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ETSGLT2 i B /ME LR-BRREXR T EFAFTETRERRES
97 B HL

XUE B R, BAR, WEE
(L. RRTE—ERPER, il KX 430022; 2. wMPEHZAFHER, M # M 550025; 3. KX
WE—ERGEH, Hd KX 430022)

WE. B BITEFEE (ASB) BRI S (DKD) 'B/NE Kz 40 -18) 76 5 4 j 4k (EMT) Y52 I,
Fik  DRIEWEES 40 me/kg SRR R (STZ) WG mBRIA RS E: DKD SRS 34 BT G B LA AR | k4%
Y (DAPA) 4 (2 mg/kg) J2 ASBAE ., . WHIE4 (20, 40, 80 mg/kg), HIRAEBAZS AL, 425 10 AT,
K FRF &K Ser, BUN 7KF, HE. Masson %Z&Z%él%ﬁiﬂ%?'%‘/J\%lﬂ?)ﬁéﬂ’ﬁk, Western blot EEKG M 'Bf ZHZH FN |
ICAM-1, E-cad, a-SMA. Vimentin F 1535, MG XK SCLT2 K HIF-1a 8 A FEL, WAMRH 30
mmol/L E##A S HK-2 41l #E37 EMT #5154 F R ASB (10, 20, 40 wmol/L) T, CCK-8 H:A% M 41 g 7
P, Western blot EAGI A1 EMT, SGLT2/HIF-lo 38 B ARG H KA, OB B HIF-1a A0, TFR
IR RE LIS (CETSA) HlE ASB 5 SGLT2 MU A EAEN T, &R S AR, BRA/NR 24 h-UP,| Scr,
BUN. TNF-a, IL-6, NO. FBG /KFTI & (P<0.01), 'B/NEHRL 44L&, FN, ICAM-1, «-SMA, Vimentin,
SGLT2 HE KA THE (P<0.01), E-cad I RIAMEAL (P<0.01), HIF-lo BFEAMHM (P<0.01); SHEAIHILE,
ASB 41 % DAPA #_FRFbrs4ifs (P<0.05, P<0.01), £45%] 77 AL, ASB 5 SGLT2 454 R4f, ASB #4/n
SGLT2 #fe e MIF 2R iiit:, 5= AR, =bEiA 4 HK-2 410 o-SMA | Vimentin, FN, ICAM-1, SGLT2 #&
FEATHE (P<0.01), E-cad I FRiAMEAE (P<0.01), HIF-lo ZFEAIIEM, Wi ASB (10, 20, 40 umol/L) M
DAPA A% FiRARfk (P<0.05, P<0.01), £5i%  ASB i#ad J8#8 SGLT2 ik HIF-1a ik, HELEE /NS EMT 3t
B, BOEENE R B4, T kX DKD MRS IE .

KW . KA (ASB); BERBER (DKD) 5 B/MERIFRA 4k ; - TR ; SCLT2; HIF-1a; M2
hESES. R285.5 ERAREAD: A NEHS: 1001-1528(2026)09-3132-09

doi: 10. 3969/j.issn.1001-1528. 2026. 09. 038

AL, SECE/NE BB 4E1L, Ik DKD
JE Pk, M EMT DASCE T 44k 21597 DKD

BRI LA i AR ARIE, b 2 RUBEIRIN  (type
2 diabetes mellitus, T2DM) H# W'Y, MEEIET

BB H A R BT, o R it S
HI2 0 BEBRAE'E G (diabetic kidney disease, DKD)
J& T2DM FEEZEMUNEIFRIEZ —, #id = nZ—1
BHERIR, I H BRI AR B i i R
W, HAT, A7 DKD DI, i, i
PRI &7 B 211 A8 5 5 3R - [T ) R 45 4100 i 770 O
E, BRZRRRMIRIT YN B /NE T YA
J& DKD 1Y FZER3RAAE, B /NS b Rz 4 -] 75 15
54k (epithelial-mesenchymal transition, EMT) J&H:
HOIRSIR R, T2DMARZS T B /NG T 1 41 i i
PR . AU, Fe &k AR I AR £F

i B 2025-12-08
BHETH . Hdud ARFl2EI 434 (2022CFB976)

