSTBL/6 /I A A 3B 48 Sk 40, Jo 4 R R 3 Mg Ak R IR A A Wk Ak ) & 2 S48 R /)
RAER AL A AR IR SZ - A KA T (50 mg - kg™ - d™ ) SZ - A ZHAHELL(100 mg - kg™ -
d™"), 486 2, KA Western blot 3 KA iz &% & I( Collagen I ) \TGF - B1 & Smad i@ %48 % & &
F K KT qRT — PCR 3 AR5 H7 ¢F 4448 £ 47 & 4 mRNA K -F | 5 454 AlphaFold2/Autodock # 474 F
TR, 4R .SZ - A TR E B KR Ros UL 2 Collagen 1 | Collagen Il o — SMA | Fnl #=
Postn # mRNA & ik K-F (P <0.05) ,47#] TGF — B1 F&i& & Smad2/3 BEBRALK T (P <0.05), & -F 4
27 SZ - A £%8% (DNJ.FCM.DAB) 5 TGF - B1 A A#E 454487, SMRM TCF - Bl 7Ti# % SZ -

A T EAAE R B F LR AR R IEAF (P <0.05) , %8 .SZ - A i@ it ¥e @32 TGF - B1/Smad

A% 5 38 387 0 Mo Bk o 5 ILAT AL AR
KR
FE4 %S R285.5 XHkERIZES A
DOI; 10. 19664/]. cnki. 1002 —2392. 260134

B PR B AR T8 e L AT B ) 3 (A N2 P
)« AL S Z & L, st N BB H 36T 2 s, B2
NS F 7 i o NG S 1 e Wl I 35 R B
W BRI AR S A BRPE I R A SR TR R, e |
RHNEZITRAE " A NAERE . o B IR s
OV (DCM) A Ry —Fof ™ E F-) AR B o 1L 78 0 &
HABE N ERRSEIER" O WL g4k 2R IR
g U JULo 1) DG B FAR IR 22— B LA Wi 2 5 7
5K RE R A AS TR, T | A DR O e
U5y, L 5 PRI RIS SR E B e &

W (Morus alba L. ) Z5 T B A& A, ZA-ERAOL B
ChEZ ) Wk, RIIRFRZ TR RE K &
FEAF B B IRE AR T, 5 ok S8 B0y 25 AN (8 ¥ 32

s B HEA.2025 -01 - 17 &8 H#A:2025 - 10 - 16

EEWB  “HEEE T LR SRS SR H (2022AH030124 ) ;
TR KA AL I 25 31 R 35 B (S202310368032,
$202310368077)

YEE B A AL (1998 — ), 2o, Wi+, BT 7 1] s DR 0 L 2 95 L
RS

« BISIEE 42 (1985 - ), %, Wit F5 5% WG O 1)« B BR s - L

RIRHLHIBFF

EHE A W B S IUEF 44, TGF — B1/Smad 13 5 18 % ; 5 F 3+ 4
MEHS 1002 -2392(2026)07 -0012 - 06

R RO R R RBE AT 2 RO RE , g U L
“ IR T (R 2R RE L) R W B R R
TWE, BRI D BB, A 1 - AT RLE R
(DNJ) FEZ T (FGM) S8R 53, Al i o — 25 b
RS, IS ORI A, R I B AR AE 2 A
RIEPURE R AR ., 3k F B & 09 5k 8 A 1
(SZ - A) ,2020 FFRAL B AT [ B AR F SoBE B B IR
JRTRTT AT Y, BRI T A0S 2 At A T I PR 6 h 75
FIESL, SR, HATIET SZ — A BETS 38 1 s 0 UL
LR AL LA AL AR DL R G

BT, AW WO O LR 4E 4k ff B4R
T SZ - A JRYT DCM A RTA 71 38 3k ) AR R s 0 4
A1 [H SZ — A ¥l TGF — B1/Smad {55 518 #% 1 25 3L
B, B7ER DCM BB AR HE R SRm , et B TS
1 #R5RHE
1.1 SEish¥

