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Research status of traditional Chinese medicine regulating oxidative stress to

prevent and treat diabetic kidney disease
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Abstract: Diabetic kidney disease ( DKD ) is one of the common
microvascular complications of diabetes mellitus, and it has become the
main cause of chronic kidney disease and end stage renal disease.
Traditional Chinese medicine can delay the progress of DKD by inhibiting
oxidative stress, improving renal tissue damage, restoring renal function.
This paper will summarize the relationship between oxidative stress and
DKD and the prevention and treatment of DKD by traditional Chinese
medicine,so as to provide reference for clinical drug application, basic
research and new drug research and development of DKD.
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B FRR B 75 (diabetic kidney disease , DKD) J&8# PR 1K 18 1k &
RSSO B I D R RS . DKD 7E I K b 35 SR B F b
AR BRI (B8 BNk B 3R ATV T e, ML AR AR AR 4 45 1/
BRAE AL, | LIS I 48 RS | 40 it A1 JE 5 (extracellular matrix, ECM) FRER |
K — WEESS P/ NE 25 48 A /N ) SRR 4k 252 . HAl, DKD &
FIRTT FELLAREME R DR AG S BHLT B 2R — 4 Bk R — I R &
Gi k3 AH B B 2 R S 9T AL, ok BEL IR 1Al 2R JH 1 K (end stage
renal disease , ESRD) #2545 Jay > o P2 A R4k il 4y 2 $R
Yy 5 b2 52 7 e 3o 3 7 ARV K Coxidative stress, OS) , ¥k 52 HLIA 44
e SHELZ . A SCHEE T 0S 5 DKD & R 1
2 BR N R R ) P 2 SR IO 5 b 24552 D7 IR A% OS B9 FEBILA,
AR BB DKD R Y SRs
1 OS 5DKD

08 JEAUA AL 5T A A T 200 — T LR L, HARRAE Sy T
PE4 (reactive oxygen species, ROS) [ & A= it 5 R LA IAEST A AL
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v T R 25 PR gk R

AL 1 2025 4F 1 (A 423 1)

RERTR . BALhE SRRk, b, Zopiik
IV IR AR A T fg i M e — A 1 R i R S TL Tl /2 ROS
AR IR IR £ OS 1 & b, KAt ROS AR, i %
ANMIBET, hnsE DKD " [AlE, JLAST R R S
2 e A AL W) I AL B (superoxide dismutase, SOD) |
i AL UG (catalase, CAT ) 148 D H Ik i 48016 4 1
(glutathione peroxidase , GSH — Px) 2541 & AL i S A B
H Ik (glutathione , GSH ) #1740 i 25 1 55 B4l B A 5,
HkR ROS BUR, & E Ak 5P A b 2 ] i F
AN TE OS IRET 5 sk 1 E2 AHEH 5 2 (nu-
clear factor erythroid 2 — related factor, Nrf2 ) i 48 4k 18
LS BR A AL A R — 1 ( quinone oxidoreductase 1,
NQO1) 5 1f 21 & in % i - 1 ( heme oxygenase — 1,
HO - 1) SR LR 23k , AU
2 HZgif#E OS iY77 DKD

R Z 0 20 2 U R i A
B, 72 DKD Pk fevh & 5 6 HEAEH] . OS fE
i DKD A Jee ) d AL, 1 2 vh 25 B4 R0
I3 2 RO S v 24552 D7 RB RS SR I 45 OS,
TR E PE
2.1 HHBRERFEYERS
2.1.1 HEWMEUEY

W R M EEA RN 2 —, A
IR B A8 L P AR AL | I I WS S5 22 Fh 245 AR . LIU
SNV R B, R S 0 NN R Y R A 4
10 pg - mL ™ B R EEER T HUS , 9 € A A AL S
BEALAH EE, SOD 7K - 1 Wi Jlig It LI 25 1 2R OBE - 1
(glypican — 1) Z PR R BE - 1 (syndecan - 1) &
25K 4350 E T2 19% (17% F139% , MDA /K-
TR 1% TEG i E 2R A S EE L (Y
P <0.05), iXFB i EC R i R BRI a1 i OS Sz
AR /NBRUE T B B ) SE R 1