A ROEE

- A R % 2 85 2 (sodium-dependent
glucose transporters 2, SGLT2) 7E ' ik ix th/ME &
MZ 2y 90% A BE, HAm R C vz B T
R, RIS REME AV F & 4 B AR AP ko
FEUESE, A0 SGLT2 Al i i # Bk A % 3 N T 1o
(hypoxia inducible factor 1ac, HIF-1ar) R4 5 /)5
4 EMTU) il a] SGLT2 J#45 HIF- 1o 38 B2 BH
E/NME EMT, 2F24ELIRYT DKD RT3

PG HAZ AL BT ELS, 75 DKD iA
JrH B RAFAT S, ¥ B0 (astilbin, ASB)

TEZEE N I (1996—), Z (LFW), i, BFFEI71E 8 h 255 M o> B HAE L] . E-mail: wyz_246810@ 163.com
« BIEIERE . PUEHE (199%4—), B (LZW), Wt FEPLI, U505 h 2y 25500 BE i S HAERIPLE] . E-mail: rqfblack@

163.com
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JEIRYT DKD B 25 £ AREE I BB M
HAYR, FEIRER, 857051018 %5 1/E Ve,
BRI RCR ) AIHLE R B, R,
AT 58 SGLT2 /519 EMT £ ASB $it DKD
BUEL, DA ARDGIRYT S 25 it & S s L

1

1.1 #h#h5mp  C57BL/6) /MR, AR (20
2) g, WgTFTRg v OB A= BB e A BR A
[ SEEEh WA P2 AT IE S SCXK (#:) 2025-0005 1],
TFET M B 25 KA S sh Wt ox e [ 5240 30
YHE VA ATIES SYXK (#5) 2021-0005], FREEN
SPF 4, HJE 20~26 C, HHXHRRE 40% ~70% , &
W <14 mg/m’, 12 h/12 h G/ BBEGEER (15~
20 Ix), M <60 dB, WSy 58 SARVERF G AH
FIRAE MBI, S5 P E 2R B I it
e (HEHES 20250409004) . N B/NE T Rz 40 HK-2
T2 ERA R R YA, RITE 10% FBS 1Y
DMEM 5S¢4k 323 (& 5.5 mmol/L #jZ5H), &
T 37 °C . 5%CO, HFAEP IR,

1.2 #Hap5iKA  ASB(HLS B20812) ¥ Lifgisnt
HEIRH A FR A F] 5 i548 511 ( dapagliflozin, DAPA | it
5 BMS-512148) Wy F 3£ MedChemExpress 7y #J
CCK-8 ik & (b5 C0037) T FigEa = R4
R By A BR A Al & Ewg R (S
K1007) . BEMREEH0 5 (45 K1012-1) ¥ T
% H APEXBIO A F]; BCA HEHE®RIAN & (M5
23225) W4 T 2 [H Pierce 2\ w3 ¥ ¥R 36 I F-a
(tumor necrosis factor-oo, TNF-o) BRI & (i
5 70-EK282/4) . HA- -6 (interleukin, 1L-6) il
FIRAE (S 70-EK206/3) B TAT N R R
YIEAR BA A BR A 73 «-Tubulin (fit5 11224-1-
AP) | ZFYE#HEE T (fibronectin, FN, #t5 15613-
1) . M E ZE5 B 70 -1 (intercellular cell adhesion
molecule-1, ICAM-1, #t5 10831-1) . I fZ 455 &
1 (E-cadherin, E-cad, #t*5 20874-1) , oVt /L
LB (alpha-smooth muscle actin, o-SMA, it
14395-1) . Vimentin (#it5 10366-1) . SGLT2 (4t
5 24654-1) . HIF-1a (Hit5 20960-1) Hikdm T
R = JE A E AR A R El; HRP B B =4
(#t5 ab6728) . HRP kA — 4t (L5 ab6721) |
Lamin Bl RZFFEDLIA (#L5 ab13374) T
Abcam 2] ; AR HRBOAH & (45 40010)
W F 3€ B Active Motiff 28 &); Il AL BF ( serum
creatinine,, Scr, #t5 CO11-2-1) | IR Z A (blood