MM SPF 9% C57BL/6 /NER, 8 il /4ot £ (20 +
2) g, A G NE % LW 5, L5 sh )G A& IE S
SCXK( #)2020 - 0005, 2% 5256 J7 58 28 1ot 1 B “F Bii
SEU B W) AR R 5 A B 2R By 2s ik fE (LLSC - 2022 -
166) . 1R FEI IR (24 £2)°C A REE 55% ~
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60% ,12 h BRI, A i EToK,
1.2 Scse i 380 5 1R

RELEA(SZ - A) tr ) P TR R 251 e £y
A RRA FI AL BEIRAE K (80130, Sigma — Aldrich) |
m R (D12492 DR R 25 A )N F])

RT - PCR i3 & (FSQ - 101, TOYOBO) ; qPCR ik,
& (B532955 - 001, Sangon Biotech) ;—3$1 : Collagen 1
(WL0088, T Z4=#)) ; Collagen I (WLO03186, Ji 254
%) ; TGF - B1 (bs — 0086R, Bioss ) ; Smad2 ( #5339,
CST) ;p — Smad2 (#3108, CST) ; Smad3 ( bsm —33222M,
Bioss); p — Smad3 ( bs - 19452R, Bioss ) ; GAPDH
( BLOO6B , Biosharp)

PCR f¢ ( ABI Quant Studio 5, Thermo Fisher Scien-
tific) ; & F HL UK 22 5t ( PowerPac Basic, Bio — Rad) ;4L
KNG AL ( Amersham Imager 600, Cytiva)

1.3 STk
131 WERRG SRy e el K 25 W Ak 2

CS7BL/6 /NFUE I PEMEFR 1 J], BESLIIR 6 HAE

NARBERIRA (n = 6) , MR SPF 2038558 /) BUDRE, H:

AN T 2B RO | e SR m BRIk 1 AN )T
PR 50 mg - kg ™' - d 7 IERIESE S d IS RENR
PepiER 55 3 RIS I OB, 25 A > 11,1 mmol/L
NN, AT 18 H/NERBENL A 3 41,
WEPRIG 2H  SZ — A fRFI 4 (50 mg - kg™ - d™")
SZ - ARSI (100 mg - kg ™' - d7") 46 H, ¥
SZ — A MRy A FER K b e RECA [a) 50 122 % W I i
R /N BRI A 7 % 22 T AL B 8 ],
1.3.2  SERFE R RT - PCR A AR 438 K5 1) mRNA
7K

SEH Trizol W0 WLZH 21 B9 & RNA, £8 Nano-
drop 2000 £ 45 & ( A260/A280 =1.8 ~2.0) . %k
B4 cDNA, R WK Z (20 wL) .5 x Buffer 4 pL.
Enzyme Mix 1 pL RNA ##k 1 pg, H 2 Mg AKC#h 2 2
20 wL, WikEEEAF:37 °C 15 min,98 °C 5 min, K
SYBR Green % E77 qPCR 738, 519 75 W 1, &
MR TS HE 95 °C 3 min;40 JEFF (95 C 15 5,60 °C
30 s) MEfARITZE 70 M, UL GAPDH AN S R 2724
P mRNA AEXER IR, ARSI S 1YP s an 1,

*x1 5|9F5

51948 JF5 -F(5" -3") T -R(5' -3") T/ bp
GAPDH CCACTCACGGCAAATTCAAC CTCCACGACATACTCAGCAC 140
Collagen I ATGGCCAAGAAGACATCCCTG AGCATACCTCGGGTTTCCAC 87
Collagen TI ATGAGGAGCCACTAGACTGC GGTCACCATTTCTCCCAGGA 165
Postn TGGTATCAAGGTGCTATCTGCG AATGCCCAGCGTGCCATAA 135
Fnl CCCAACTGGTTACCCTTCCA GGTTGGTGATGAAGGGGGTC 93
o — SMA GTACCACCATGTACCCAGGC GCTGGAAGGTAGACAGCGAA 156

1.3.3  Western blot ¥l 40 5¢ 8 A Fe A 7K F

BUNRC VA S, 585 240 B 3, InAC (5 )
loading E A, FEAZ ML PKAE TR 55 22 NC B, FH i fg
Wik B S, A —H08E & 2 4 ; Collagen 1(1:200) |
TGF - B1 (1:500) . Smad2 (1:500) . p — Smad2 ( 1:
500) .Smad3 (1:500) .p — Smad3 (1:500) ., GAPDH ( 1:
2000), WH,ZRME 90, W5, FIH cytiva BE,
1.3.4  ZrFXHE

