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[Abstract] Diabetic kidney disease (DKD) is a common microvascular complication in patients
with diabetes and represents a leading cause of end-stage renal disease. The pathogenesis of DKD is com-
plex, with oxidative stress (OS) being a critical pathological link between hyperglycemic metabolic dis-
turbances and renal structural and functional impairment. Hyperglycemic conditions induce excessive reac-
tive oxygen species (ROS) production and impair antioxidant defense systems, resulting in redox imbal-
ance and consequently injury of glomerular cells, renal tubular epithelial cells, and immune cells. These
in turn promote inflammatory responses and renal fibrosis. In recent years, therapeutic strategies target-
ing OS-related mechanisms have attracted increasing attention, including metabolic regulatory agents, an-
tioxidants, mitochondria-targeted therapies, as well as gene- and cell-based therapies. This review sum-
marizes the role of OS in the pathogenesis and progression of DKD and discusses current advances in OS-
targeted strategies, providing new insights into the mechanisms underlying DKD and the development of
potential targeted interventions.
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— ¥ Jk % B & 97 (diabetic kidney disease, DKD) & &
A R # (oxidative stress, OS ) K

#Z [T, DKD T 28 1 42 R Bl N 5 R 2R 0
R EEZE R IR IR A0 E B DR 5k W B A S, AR DR
95 R B TR RS I, DKD AR B R s ) 3 22 il
BIFRIE , M0 30%~40% FRE PRI R I W35 1 4Rk
B & A KU B DKD &9 1 10 2 %Ak B
WA R AR BN, 4 A AN FIE VL S A2l ok
TE RIS FULE R Z T,

DKD 9 &t 52 2% , 0K 2 727 el s AR S0
ML AL = W T B LA B OS 48 R R Wl 78 DKD 1 & A=
FIE R v A 435 E AR T, DU OS A Ry J2 i 45 v R A
S5 B IEES R K e i SR AT . IERIEOLT
HLIA AR S Ak I3 A A5 0 S AL B 18 R G i e sl 2 P A
2 52 B 47 S5 g Ml S P B, T 1 46U (reactive oxygen
species, ROS) 7= A 3 sl i AU fLRE T T I, W] S BUA Lk S
FRAARA . 5 ROS BRI T Lobiia P 5T I S A It i
BRI — AT BR R (nicotinamide adenine dinucleotide phos-
phate, NADPH) &1k il 2 4t , 7] 36 ik 45040 08 1 10 48042 4 1%
MR A RRIIR I, 5 A i 2 b S e

7 DKD M A S5 v, R 2B 1) ROS 8 35 HLIAR 5 Bk
AEJ7, B NEOS SRR, I — D 5 BNk di i 5N
B A LA R S AR B AR5 L O RE 2T A R A B AR T
FHOCAG 5 Tm B, e SR B E A P ke . IR IR A
fi B OS 4 3 19 DKD $ 45 HIL ], IF 2R R Bt X OS i1+ B
%, Xt T DKD I iA AT 2 R .

= .DKD ¥ OS Az 44

1EDKD %A= R Rk RE, OS Jflif 3 23R B ROS A=
BN 5 0 A A B AR R 0 [ A i T G e R MR
1755 ROS i 7= A & OS TE ) B IR R 1Y .

LROS AL % IO SR 2 MBS T B E
AR IR AR S R AR, Z2 R R i AR L [ 2 #F ROS
o A I, AL AR ORI 1 1o i e R B BRI )
(advanced glycation end products, AGEs) 1 2 Pl & NADPH
SH AL (nicotinamide adenine dinucleotide phosphate oxidase,
NOX) # i 55 , Ho e NOX4 15 24 1B I o 8 22 19 ROS K i 2
—, WA NS5 DKDOS i s i B, HC 55 5 0 ) £ i R A
2N FNEF YEAL RN i Ah , ROS A 5 1 AL B 05 7 40 , T
8- F2HE i 4 2 1 (8-hydroxy-2'-deoxyguanosine , 8-OHd G ) £
DKD 35 KX gl 0 v W] 5 725, a7 4 Sy S e B IIE A Ak 45
= = e