urea nitrogen, BUN, Hlt5 C013-3-1) ., 24 h JR&EH
(urinary protein, 24h-UP, #it*5 C035-2-1) #& il
) G 0 T R A W) T AR ST T
1.3 BE  CO, ki F46 . EVOS FL Auto 4fiJf]
W14 % 4t (3% [# Thermo Fisher Scientific 23 #]) ;
-80 CHMRIRIKAS ( HA SANYO A7) ; Universal
TUHL KA VE-180 B F{ L ¥k M (5% [ Bio-Rad
X)) 5 Tanon 5200 fL22 ROCMUR RS (LR AE
B AR F) 3 FLUOstar Omega-ACU 2 W RE B bR
¥ (% BMG LABTECH A #]); FV3000 #OtH
B PR B (HA Olympus A H]) ,
2 Ik
2.1 M#%%hms
2.1.1  ASB B AERL AL T K “astilbin” iy A
PubChem %55 #% (https: //pubchem. ncbi. nlm. nih.
gov/) HEATRIR, Tl ASB fLiE| 3D Z5ih K
SDF #% 33014, K SDF #3CfF EA% 2 PharmMapper
G E (http: //59.78. 98. 102/ pharmmapper/ get.
php), F%& BB BT 5 E 1Y BC AR 2 S OK i E
Pharmacophore Models Whose Pkd=6.0, #if]%|5
ASB A RS . TE Swiss Target Prediction R
(http ://www.swisstargetprediction.ch ) H1%i A ASB fk
Ao A HABTEE FHRE A, R A DGR RE R R
Uniprot 204} /£ ( http : //www. uniprot.org/ ) 4 Z L i |
FREF N, X0 G4 PRI T VB IE
2.1.2 DKD FHXCHE S5 7E GeneCards $X 48 &
(https: //www. genecards. org/) iy A 5 & i
“diabetic kidney disease” #EfTRr R, W DKD
FAIC R B
2.1.3 ASB ii¥7 DKD W7EHE S0 e R Venn
3T, ¥ ASB FGHE 555 DKD % AH G HE £ HAE
8, VE24 ASB ifJT DKD HYTETERL AL,
2.1.4 HUAREAMEAENZ O MEEE K
“2.1.3”7 I FIEAERE A String E0HEFE (https: //
string-db. org/), >KH] Multiple proteins T.H., FRE
YIFPh “ Homo sapiens (N) 7, K& FAHEAE
HXFR, RIS EM L, R Cytoscape 3.8.0 # 4
XPEE AT AT A4 3 BT, #%E PPL E], CytoHubba
FAE Cytoscape Hr i ik t 52 4R B R tp HE£4 i+ 1Y
TR LT
2.1.5 GO, KEGG Mt/ T SCHEMGRH RIES
ClusterProfiler £, 747 73 M7, 2k B A 1138 72 (biological
process, BP) AHUH 1% ( cell composition, CC) 57 F
I8 (molecular fuction, MF)#H3&{E 5., A P<0.05 N
3133
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PRI T E , 23l S A

2.1.6 S FXE: R SYBYL-X 2.0 k{4743
TR, Discovery Studio 2019 AL 94T AT AL 4y
B, M PDB %l e AR ICZ AR B 1 = e 254, if
TR (G RBRAK S TR MERET ), Fk
4 MMFF94 1 ie s B s RRE A 5. K
H Surflex-Dock B[ “Flexible Docking” 5% =X}
I FREEATARALL, LT Total Score P43 bR AU i &
IR A%, Sa NN mERE . KPS
FHEAE M8 1 Discovery Studio 34>k ELULJER
2.2 FHhEE