TGF - B1 fEH FiF % H Uniprot 2045 %300,
TIZE A B AR 18 B T T 01X i A
SEF U A AlphaFold2 #4825 44, 34 ] Rosetta
Relax #f47fe A1k, fdH Pymol FR44 % 35 B %) 2 1
3D ZERIEAT K INE S M UE £ TAE b S as
1 PubChem $U#5 #4558 . X204 CB - DOCK2 7E4;
R 55 1 B 442 52 i, T d A Autodock Vina i 47 X
i, WABLS G REPREXHE 5 M B Wa R, T AT E
F 15387 B B VEAl , LLEAT )5 8230 ) 22 Bk 45
B, FAARS ZARM 1R J1 5 BT S PLIP 72K

MR 55 i 53 BT e B, FeAR - 524K 19 3D A48 ] Pymol %X
R,
1.4 Gitodr

BE LR + FRifE2E (x +5) 78, ANOVA Z3HT 1
BRI ZHEE P <0.05 BRERAGIFEX,
2 H#R
2.1 SZ — A SHEBRSE /I B WLET HE A 1 52 0]

LRI SRR AL/ INERAR L, SZ - A W] DLk b
Collagen 1 I Collagen Il ) mRNA F ik K (P <
0.05), W32,

£2 £KH/NR Collagen I F Collagen I EY
mRNA RIBLER (v £5,n=4)

21 51 Collagen 1 Collagen Il
bR IR 1.000 £0.029 0 1.000 £0.054 1

IR AL
SZ - A2

SZ - A EFEY

2.220+0.648 4" 2.325+0.417 8"

0.992 +0.064 8* 0.929 +0.240 6*

0.797 +0. 175 9* 0.603 +0.240 8*

. SAEBEREAM L, * P <0.05; 5B RIEAA L, *P <0.05,
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AL, i 3 FioR, SZ — A R RENS I /b U JILER
Aefbbric W 2k, TEERH N o - SMA Fnl
Postn A mRNA 7KF(P <0.05), [iRGEHIER,SZ -
A BEMSAM DR R /N RO ILET 4L,

£3 LKHMNMR o - SMA . Fnl 1 Postn B mRNA
RiEER (v +s5,n=3)

JKFE(P<0.05), A, SZ — A %554 p — Smad2 Fl
p — Smad3 £ H F kKW B FFEAK (P <0.05), b
G R IN, SZ — A I HRE IR /N RO WL 21

TGF - B1/Smad {5553 F& 340
*F4 HBHMNR TGF -B1.p —Smad2.p - Smad3 EH
FKiEER (x+5,n=6)

215 a - SMA Fnl Postn 215 TGF - B1 p — Smad2/Smad2 p — Smad3/Smad3
AEpEIRpH 1.000£0.1009  1.000£0.027 8  1.000 +0.027 9 JERERFA 1.000£0.0602  1.000 +0.168 3 1.000 +0. 185 5
BEIRIAZH 2.035+0.178 9% 1.748 £0.304 8% 2.209 +0.605 6™ BEPRIHE 2,287 £0.356 9% 2.106+0.349 8* 1.640+0.171 6"

SZ - AR 1.369 £0.3759%  1.119+0.1850*  1.070 =0.120 4% L SRR R4 L, * P <0.05,
SZ - A RFHEA 0.956 £0.193 8% 1.010 £0.063 6%  0.994 +0. 141 1* RS HBHMNR TGF -Bl.p-Smad2 F1 p — Smad3 HJ

T SARMRIG AR L, * P <0.05; SWERBEAMIL P <0.05,

2.2 SZ - A XPBEIRIE /N RO L 2L TGF - B1/Smad
A [ 1 R )

k4 B 1 s, 53R IR e 40N U LG, 0 IR
/ML ILZEZ T TGF - B1 2 128 3k 7K F b 2 14
(P <0.05) , [A} p — Smad2 1 p — Smad3 & 1 FE k7K
FRIRIEZ (P <0.05) , Wk 5 &2 Fias, 5K
JRLAH L, SZ — A AbBERT B 3E kD> TGF - B1 HR 1 RA