2. BT Bk A T EFROLT , HUAGHE o L
Wy AL B (superoxide dismutase, SOD) 2 Mt H k1T AL 9
fif# (glutathione peroxidase , GPX) Lk K idf 4 1k & i %5 bt S 1L
R GAERF ROS Shas-F-ir . SR, 78 DKD & i iR 5 v, i
LAALBH T RE T T B R B ROS Fr2e f BT s FERi .
SRR FE & BN, B R F E2 A 2 K F 2 (nuclear factor erythroid
2 - related factor 2, Nrf2) 415 (4T SR A0 1y 22530 %2 445 5 i

SR SRR AS 1 PR PEALG] , I RE R 5 DKD i i %
DIAHZE

25 b, im0 ROS 3 2R LA Kbt AL RE T T %
M8 OS fl, B e DKD & /E & R i HZHLH]

= .OSA~F DKD FREH

16 DKDARZS T, RFL T i bl 2K 7 = 3R EAC I 17
3, fE i LR A AL BEIR 1k 53 & ROS 3 k2R . i
I ROS MY AEWS BLHE A AL 40 N DNA | EE H i S i o
S5, 38 T O SAE (4T 4R AL LA A0 BT T DGR S

BT B S (R S B AR ML S e o T AR SR AT 98 & R, AL 4

B /INER R B2 i L /N BR PN B AL /N R 2 DA R e
PEAN R 34 0T 32 B OS 52w, IR 3L 2 5 DKD iy & K R
.

LR ey AR /N BRI M A 2K 3
PR 2, K B /N R DB B R 1 T2 R A . BN S
5B Nk B R R A TR /N ER B AN L N AT Y
T R B R AR A: R /INER R JE NE 174 E Jo
B I PYEF IR T A  ARIE B/ N ERuE i T B0 IE 71817

£ DKD bl FR5E ey Rp2e 39 i ROS a5 302 240 i 4
A5t , 5 R A0 B S8 d R SR G DL 2R L R A DG AR
(SEZRCE SV 32 37878 = \S= 81 S0 N /H S SRS SN
AT B AN OS KF-TH s, I FEBEAR B AL )
B L KA RE J) T K s s 296 ik S, DKD RCAL
LEVA B33 5, BB AL R AP BE AL sk, OS Wil
TL I 2 R A0 AR i A S AR A T, AR SR T
o SO TR T R R T AR R 1 VR S A DG B . Rt
ROS 4319 J2 40 S5 5 Ay DKD 8 B/ NER5 3 1) o
BRI Z

2. ABEmARBY B/ NERR AL T E /N ER B AN I
EREZ ], B YR B/ NER T 20 4 TR 45 4 0 Bt T
NERUET ARG H B IR, IEWOLT R AR ROS 4:
B, 2 HIEFE AR SR FE S BEREE T  E/N R R R
AN A 227 A R ROS , Had BJUE 9 JEPE BT S A ) o A 1 B
BT, NI B OS 145

OS AT HE 7 A0 B S 4 35 A L 75 5 20 B 1 O 0 0 Mg
JELAR 2T 4 3 P A 1 A A AP R B S i BE TORR,
B /INER L o 4 s AN A Ak 0 B AL . At , ROS 38 ] il 3
A R UL 3- BOE /2R 1 IONE B L 22 250 T O
(mitogen-activated protein kinase , MAPK) 55 AH &A% 51
S ) 28 JIEE 20 ML 9 I SO I W ) e B AT YR AL R A AR
A n3E DKD e R, 0 3R IR B OS SRy | 2 45 4
JiL P AR SR AR A, T REAG ) T SE 9% DKD AH G B /MR 91473 -