TR HAE N TP RL2 R AR F B ), B
AP TR B AL B R O R A AR
WANG 2" L SD KBl A& BE 4 9 ( human mesan-
gl cells HMC) %y 52 80 BF ST %, 0% 4 95 30
DKD A9 6. 168999250 e, 25 o 50 Bt (20,
40,80 m - kg ) FE LA AL B SOD K
SEAY ARSI L b FF24 17% 120% F1 190% , MDA 7K
43 AL T W2 18% 35% 1 42% 3 75 240 1 52
B, A% R R (1,310 pmol - L71) AR
QLIRS , ROS JKF- 73 i R B 20 R B 24 1% .20% Fl
31% ,SOD JK - 73 5 B A B 2 b T+ 2 16% ,60% Fl
117% ,CAT 7K V-3 i A R 20 |+ 2 18% 67% Fil

124% ,GSH — Px 7KV 73 BRI L T -2 6% 13%
F1249% , Nef2 5 [ 3R 3K KV o0 GV RL A | T+ 24
3% 33% F180% ,HO — 1 H [ FRK K43 7 A A 41
T 50% . 109% F1 203% ,NQO1 & {4 3235 /K -4
PB4 50% 110% F1 203% , £ 5532 I
EREGITFE X (P <0.05,P<0.01) ; HHAK -
P41 (hematoxylin — eosin, HE ) Yt 8 45 B R 1R 2
AL B /IR AE G RN 2R B T 4 i 349458 3 oo 3 . 31X
FW I E A AT DA K BB L5 F HMC A ECM
DURR, WL AT B8 530G Nef2 {5 538 %, 3 5 14 9 o
LA kRE Ty, il 0S F %,

IR R — R IRk A B, I AR T
o A rp R 2y B R R BLAR (B
SEZ BN Ik 2R AN I v G B R A R
(streptozotocin, STZ) 75 5 I P SD Kk il ## 37, DKD
B, e (20 40 mg - kg ) HORRIRYT ) B
4 SOD [ (3.86 +0.20) . (4.70 + 0.64) us
(2.84+0.64) U - mL™" ]I GSH - Px[(3.86 £0.20) ,
(4.70 £0.64) vs (173.96 +11.28) nmol - mL ™" ] /K
O R T R R 4], MDA [ (384.84 + 17.73) .
(283.12 £12.38) vs (414.52 £19.94) nmol + mL ™" ]
T2 5 R TR ZH (3 P <0.01) ; HE Je A 25 L
R, R A IR AL B NER B IV S A A A
BRERIZH A BT i3, DA v 791 o 90 T 4 05 e o B 2
XFRWIHIA T REAE BRI DKD KB OS S K F, s
B R E D RE
2.1.2 EEUEY

LW R —FIREEZ B AL &, Wb F 232
BRI , A PR PUEA Brer4E4e 08 1 i

REZ R, EA%" B9 &8, DKD K R&
200 mg - kgAY L RKIAIT G, B 4814 SOD  GSH
I3 AT 2 T4% F1 117% ,MDA 7K3F-"F
Fe2y 24% , fE it 2% L 2 R WA G E L ()
P <0.05) ; th# (Masson ) Ye 25 R WK, 22 1 K A1)
B /NER B/ INE R TG A Y A AR 2 B kD o XA
LB IR 4404 SOD 1 GSH /K-, ] 0S,