EAREER (¥ +5,n=6)
2551 TGF - Bl p — Smad2 p - Smad3
AWERRRZL 1.000£0.1893  1.000 +0.166 7 1.000 £0.274 3
PERIRAL 1,795 +0.2435%  1.813£0.3232*  1.716 £0.175 3"

SZ - AMIEFIEA 0.824 £0.233 3% 0.757 £0.200 8*  0.819 +0.323 9*

SZ - A AL 0.705 £0.243 1% 0.856 £0.183 9% 0.846 £0.227 7*

0 SARB R, * P <0.05 ; SEERBELLM L, *P <0. 05,

3 L %
Nl ‘T@ il o il <§°’
TGF-B1 p-Smad? | WEERG—— p-Smad3

Smad2 “

Smad3

GAPDH

Bl 1 &H/PNROIHS T TGF - B1 .p — Smad2 .p — Smad3 &[5 3K N3 5]

\&%fé

ﬁe{‘% Sy %‘5

%4 4

o E
GAPDH

p-Smad2
Smad2
GAPDH

B B D B
@\%ﬂ\% & SV
@ &
4 & ¥ 9T y”
p-Smad | m—
smad3 | (R
cappH |

K2 H4/PMEGONELH TGF - Bl .p — Smad2 .p — Smad3 25 FH 32 15 BT #

2.3 SZ-A FETE TGF - B1 & 454 Tl
WE 3A /s ,SZ — A L4 DNJ 5 TGF - gl
EHZ RS EHEN 5.0 keal/mol, —F Z ML T
—ERH WA EAEN, B A f eIk, #275 DNJ
FITGF - Bl B T A EME AW, [RIEE, 47Xt
ZERIF N, FGM 5 TGF - B1 Z 8]t 1l UTE il ke 2
ELY (K 3B), @K 3C 7R, DAB 5 TGF - Bl
THEZIER T —E A E A TR, Lakgs R

P2 ,SZ - A 3 PP ELERUT IR TGF - Bl A Z
[ AR E R G .
2.4 SZ - A ¥R TGF — B1 SZMRAE IR O AT 4E 4k
=z 6 in , INEMES T TGF - B1 REAZRHET SZ -
A XTRE PR O LA Ak i 52, 222 R B 5 gl
SZ - A 1AL, Collagen I 1 Collagen M) mRNA 7K-F-H]
WP <0.05) . MAN, 41FE 7 Fis, 5 SZ - A Hpiib
PRZHAHLL  FNEIESS T TGF - B1 B WLET 4 fbepric )
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o —SMA Fnl # Postn i mRNA FIAKFE(P <0.05) FR7T B4 o -SMA Fnl F0 Postn B mRNA RIZLER (v £5,n=3)

2051 a — SMA Fnl Postn

R 1.000£0.059 7  1.000£0.0850 1.000 +0.053 2

BRI 2,763 +0.310 6* 1.805+0.420 5* 1.865 +0.232 2"

SZ-AH 1.017 £0.228 3*  0.867 +0.149 4*  1.004 +0.224 4*
SZ - A +TGF -B1 2 2.691 +0.427 4% 1.907 £0.533 8% 2.076 +0.448 4%

T SARBRALAIEL P <0.05; SHERIBTAMIEL,*P <0.05; 5
SZ-A4HMIL, P <0.05,

e 8 % 9 I8 4 /s, TGF - B1 43S Collagen 1
HHARIEHIM(P <0.05) ,1L4h, TGF - B1 AbFHERHEFH
Wr SZ — A %t TGF — B1/Smad {555 18 B30 B R0,
BRI 5Bl SZ - A A FL, TGF - B1 4 H 4
TGF - B1 .p — Smad2 F p — Smad3 (1) 3k 7K - W i 3%
(P <0.05), FIRERSER,SZ - A A fEE o 48 )
TGF - B1 FZMaA bR g O WLEF 4E Ak

=8 KL CollagenlFl TGF - Bl HIBARILLER (x +5,n=4)

215 Collagen I TGF - 1
bR 2 1.000 +0.195 6 1.000 £0.132 3
WEIR 2 1.956 £0.258 6 * 1.906 £0.311 2"
-A4 1.004 +0.313 8* 0.940 +0.337 2*
SZ - A +TGF - Bl 4 1.736 £0.329 1% 1.669 +0.3250°%