3. KR A mae g B/ NERIN B AR A R /N
BRUE I b ) L Ry, LSS MR T YRR IE R /R
UERE N RE R EE R S T A B AN ) R B TR B I
WG, 25 5 32 2 5 U SAE T LA OS S 2R 2R
M, 7E DKD &4 #2 i, ROS @i 15 A= BT -5 350 A K2 20 i 4
A s, BN B B e e . BIFE R T, OS AISE i 52— 4
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A (nitric oxide , NO) A= U A YR FE , R BINO/ROS -
A, 51 P e D g s IR B 2Rk R ROS B AT ik —
A P B AT 48 RE 2 B 20 M B 475 , 5 0 B /NER TR A AR
ML BEAN, SZ A Y B 20 AR VT 3 o 440 fR] 3 TR ) 2R
200 R A O 51 4 ) B (R 2R B /N Bk Lk R 2T AL B
Ao BRI, ) YR A0 OS 51495 1 RE LR A% DKD fuln 8
A%

4. BN bR fn AR A B R A et MR 22 BT
KL B NERUITE DKD KA K B # vh 2 1 B B4R
i OS &AM T /NEBGEENHZ —. SEHIAR
DKD 3= B A2 b F B /NER B 05 A 5], B /N I ANt S ]
KT R, 5 R S UIRE T R AL ) T £ e AL % DI AR
K

PRI T, B /NE A R A SR B, 5 & A
LRARTHBERERTIE 7 42 K ROS, 14 ROS AT i S 4 ki {4
JiES B3 T B L = 8RR IR 1T (adenosine triphosphate , ATP) A= i,
WS LA S AN AR 1, [ Bt A 32 28 o 2 g FET S AE AR 2G5 53
o BFFE &I, B WA S0 OS BENS UK MAPK 2515 518
ARV L B AN R AT e AR TE R AN, OS I
555 /N A R BE T B DI G B ST B AR R G T —
A AN 05 . B /N L B A0 SR A A5 AN B R
AN TG , 36 AT 2 BRI 5 A R T FIUR £2F e Ak I, B0 )
FULET A 4 , A 2E WU ET 4 4 B 5% A0 DL i I i (1 &1 4
R (A SR AN AR ST A TR ROS 7T 58 i 4% X F kB
(nuclear factor-kB, NF-kB) . c-Jun 28 & K ¥ 1 B (c-Jun N-
terminal kinase , INK ) 55 51 B 38 9 20 S , i — s
B /N ] T 27 A At 8 o DRI, R o R R /N L Rz AL
OS WG LR R T REFE %, 7T BB A W 4 28 DKD i & 1) 5 22
TRIT M .

5. gk KA R HPESAE RV & OS A7 DKD i @
R ER R, AR RIS &, DKD I JF 8l by B 0 [
ARG T O Bl TR AR G B 2 ) A A R A SR
T B 0T S B ROS 3 B AR K £t SR AR 35 0 A 2 4
TREHL, FRTG 2R S 5 50 5, AT 5 ) G e A0l S5 48
WAk K D REAR A, Hoh M4 i 2 5 5 DKD 4% I AY
FEREANMIZE T OS AT fE ik SA% A0 A 1) B AR B4, 555
S G AT AR [ 412 28 TR (M TR ) A A% | 412 2 I8 SR8 I -
M40 2 (interleukin, 11.) 18 11-6 45 4 it [ F R, X 48
FAEA BT EHEA 7 B/ INERFN I /NE AN, i Re g afF—
R ROS A2 B, TE I8 OS- 9 i B0 7 169 1F RS AIE B8, e
B RS R AT REH o AM, ROS 36 W] 38 48 3 % NF-«B.
MAPK % 28 9 iE 5 530 %, e ik e iE LR 558, 9 F 2 5 5
WEEF i ALt

I 40 L SR8 S, AR R GRAE Sy 56 K G g2 119 28 40 A
53,76 DKD OS il B v th K H AR . SHERT OS 31
BT {2 F R MACHH 56 43 - 5 8 O, RMAR 2L 7= ) R MA R S
C3a fMIA C5a 55 A HE— 25 38 5% 58 JiE 41t 5 4 AR R S N, i
B R4S B B/ INE B DR, B OS A S g