2.2.1 BIRES 5425 DNRAETEEE (&
58% IR . 17% BR/AKAEAHILA K 25% B A i) MR 3R
4 5, MY 40 mg/kg 0.5% STZ 5 [ STZ
T 0.1 mol/mL FUAFF IR ERZE WPl (pH=4.5)
o, B ], R 1k, SRS d, HiEYT
Dhve B i) ek i %, 2 S JE A 25 R I BE ( fasting
blood glucose, FBG) 7K, >11.1 mmol/L B A#5
RUGEST BT, W A R T 1) /I BROBE AL 3 R AR TR A
DAPA H X ASB AL, | mflEd, die 2, 4k
ZLiRFE 4 G, ASBAIK, . mRlEALIVE B 4
F 20, 40, 80 mg/kg ASB'®'| DAPA HHHEH LT 2
mg/kg DAPA'™ | Z5Z5{AF1 0.1 mL/10 g, #%E 10
Jilo ek, Hee HIE AR/ NRME S mA, EE S
TAHEK,

2.2.2 FRAWEE 25 IIE], SR FH ITOBE AR I /N
BFBG /KF, AR 1R, SCEZ5ahT 1 8, RH
FRENCEE /N 24 h PRI, BT -80 °C vkAE P&
fEo TCHREEHAT 1 d, /DEREEE 12 h, REMIME,
FIREE 1 h, 4°C, 3000 r/min Z.0> 10 min, W%
HCEJZ I, BT -80 CUKAEHIR-AF, M/,
HUE EAL 2 B Bk B AL, —3R 4> T A P R AT,
7 —i T RP R EE

2.2.3  AAbFERAIN SR AR A I i i Ser
BUN, 24 h-UP, NO, TNF-a, IL-6 7K,

2.2.4 Western blot JEAGI'E ZH AU B H R L B
BFLHZ 20 mg, A 200 pL RIPA 24 (& #EWR
it R 2 1A R ) ), vk A O R AR 30
min, 4 °C, 12 000xg &> 15 min, B L3EH, BP
A, SRR GRIGE R, W—#0 L
W, BCA Wi 7 iy TR LI P IA Loading
Buffer, 100 °C/il#4 5 min 254%: , 2RF SDS-PAGE #t
oy EE N, WK E NS E PVDF I, BT
5% WENR WA ) TBST H, i3I h, TBST Uk
3134

W, BEYHMWE AR AW E T —P0h, 4 Ci
H24 h, WH TBST Wk AW E AL, =ik
#H2 h, TBST PE¥ PVDF X, i ECL A%, %
H Tanon 5200 k2% & AL B 5, Tmage] FR 14
X AT m N, HH a-Tubulin /£ B & H
NZ, Lamin Bl fENEEHNZS,

2.2.5 HHLURHERA KEHLST 4% 2R
R E 12 h, JiZK ik 2 L2 BRE% B e
W, 75% . 80% . 90% . 100% ZBEkAREmiK, —H
HT . M43 10 min FEATEM, £ R 55X
BB T, §l& YR, ##47 HE, Masson,
RIRRLYe 0

2.3 Ei iy

2.3.1 BIRVEEST 54525 BOW AR K HK-2 48
ML, R FRIL, FRa0 a5 B 2 60% i HEAT
TCIMIELLFE 12 h, F45T25%) (ASB F1 DAPA) il
WEFR2 h, BRZES HASN, AV ASB 4 ) DAPA
HIZ5T 30 mmol/L = ¥k FE MR 2 HE  (high glucose,
HG) il 24 b, WCHERES G A TR,

2.3.2 CCK-8 LA 4n s HL 200 wL 4
TERHERT 96 FLMR, 454l 2x10* 4>, FRiEmS
kg 70% B JC ML YURAL FE 12 h, T4 T 86 BE Mk
ASB EE 24 h, THZEA5ESLIMA 20 pL CCK-8
TAEW, 37 CHEOEIEHE 2 h, 7 450 nm B K ER
ISR, TR AR TEPE