0 AR L, * P <0.05; SHHRBAAMIL, P <0.05; 5
7 - A A, ¥ P <0.05,

¥ :A. DNJ 5 TGF - B1 454 3 S Wil ; B. FGM 5 TGF -
Bl Z5A ML T ;C. DAB 5 TGF - B1 45& (L Tl

K3 SZ-A EERAS TCF - Bl F145 4 Hijll 59 &4H p — Smad2 # p — Smad3 FIEARIELER (v £5,n=6)
&6 &4 Collagen I A Collagen I HJ mRNA 205 p — Smad2 p — Smad3
sk =
FIKER (x+5,n=3) E[R 3 eil 1.000 +0. 181 2 1.000 £0. 087 2
2H 5 Collagen 1 Collagen Il . ) X N
e 1000 20,0117 1000 20,059 3 IR AL 2.157 +0.288 9 2.160 £0.248 0
BEIRI AL 1.858 +0.382 9 2.043£0.327 6" SZ-A# 0.955 +0.311 9* 1.052 +£0.259 3*
—A4 0.985 £0. 136 5* 1.230 £0.414 5*
* * SZ-A+TGF -B1 4 1.821 +0.183 5% 1.773 £0.243 6%
SZ - A +TGF - Bl 4 1.644 +0.243 8% 2.505 +0.649 8 °

W AR R ALA L, * P <0.05; SHEREAAR L, *P <0.05; 5
SZ - A AL, * P <0.05,

L SRR AHM L, * P <0.05; SHEREHM L, *P <0.05; 5
SZ - A A, ¥ P <0.05,

U U &\% %\%
& oo & S o &
{@ 5 75 <
G B G B ATt AT
o8 @4} é\» o0 %ﬁe %Vv%q),v et 97 X ¥ 9

p-Smad3
p-Smad2
Couagenlgl Tor-p1 | S Smad2 -
GAPDH
GAPDH " GAPDH Ao
K4 44 Collagen 1, TGF - B1 .p — Smad2 ,p — Smad3 & 1335 EIiE K]

3 itig 7K, Bl R 5 2R AR PR BT SUPRIES ACl,
FEEAEYIIR(SZ - A) RIREE D RIREENE P2y AR A =AU R 98755 i 18 R AL S
Moy, WK SZ - A REREREAR HbAL, AIEAIA TG SRS AR T2 R 25 (A0 o — S A0 17
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IR DPP — 4 S0 0] 55 ) |, v 2 52 J7 R RO 2 4
SrINRVER R R IH 25 2 ey R B i . SR,
HHT M AT AE SZ — A X R 9 R OG0 I 452 06 1) 52
Wi O JULET 2 AL A 4 DR 0 WL ( DCM) 2 Ji& 3f 7 v
EWEZAEN S DCM 4R B EAE G, R,
By o0 L ZF 4 AR 9 R 2 B IR DCM Y A 303K
WO ARHESRAE R, SZ — A HLAT HGE BRI /N
SO AT 4EAL VR, R BN SZ - A REAS IR B
PRIG G EAS O ML L Collagen 1 #1 Collagen I 49 45
FEULARL, N RO LA 4E4LFRICY) o — SMA Fnl F Postn
[ ZRIRIKF-