RAE ML , 1T HE I DKD VAT SAEHT Y T BORRE

6. RMAAE R OSAGHE T A HA5 4 40 M 25 F4 52
DKD # & , i 1] 5 i 175 3 R Wi 8 A 2 5P ek R .
UTARR, ARBHCAZ " BUR 2 BN) 2 T , BRI B 7K - A
Bkt R veg % 5 A1) T 5 USSR T 2 A S R 45 4
T, T FRWIBAL 57 WA A H b i E 2L 7

FBEEREE T 7 AR 10 K ROS B 52 i Jid 402 b 1
FeAl AR B LSRR AR IR b, T OS
RAE ST AEAAR I R 5 SRR A o N, ROS 4 S i
050 9 AR e A AR A A 1 B INF -k 45 O B B0 3 %45
SO 1A DR ORI AR AE R - AA Y eAh

S BV et sl 5 4 2 60 ST IR 2552 0 DKD A5G
FPHEKIL,

AT AR AE S % RNA JE H 2 30/ RNA (microRNA,
miRNA) FHE FE 4 RNA (long non-coding RNA, IncRNA ),
BN S 7 4 OS 5 DKD #f i i 22 s = 7 & 45
miRNA ]38 8795 ROS A i i U A0 il 22 8 LA B2 4 AH G
T [ 5 U A0 B 45, T Inc RINAL DUJ AT 338 ek 80 97 e €2 Bk
AR SR M52 5 DKD S 4HEIE . ik, OS5 S 19 R W
AR AMUS 5 DKD L4 K&, AT RE A B K 4R
BAGUETRIT B HL B 4 1

v 3OS 45 & 77 64 F ST ILAR

AR, OS B IA N &% 2w B G = 5 5 DKD '8 R
P B IR, R ROS 7748 Bt AL B8 L K OS A8 5
53 R YT SR IE W B O . BT, DKD $T AR
F LAY BUAER] RS VR YT AZRYA
I LA R 20 T 0 DR VR 7 A R o 3k SRR T VA TE I AR
ROS A= il 3438 51 2 AR 0 sl PR #5 OS AH G [, & 3 B ik
R E

1 BeAEzs 4 IS & 1 OS B4 /& DKD i J#é iy 5
B Z — o FEMEAYT a0 FOBUNR s e — iR 2 4k -4
5 Py IR 5 i 8 11 2 30 i) 57 (sodium-glucose cotransporter 2
inhibitors, SGLT21) Fl B & 1fi 4 % A ik 1 (glucagon-like pep-
tide-1, GLP-1) 2 A& gh 71, T B iE B RE S 18 B 0 % OS,
35 DKD f B IEB 5 o — FFOBUIIGE 1 0% MAPK FIT0ER £
ST T 1- SR SRR 7 O 5 Sl i, s B IE A4
B0, ALk A I EGE B NE R B2 A . mEmbE RS 2
Wy Cln 25 A% 5) ) ) 368 38 980 4 3 41k 0 T Ak 18 L 0 800 <2 A y
BTG T 1o, TR OS R BELF e AL, BA B BECR B4R .
GLP-1 Z RS0 30) CAn R & ik ) il ki MAPK-F i 8 3
FLHEA - A ME-ROS T I RS R OS, SR B /Mg
AL TIRE . SGLT21J&—F i B iy 1 AR Fe b2y, HoAe
OB R AR VE PR bl & B SR s R I FERG
AL B, 838 3 18 OS s A %) DKD $ i i 2L
BB RGP, 2 DKD B3R 7 B AL 158 (0 408 ) S 086