2.3.3 Western blot JEKIA AP & H#RIE 424
JEFERREE W, T PBS VRSN, AR BER
it R AR A BR300 £ RIPA S0, WO B2 20 )i 5%
B2 1.5mLEP E, BTk E2# 30 min, HAR
PR “2.2.47 T,

2.3.4  REEBOLIEAMANIE HIF-1a 35 K4
€ R & 24 FLAR N, LABEFL 1x10° /S99 B 2 Fh
F 24 FLAR, AL 500 pL, HAAEA K F 50% Al A
JEIF TCIM AL ER 12 h, % “2.3.17 i FJykitfs
HG 53 )42, Feshdedk, B PBS BRI 3 1K,
TMA 4% 2B H 1, iR EE 10 min, PBS ¥k 3
W, fIIA 200 L 0.3% TritonX-100, 25 iRIFEHE 10
min, PBS %43 ¥k, SA 200 wL 10% (L2 1L =
BREMIR, WE 1 h, LEBREMA®, MAH 10%
WEME RN —, ETREN, 4 CHE
12 h, [\—$t, PBS ¥EE 3 K, MAH 10% L
MG R ChRIE P, FilEs, TR LR
MR E 1 h, PBS YEU 3K, JIA DAPI, =ik
WG, PR ERMIE S E 10 min, PBS YB3



2026 4F 9 A
Fa48E FEoM

R %

Chinese Traditional Patent Medicine

September 2026
Vol. 48 No. 9

W, K diEIC DN 24 LA NG, T i i K5
B, TEHOCILR A BAEE TSI IR IC R,
2.3.5 YIRS SIS AR TSR ML,
Fop AR K 2 2 25 1w R 8% 55 TILJES 1 A 80% KT,
25 ASB 5 DMSO 55 6 h, [BREFEIL)E WA 40 i
2 EP T, PBSUEMR3 IR, MINA PBS EEE, EP
B A SR TR AR, A e U B R
5 min, SEHIRAD, FETWA R GRRL 10 I (5
Y1 min, [EfE 1 min), 4 °C. 12000xg B.0> 15
min, B W, K Western blot 2l SGLT2
HEHRIL,

2.4 %t F 44 ilid Graphpad Prism 5.0 # it

PAb B BUELL (vxs) FoR, 2 4B B RA
K, Z22H[E) R H LR R 7 25 701 il Bonferroni
K, P<0.05 FnzERHAGIFE L,

3 &R

3.1 ASB sF DKD s B4k, KIER PR f ik dy
o S Ad e, BN B RETEbR24 h-
UP, Ser, BUN K F-#7HE (P<0.01), #45E K+
TNF-a, IL-6 7K 3 THE (P<0.01), 581, 3. 6,
10 J& FBG /K FETHE (P<0.01); SR g,
ASB £ FHR4H 1 DAPA 2H/NEL 24 h-UP . Scr, BUN,
TNF-a. 1L-6 KB FEAE (P<0.05, P<0.01), &
6. 10 Ji] FBG /K-FHREAIL (P<0.01), WA 1,

. S AHE, 7 P<0.01; SHEIHILE,*P<0.05,%P<0.01,
B1 &ZH/R 24 h-UP (A), Scr (B), BUN (C), TNF-a (D), IL-6 (E), FBG (F) KELLE (xzs, n=6)