TGF - B1 &J& T TGF - B #Z M L I REA I A
T, RO MR R AT RERR AT S I 1
RS R R EEEREER Y, R R
TGF — BLIE 7.0 JILEF 4 Ak (%) SCHE R+, B 52w 241
A K TSRS B AR A I R A e AT
A0 MY T, 40 5 e AR A AR I R R
e U1 I, TGF — B BN & 0 LT 4E 1k
AHOCHNE I S i, TEWE e O WL R 90 S50, Ak
WP EE A K = OB PR A5 RE 8 30 O WL A i
DA% 22 i S SR %, L v 25 Ay SR ) 5 4 L Y
BE - M EKE RS (RAS) KL NLRP3 4AE/IMA
R . — e 550l e O S il k. — R
B F AW {2 0E TGF - B1 MR 50, Wi
TGF - B1 I —FhEZ AN E F, 0Nl &
i WEVER RS 2 .0 WL MUAFRIE K 2
B CARAS , TR) A3 2 il e O UL AT R 4 D 6 I 4 i A
A5 A A M A I BT o N SR B 1 AR IE R SR
A, A SN AEAL R A R R AT
GO L o T TN S50 A B, SZ - A 1Y 3 FP BB
/¥ DNJ .FGM .DAB ¥J8Ef% 5 TGF - B1 & H Z [A1JE i,
BRENESY , #25 TGF - Bl A2 SZ — A k.0
WUEFAEAL TSR A5, AR FE 45 SR R B B IR s /1N B
DA TG - B1 #3235 /K1 B b 34 17 465 7
SZ - A REFRRESREATARE e 5 | L 1. O WLZH 2 TGF -
Bl M % . HE—ISE LB, SZ - A PO WLEF ALY
YEFRESS 8% TGF — B1 A RUBHWr, F 2RI K 5 gl
SZ - A AR, A2 T TGF - B1 ZLFRAEAL I N Col-
lagen I Collagen Il .o = SMA Fnl Fl Postn FJ5235, I
WAL SZ - A AT e L L0 TGF - B1 = Az ek
AW R O WLET 4EAL VR

TGF - B1 i34k T i Smad2 1 Smad3 , FE.L>
JUL RS T 24 200 0 0 80 , 88 M0 240 it 0 35 o ) 7= A, 1 4
JROANIE 5T 0 A0 SRR AT A5 R M —

B, AHIFGE e B R /N B WL 2L p — Smad2 Al

p — Smad3 KB R 3EH0, 457 SZ - A b3 AT B i s b

FREE R FEIL, 2R SZ - A fERE I TGF - B1/

Smad {55 553 [ 100G . AR & B, ANEE S T

TGF — B1 AbFE™] LI FH K SZ — A % Smad2 1 Smad3 iy

BTG FERM G 5l SZ - A 4HAH I, TGF - B1 4

p —Smad2 Fl p — Smad3 WYKL W L ks

— R SZ - A W] fgiE oL # ] TGF - B1/Smad 15

WP RAEHORE R O LT 4EAL PR

ZELRTIR AR RGBT SZ - A 38 i 0 )

TGF — B1/Smad i FA0 HIAH RGO WLEF 246 1 25 3001

il , ANk DCM BiiG it 7 ems , 1 B T e £

53 M0 SR 0 A BRI 45 1 g FE AT 3
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Abstract Objective: To investigate the effect of Mulberry twig ( Sangzhi) alkaloids (SZ — A), which is a new
traditional Chinese medicinal, on myocardial fibrosis in diabetes mellitus ( DM ) and its underlying molecular
mechanism. Methods: The diabetic mouse model was established using high — fat diet combined with streptozotocin
injections. Mice were randomly divided into non — diabetic (ND) , diabetic (DM), and SZ - A low — (50 mg/kg/d)
or high — dose (100 mg/kg/d) groups. Myocardial fibrosis — related proteins ( Collagen I, TGF - 1, Smad2/3, and
their phosphorylated forms) were analyzed by Western blot, while mRNA levels of fibrosis markers ( Collagen I/1 , a —
SMA, Fnl, Postn) were quantified via qRT — PCR. Molecular docking simulations ( AlphaFold2/Autodock ) were
performed to validate interactions between SZ — A components ( DNJ, FGM, DAB) and TGF - B1. Results: SZ — A
treatment significantly reduced myocardial Collagen deposition in diabetic mice, downregulated mRNA expression of
Collagen I/, o — SMA, Fnl, and Postn (P < 0.05), and suppressed TGF - B1 expression and Smad2/3
phosphorylation. Molecular docking revealed stable binding affinities between DNJ/FGM/DAB and TGF - 1.
Exogenous TGF — B1 administration reversed SZ — A’s anti — fibrotic effects, restoring Collagen I, TGF — B1, and p -
Smad2/3 levels (P <0.05). Conclusion: SZ — A ameliorates diabetic myocardial fibrosis by targeting the TGF — 31/
Smad signaling pathway, highlighting its therapeutic potential for diabetic cardiomyopathy.
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