2. Belgshah  mRINLIEAE DKD () & A= Fiift e bl 5 &
BAER . BRIRZY , SR A TT S5, AU 0 i 4 5
T (19 — B , A E N DR S A CKD % IR v e 8
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LB OS FMRI BRI J1 . BERR 250 iy ] 2525 AR
R DL i 2 1 7 AT A 5075 14 R 9 (proprotein convertase
subtilisin/kexin 9, PCSK9 ) I il 71 45 , 38 3z 410 il AR [l ez £ g
AN B T Ak, RBAS B RE AL I ) OS K-, I
W B AL B0 L 08 2% DKD R SE R . Ak, BEOE B R
PCSKO 11 ill 51 i 0% 38 13 412 #F B W3 20 g 1w S ol OS , i
VR 5 BRI A 14 R ST A DR 5 1 ) 5 AR £ 7 A
PERPY . DR, B R 24 WAl 2o B AIK 1M B 38 BE B OSS,
S DKD JA 57 B4 75 4 S B AV AE B3R YT 7 1] o

3. f% > RNA (microRNA, miRNA, miR) miRNA f&
— RN 18~25 AL R I AE 4 i RNA , 3 i 45 & i 5t
R mRNA 1y 3" 4 B IX , 45 5L R 4% ¢ J5 3R 3k , £ DKD &
A VRSB R BRI SRR A, mIRNA R
N2 5 e A AL RAn g8 T8 75, 18 o] 38 i 8 5 ROS A=
B PUAAL BT R G U BRI RE S 5 OS Hifid Bt .
FREAREE T, 32 miRNA ] 38 i P8 45 OS A SCHEHE [N 4 f4 5
JUE A 4 4 T2 4504, miR-205 A 3@ it #E 1] Toll £ 32 {4 4/
NF-kB & 5 15 530 8% , 92D @ Bligs 52 19 OS Rl AR AE SN, A
TR B /INBR 2R AN 475 . miR-377 RT3 45 p21 2K 14
TS RE 1 (P21 activated kinase 1, PAK1) DL M8 & 4k 4 1
1L (superoxide dismutase, SOD) 1/SOD2 ik 5 1H ROS 4=
%, 25 DKD b #5512, Ak, miR-21 54 Rk al
i A SOD2 fi #E ROS R 3 5 3R IR Dy e B 15,
RN A

[ 98 # ROS 4= i 4h , miIRNA 5 528 Rk e s 4k 45 .
FF5E R B, 343 miRNA A3 2o 98 55 ZoRn A B AH DG SE R 3
ik S A AL B R A B ATP 2 i A K ROS AR il
miR-124-3p % Z Ff miRNA $IESE 2 5 DKD H Y ZoRi A )
REREAR I OS P85, FF R M B /N I b A0 M43 495 2 &7 4t Atk
FE PEAN , miRNA I A 38 i 3815 9808 15 5 30 i e A AL
Bifil 245, 25 DKD £ A B 2 . K, miRNA fE 2k 1%
H2 OS HRAE N FIERRLAR T e 58 (1) B 2009 8, AW
TERPIGTFINAE . 2RI, F BT miRNA YA 775 1 2 26 2505 4
SURRE S LA S BRSNS ) B, ARATY 75 i0E— 5

4. P HBP RS REFFFERW], SR 2506 M s A
A T 000 B 0% 30 o Y SR ST B P R SR A B
AR ZR 50 DA B A ] 98 E AT Ak B 0 & #E B AR VR . )
MFEE FHS EEZEA A Y LSS R R 55 R SR M i o v]
3 3 S Nrf2/ 1 21 28 0 4200 1 B8k B A TE BT STk il
Fik  BEMR ROS B, DT 8 i v 75 3 10 I A Ae 52 4%
SR IE R I, HR 2 R BT BE SRR AIK DKD /)y BURSEAL B
LLROS 7K, B B/ INER B Ak BB /N ] SR 4 1k
Ab B DRI S 24 St R ELA T OS At
WERRA R AR o PREE T TIORE A5 v A 24 1o, ] g A I
AL /BRI, D SE AT A R, SR R LA A AR T