3.2 ASB *f DKD /5 BN ) R 4F AL B EMT 89
®re HE Qe ldrn, 525 4ithis, BB/
EERYA, FIRBIGE | g, EA M w1k
UM R, (A IR A 40 MR AR A TR,
ASB £ HIH4H Be DAPA 20 [R5 BRAR AL 45 ) 0 5
Masson J& 0, i 7R . =k HS?&, PR 2 B NG
WEEANG, KL T BENT4EL,; SERIA
B, ASB £ 754 K DAPA ZH RE 306 6 B /NG ] I
HFofith, RRELYE IR, ASB A 8k 3B
Ry /INE R R ik, WLE 2,

mE 3 FrR, 545 FA g, a4 RS
PO EE A FN, ICAM-1 EH L AT
(P<0.01); SHAIZLHLEE, ASB 4570420 % DAPA
A/NEUEZUFN | ICAM-1 H FERE (P<0.01),
YT EMT 755 /N ] TR 2 A h i SR, A
WEFEHE— 2K EMT FOCHE bR L, 25 R Eow,

Hazpditeig, BRA/NRE A8 EMT fr i 8 H
E-cad A& (P<0.01), a-SMA. Vimentin %
TR (P<0.01); SHEAIZ] A, ASB 4574
& DAPA 4/NEUB 4 E-cad 235THE (P<0.01),
a-SMA . Vimentin FEi5[&1% (P<0.01),
3.3 ASB Ff DKD # £ %5 L1535 232 4~ ASB
TETEVEIHE AL, 4 138 /> DKD ZEPRAHOCHE &, HU
B, fikth 77 ASELFE SGLT2 76 AL [ 7
e, WLE 4,
3.4 ¥emFOMEIERZSME X 77 Do
AT T AL 738, & B ASB JRJT DKD 4% .00 5
35405 MMP2, PPARG. KIT, EGFR, GSK3B,
STAT1., SRC, CDC42., MMP9, AKT1, CASP3,
SLC5A2, HIF-1A, WL 5, H:i#, SLC5A2 5 HIF-
1A J& ASB -1l DKD FUA%.0BEB], 1 ASB W] g o
JEFE SGLT2/HIF- 1o 3l #1477 DKD,
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B2 HHNMNRESHRAREBEZTUE (x100)

. SaA4E, ™ P<0.01; SHERI HE,*P<0.01,
B3 fKANMRBHELA FN, ICAM-1, E-cad, o-SMA, Vimentin EARILLLE (x5, n=6)

ASB IGY7 DKD ¥ K i) 3= 2 A= 2 LI A 35 X 4AU Ak
VAL ) VAN ] 1208 R A= A ) S AP Ry i N i)
JLNE 240 L XoF 48 Ak N A B b A i s, b ASB
PR SR R R N LA YT DKD ) 32 24 22 AL
il WEFRRM, EALN BRES T EMT &4, [AIHf
HIF-1a fgi# i T AN FGEEK S 5 EMT 199
PHPERR O
3.6 o Fx# K7 B8, ASB 5 SGLT2 FHH
S5 6.351 7, RUZSFHAKBMNES
El4 ASB B ALS DKD A7 A Venn [E SEMAT; Crash (R -2.615 8, HER7ExtHEal fL
FATE—E R B I [a) wp o, EATS 7 mT 232 45
M, 5B, Polar fHik 4.399 6, EWEFELS
IR AR AR R R A AR EAE T, T RE I o A
T Aok e 5 AL,
3.7 ASB #F DKD /s £ 52842 SGLT2/HIF-1a i@ 5%
wre WK 8 i, 54, BRI /N R
B HZ HIF-1a #%8H , SGLT2 AR ILFE (P<
0.01); SHA AL, ASB #5441 DAPA 4
NEUE AL HIF-1a #Z 8 1, SGLT2 R FEAT
3.5 GO Fh#k, KEGG @5 £ 44 E6 B, (P<0.01), WS,
3136
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El6 GOIIEE (A). KEGG @i (B) SEHTE

W, SR A, P<0.01;