FHB R B 2 P2 00 BOK RS, BA B
JE P PR PLer 4L SE 2 A2 BAE A . WEN
2l RS A R I I I T S STZ 7 S SD ok
B 7. DKD {4 YA RY, FH o 05 375 3 K B3R 6 40 Jife
(HBZY - 1) 7 RAMERY . FESh ) sL s, 24K
77 (50,100,200 mg - kg™') FFEER B iGYT IR, B
ZHLrp SOD 7K 43 | 3R T 4] BT+ 24 17% 32% F
58% ,GSH — Px 7KV /3 J 8B B2 25 36% 50%
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F193% , MDA £ 1 3% 35 7K 73 il B BE R 41 T B 24
22% 34% F1 46% ,ROS [ 3Rk 7KV 43 3 B A 7 40
TREZ 18% . 39% F1 60% , Ui Bk 15 B 94 5 I F 3
(silence information regulator 3, SIRT3) 4 [ 7K ik
IR T2 19% 60% Fl 135% , XSk HE &
[ O1 (forkhead box protein O1,FOXO01) & /K F-F ik
I3 AL R F 24 27% \41% 1 53% 5 78 41 i 52 5
WK P REHEE(0.1.,1..0,10. 0 wmol + L™1) Fh}
iz B 4b 3 )5, SOD 7K 43 Hi BB RU 24 b T+ 24 45%
58% £ 100% , GSH - Px 7K 43 | BRI 4] | 7+ 24
42% 58% F1 100% , MDA 7K~ 43 Jll #4520 T R 24
17% 31% 1 43% , ROS 7K - 43 il $ B5E B 2 1 B 2
24% 44% 62% , fEGIT 2 L 2R AE S E X
(#JP <0.05) ; HE | 35 B % %7 R (periodic acid Schiff,
PAS) il Masson Y ta45 L g 7R, v 751 2 41 /N BR &5
FAAEXS IE 5, B /NERAFR 0 N, £F 4 284 AR B
B ARG . X R PHERER B ] AR ik
TG SIRT3/FOXO1 {353 %, 31 SOD F1 GSH — Px
TEPE, FEI% ROS F1 MDA & 35, #illifil OS, W41k M AM A
it , 2% DKD,
2.1.3 GERKEW

FERE A D 2 25 B A il R
BSOSy, BAPUR Y MG Bt BEE Z  2
e, Ry phgE R, DKD KRR . of & 7l
1(25.50.100 mg - kg™ ) fEFERFF D FHiUE, HAH
B SOD K45k (137.6 £1.3) . (192.9 £4.3) I
(256.8 + 6.8) kU - g™', GSH - Px 7K 4> 5 H
(3.8520.19) . (4.89 = 0.21) il (6.21 + 0.24)
kU-g ' 3@ &8 THORI4 0 (89.8 +3.1) Al
(3.27+0.14 ) kU g, MDA JK F 4y 5 N
(8.88 +0.16) ,(4.32 £0.53) F1(4. 15 £0.35) umol - g ',
Py E AR T AR Y (9. 37 £0.24) wmol + g~ FESE
e L2 RA G E (¥ P <0.05) ; HE Je
SER R L A N ERRR I R R R R
Jo A A o A8 A A R 2 O S A L 3k R R A
D et iE L ] OS SRk DKD BRI B E it
2.1.4 ZHREEULUED

W SRR N R 2 M 2 —, BA P
1 HUE W IR BT S 2 A . X v
5% & B, DKD K fl4: 100 mg - kg ™' 19 # 2 HHAYT
&, B 414 H SOD, CAT, GSH - PX 7K ¢ 43 %
(156.65 + 14.53 ), (18.64 =+ 1.65) Fl
(611.55+78.58) U - L', #4 i 2 &5 F 1 % 4] [
(93.69 +£8.96) ,(9.53 +1.06) Fl1(397.75 +43.68)

U- L' MDA /K4 (3.64 £0.33) nmol - L', B3
R TFAERILLNY (6. 43 £0.74 ) nmol - L™'  FESE T2 -
LSBT E L () P <0.05) ; HE Fl PAS Juff
SRR A SRR L, B NERIE R LR
RIS IO M AR L AR P B /N R I R T 1 L
A Tk ; Masson Y 8 25 B2 g R, £F 4k Ak 1 B /DN .
X R B L PERE A2 42 & SOD  CAT 1 GSH - PX i
PR, WS AILADT AL RE T, Do B AR U A0
2.1.5 MRENLED