SR, T v 2 B 2 i 42 2 , L BT M 1oy A
FHEE S UL B 25 AR B AT B = R GE W, W] i 2R 97
DKD /3 28 2 i bt 2 o0l R R E— 2P 0 F

PR g il oy

5. FAALF] AR ROS KT WK E AL IE A &
SEPURIRIT IS . BT, 2R RS A L E
T DKD AL 3058 o - B2 R (e-lipoic acid, ALA) J&—
Tl AT 7K G L7 1) i ke AU A, Pl ok BT R ROS
P TE A IR H R S5 P VR DT SR I A DA R B 2R R Ty
AR TR o P9 R, ALA BE S FRAR N 0 A5 10 o
PSRBT KT, I B0 B T 90 0 RET e fl i Az >

BEAb, i 2 C g A 2 EAE b 2 A0, toblur
SERERE AL OS AHICHE A , w3 DKD gl #8280 v i) B ik 45
Bio BRI, th T gt S A0 ) 35 20m ad AR 45 S v B ROS
BAEAE A A SR S L AT R A IR A IR, (X
Ut Al 48 o B AL TR ST RS R R R O 2 R R B 5T
A

6. Yo AR AT LB DKD OS Ry 2
VRt ROS 7= A= AN 5 43 1 T 22 R sy . BRL, &
ot £ A S Ak 5 A3 1 K o T3 T B R T R TR T O o A
Gy A e A R E il Q 55 BAR BB IE PR IR ROS /K-,
B FAELRAR N 73 A AT B, IR 7RO A2 B — e B

2 A [ AL ) MitoQ m T Q10 15 = 2 KL P 3
VAT 2865 i1 B, BB 76 2R IR P9 s 42 |, ) F HLT Sl fb T ok
D L T R B B T ROS 724, BFSE R B, MitoQ RERS
ARG AR RS B A v 1) B INER N /N DR S, BEAIC
PLVRABG . DEAh, X 2ok Ak T Al 1 1 H At SR
PN e T ENE N AN E 5 TRLNSI DAL IV PSS =R v R NG 7]
KA W DKD GRS,

7. R4 B EAEE X OS BRI HRME AL , A0 I AR
OB R AR 24t BT TR T ROS A BT 48 AR 8475 9 1
Pl o i 5k 3R A S0 AT 050 L ol A R 0K 3R 1L A2 AR B
TR [ ) 7 AR U] L B A DU AR Y R B B PR
A IE M , RS A RUAAR ROS (1428 1, U8 B I OS #5100, Ik
B WE AR AE ) o SIEARR , A FS A 428 RS T 32 A Bt
5 finerenone 1£ DKD J&397 H B N FH i#E— 2542 2 567, HiBR R
B EZE R A, BT BB AL RIS AR AE A OS LA H >

8. Fanfisy;  THMIAYTAEN —FH DR RN 7E
DKD OS #55if& 5 J5 T JE B & A2 i B, IR AFR , Ju
J2 18] 75 5T 41 il (mesenchymal stem cells, MSCs) R Hi 45 55
AR Y BE F7 S50 I BE L K 2R B 5 T 7, 18 DKD
BRI T E T . WFFE R MSCs T 3 3 43 W6 2 Fh
A WIS R AR P AAR R T AR T R A i R
O PRI IR 1Y S AR SRR A, FEAIR ROS s BE AR A%, M
TR A B R OS #4731

PB4, MSCs S 5 ) 1 M th A O 2 2% 2 B A e A
PR E A T, A 19 miRNA K8 1 4505 M4 T he s
PHFE OS VRAE N LA S AT A A A5 53 L (2 1B /N I
K AMTIRe A . shiiioe Bor , MSCs 197 REIZ I /> DKD
RN ) B/ INE B A L R 2V T B A R A 3 S AR, I
B RS
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SR, AT T 403697 AE DKD ik 17 AT 25 28 4k 3%
RAFSE B B, HAR Y7 R Z B AR IR Ao 7 =X AR A2
B[R] LA AR FABLTRAS WA S5 D28 BRI o oAb, R4 P
& RIGST 5 R HR e — LIk R, KRR A A4 T
TR HMIMAH AR DA RO U 36 36 HEmE , 1 — 2048 5 T A B iR T
1E DKD H A B Fae 4k