E7 HFxEEE

3.8 ASB #f HG # % HK-2 & i EMT & 4F 454 89
Hve WK 9A FFs, ASB WL T 160 wmol/L i
XTMAF TG R TC R (P>0.05), Uikl 9B ~
9C i/, 10, 20 pmol/L ASB Al i EMT Fri&
F1 Vimentin 235, K, #4510, 20, 40 pmol/L
ASB JFRARINZE

mE 10 FrR, 5 A48, HG 5541 EMT
PR a-SMA | Vimentin 2i5FHE (P<0.01), E-
cad B FIEEML (P<0.01); 5 HG iS4 L,
DAPA F14% ¥ BE ASB 4b ¥ J5 40 M «-SMA . Vimentin
EHFIAFEME (P<0.01), E-cad HHFXTHE
(P<0.01), 5= AR, HG 5 AL 4 bin
B FN, ICAM-1 £k & (P<0.01); 5 HG
PP B, DAPA FIAVRIE ASB AL/ 40 FN |
ICAM-1 8 H B FEL (P<0.05, P<0.01),
3.9 ASB & HG # % HK-2 @ it SGLT2/HIF-1o i
ey Foh WK 11A~ 1B i, SaH4 i,
HG #5340 SGLT2, 4% N HIF-1a £ 1 R8T

BRI A, ™ P<0. 01,

B8 H[AEANMNRBHALA HIF-1aZEH, SGLT2 EAXRIELLE (xxs, n=6)

 (P<0.01); 5 HG i R4 L, DAPA FI& UK
JE ASB AbH S SGLT2 . A% N HIF-1a 8 H# A
FEAIK (P<0.05, P<0.01), @1l 11C fin, HG %
FE e HIF-1la A#%, 1ii ASB, DAPA T1ii/5

A[RHIE HIF-1o RZERAL

3.10 ASB 5 SGLT2 ZawiAnZ4Em WK 12A ~
12B fifw, fERISEIRE (55, 60, 65 C) T ASB
WEE Y SCLT2 HHARKFm TAE AL (P<0.05, P<

3137
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e A RAMTEIE R, B oMYA Vimentin 50, C MAAM Vimentin 2 1Rk, 52 AALE, ™ P<0.01; 5 HG %
SY L, ™ P<0.01,
B9 ASBAHIMABFIEMELR (x5, n=3)

W 5AAE, ™ P<0.01; 5 HG BESAE,*P<0.05,%P<0.01,
& 10 %_HZEEIH@, E-cad, o-SMA, Vimentin, FN, ICAM-1 EHRIELLE (xxs, n=3)

. A CHEIME SCLT2, BN HIF-1a FEH S, B W4NM SGLT2 . P HIF-1a HEAFKIL, C WM HIF-1o HAREDOR M, 5
SHALE, ™ P<0.01; 5 HG FS4 L, #P<0. 05, P<0.01,
E 11 &FE4M SGLT2, HIF-la EAXRIAK HIF-1la REMIERLE (X+s, n=3)

0.01), KU ASB fg¥ihn SGLT2 FEIMFENE, W THTAFWKE ASB Zb#, A& I ASB X%f SGLT2 &
BN, BAh, AL B 2R (65 C) P RGP A 52 T S22 500 J AR, LT 12C~ 12D,
3138
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P UESE P E AN AR,

. A~B AR ASB %) SCLT2 2 (1AM, C~D X
65 C TR ASB % SGLT2 % (1335 05400, 5 DMSO 411
., P<0.05, " P<0.01,

El 12 ASB ¥ SGLT2 ZERTREMMEI (X5, n=3)

4 i
BT R R VINEZ N2 Sl SN

T2DM K HIE L AEIRYT PR B R34 DKD
HJEFrE oK “THBERT JEEE, BRI
NHIEREHL . IR B i % R
L, JZAT DKD MEIE Y, ASB & 1k
KEWELRYT, K DKD BA R/ (HE
BILH AN 58 4T B

W /N 8] 2T 4E AL & DKD A i g BRI
EFRIN ECM B4 10 B /NG o) o 5 FR
YRR B /INE 1) EZE T RE AN, B /NG b B A ke A
EMT & 5 805 /NG 8] Jo 2 4 Ak i 8 20 R0 R0
EMT Ry b Bz R 3 JC Fin) 58 B R R 3RS, M
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