RBCF T — Pl BRSO PR B A, 3 L F K R
ARy, B PR YUK TR R SR 2 AR
Mo FIEMGE HFIERR, SRRA SRS/ NER L4
N EZ 40 i (human glomerular microvascular endothelial
cells, HRGEC) 4% . v i ¢ % (5.10,20 pumol + L")
KERIBIT G, SOD JKF-43 5 2 (71.27 £2.54)
(108.48 +6.74) f1(134.84 +7.47)U - ¢~ ¥ &5
TFHRMIL Y (40.28 £5.31) U « g~ ROS JKF-43 5 g
(46.71 £3.72) . (30.39 £3.43) fl1(24.64 £2.15)
pmol + g~ MDA 7K - 43 5l & (10.24 = 1.47)
(8.54 +0.96) F1(5.84 £0.67) wmol - g™, 35 i 241§
TFASTLH 1) (58. 48 +4.47) F1(15.58 +1.67 ) umol - g™,
Nrf2 5 [ 335 K43 514 0. 72 +£0. 04.0. 21 +0. 03 Fl
0.05 = 0.01, HO - 1 FH H XXk KFED 9N
0.72 +0.03.0.41 0.09 F10.19 +0. 02, ¥ & Z(% T
BEFUZH [ 0.98 0. 12 F10.93 0. 11, ZES5 it2% 2%
SYHEGI S E L (F P <0.05), XU KH E e
i3 i A Nef2/HO — 1 {553 BRI s i 45 0 T
HRGEC ffj 0S 7K,
2.2 HHRNY

FMR T EEHR RN 24 TR TR BT R, A 4T
FIAR RT G RE TR B A BT AR L R IR A AR
Fl. #HRAES IR, 45 mg - kg TR TR
PR T HUS , HEPE db/db /N EUE 4140 MDA 7K P 345
BRI R R 20% ,Nef2 (HO - 1 28 [ 33K K V45 ) ¢
WERIZH |2 87% F1 52% , fE Gt b2 R A 5
R X (¥ P <0.01) ; PAS Je (45 R IR, FLIR T
P2 V0 2 19 B /DN R R R G S 34 R | 2R 4 i v
A G GE VBNV YK S AR AL A G
X R B R AR R T BB I P Nef2/HO - 1 Hi%R
A5 538 6, R DR AGVE R, BEAR MDA K7, 1%
B ARG
2.3 hHERH

HNBEE 37 AR AT R AR ), B
B P LR Mo Y0 I E RATAL G, A b
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v T R 25 PR gk R

AL ML 2025 4R 1 3 (SR 423 1))

AT LS A AL FEHRHRAE" X DKD A8/ U
i AR (3,21 ,6.41 ,12.82 g - kg™ ) #MRHIA T
TG, B2 SOD JKSE43 51 Ky (451 £90) |
(484 £93) F1(559 +77) U «» mg™", CAT /K43 51 Ky
(22.9+2.2) (27.2+2.3)f1(28.2+2.8)U - mg ™",
P 2 m TR AL 1) (310 + 65) F1(20.5+3.1)
U-mg', ROS /K43 5l & 580 + 94 509 =41 FI
427 + 80,35 I AL TRI BRI 1) 656 + 88, Nef2 £ [ 3%
kK E 4 Bk 018 + 0.01, 0.32+0.02 FfI
0.63+0.02, HO - 1 & H % ik K F 2 5 K
0.26 £0.02.0. 41 +0.02 F1 0. 66 +0. 02, ¥ i & T
FERIZHAY 0. 11 £0.01 F10. 12 £0.01, fESE 112 |2
S Gt F L (P <0.05,P <0.01) ; Masson I
PAS Gea 25 0L i R FH A F37 21 9 5 /N ek P 2R R
A AR P AR R ZH RAIG , I S A B A R 2l il /b . Xk 42
TNANBH A 37 BE % 38 1 0E Nef2/HO — 1 {5538
ResRALABTE AR T, W% DKD /) BB A4