9. KW GIT  FEERITEN — T 24007 ARG ARk
%W B DKD R HEVR YT Sk i S B2 7 1] . T OS5
ZF DKD KA LR 2B B, #0 w45 OS AHOCHE K AT g
A B B A 0 B R AR

FEI 4% OS 84 38 [ 110 3 DR R 4 SR W 22 28] )3z ok e, v
Kelch #7452 & 14 ¢ AH ¢ 85 1 1 (kelch-like ECH-associated
protein 1, Keap1) /Nrf2 {5 5 8 [ /2 2 45 40 i 460 fb 38 e s
F PR OS Hl TR #E Nrf2 M Keap1 A5 1) i
R ORI, 15 o iE A AL A% | i — 2500 BT S Ak SR T
(antioxidant response element, ARE) , {& #f HO-1 i} &tk if
JE T 1 ATl B A A TR TR AU A B R 256 L 1S5 ROS
W ERAE ST, NI ER OS A S E RS 5. HIL , £ X% Nrf2
AH OGS 538 I 1 I 42 SR oA g2 DKD B AR Y7 iy f 2
T,

B L H A P e AR AL B A B DKD SC R 30 43+ 19
HE R 9 SR W T A2 B G o I A S R R AR L1 40 A
LR A I A M A2 (AR B T AR 1 B2 AR — B EE A R A
FE 520 1, 76 DKD 2 59895 B /NS 8] i 2F i fb it 72
OB ST K I, AR LT 4 A 1 3™ 26 20 M A2 (HH B VR R AR
M B2 5 TR ¥ BEAZ I8 HE DKD ASAY p (1 5 /NS (1] J5T £F 44k
I3t OS A A5 , P m 1 0] DG g 2 X 5 5 0 19
PR SIS T BE NN DKD RS HEIRY 7 I8 7 2

VLA, WA 55 DR 3 8 B R Y & R, A W A 2 I 448 i
ST R T SR MBS T BT A B . AN, & AR
P I PR AR R DR C i PR 326 T 8 S 6 DR o A Y
FP B /B 7 T B IR 2003, AR B/ NER U o B T
FE , $ 735 240 g 2 TR AR S P 1) BE R VA T SR I T R A DKD M i
TRIT R g

25 F AR, £15%F DKD BYHE OS 1677 IEBUS ROk 22 14 1F
&L SGLT2 #50)  fl/h RNA FLEARR  h2h T4
TRIT IR YT S T-B, OS 7 &M DKD BIRY7 St
TR B AET REME . AR AR TR B — 2 T SR IR IR
XA SR B A ISR AN R R A e e . RSk TF
FE R SN DGR AN RS HE T 70 OS, 25 A A RALIRTY , e R L
DKD f 12 W S5 IR YT

A RGESRE

OSTEDKD k4 kR B BB AR, R E e
BEACR 525 5 5 e 2548 S D e 40 00 Y B L R YT . R4k
B S BOROS 2o B AR A, IF 38 T 15 SRR D RE B A
PRIEVNG A MLIET DA B LR e Ab R g, AR i 1 /INBRORT /NS
145 . ANTRIZE RV B E A0 B XF OS iY77 7E B (2. 22 55, Horpr
SEAHMEL /I 1 A L A T RE AR R B R A Thifig

TS R 40 ) ROS 77 A= 5515 18 K AR E LT
BT D, AR TR 2 HOANOG T OS 7EA8 [7] 241 /i
AU RN B B B v it 3 25 AR A, LASIE SIS IO o Y T T
RS

FIRT, B4 OS 4540 1367 WFFE B IS — 2 2E R , fL 4 ik
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