GO PSS B = S R IR A,
FA I ML B A A i sk, sk g &
B, i db/db /NRZE 160 mg - kg™ 1O TTS T iR
JPfE, AN N2, HO - 1 4 1 &3k K
GSH — PxIK - 43 I A AL A b -2 63% | 194% FiI
68% ,MDA KA T R 2 16% ,FEgeit2# b2
S G L (F P <0.01) ; HE fil PAS YL A 45
HIR O PSS ER R BRI IR i R4
JEARGLAT BN , B 7Nk B I 17%) FH 2R R A% 6 40 i 34
AR . X RGO PS5 Be S R B AL B
AALRE GSH — Px 7 M, B AIC MDA 7K, [R) B 368 3 97
N2 A FHHO - 1Y ERIE, a5 B 41 2L A A
P R ERTE RYE .

Xt Bz B3, i B IS A
2 B, HAT RN B R B 0 AR L 25 AR I T AR
P2 P v N A T 4 I s 9 ) STZ 5 5% SD
KE S DKD BEARY, 2% | ) i B 42 B
(5.76.11.52 23.04 g - kg™") THi)5, MLy SOD /K F
¥Rk (179.34 + 11.27 ), (185.68 + 7.50) HI
(202.97 +3.38) U - mL™", ¥J & & & T R8I 41 1
(17228 + 3.91) U - mL™', MDA 7k F 4 % K
(4.67 £0.38) .(3.43 +0.63) F1(2. 65 +0. 38 )mmol - L',
Py 4 F LT ARG (5. 95 £0. 61 ) mmol + L' Nrf2 |
HO - 1 & [ £ & K F 45k 0.26 £ 0.03,
0.38+0.04,0.48 + 0.03 F1 0.31 £ 0.13 x 107*,
0.33+0.24 x1072.,0.46 +0. 14 x 10 7>, ¥ Ig 2 55 T4
FIZHI 0.20 £0.02 F10.15 £0. 11 x 10 2, £ G112

FESHEGI R L (P <0.01) ; HE QL (a5
BN, BN 3R B A AL B NER VBN LB R 25 A HE
GNEHE T B /NER R M DX G A B /N R AR RS A
DL RYZH AT v 24035 s Masson L .45 R IR, oA
T B AL B /NER B /N BRI L R S X R I S
DR AT A DU R A s/ D o X U EEAS 25 B VA e
S Nef2/HO — 1 {555 38 %, 39 5% SOD {14, FEAIX
MDA 7K s AT AL RE T, D82 B A Akt
3 itig

DKD A4 PR 7™ 5 1 I AT , A AN BB B A 2T
T, 45 5 FBOL M) ESRD i J , B & At B RS A Y
RICT-HYRES . W ERZ57E DKD By i U 2 BR
W1, A B T GE I AR AR AR B B P g L 2 22 DKD
IR P B A A I, FRARSE T, @ X b
WS A0S A AR & B, Hh 2 B R M AR Ay
HH 2GR S 25 2 D RE A SR T AL 4 sk A i
H1 SOD ,CAT FI GSH — Px S540 AL A 75 M, B 5 bl
TRFLEALRE ST, FAIK ROS 11 MDA /K F; it A1, i i 34
1 Nef2 3542, 845 NQO1 1 HO — 1 & hi 8L A T3
K, RAESUEAGVE R, s OS B, 035 B 4 4RI 4 i
AA . R E A E L e s 2 ) BB R 4
HAZ WMo 285 258 s R E R R e, L
9N ROV IS, e B G 7 T EA T Iz RN
i 5o

DKD =& H 1% 27 31 T s B2 4k & T 11 V8 9 11 K
Ji™ PR AR HE ST AEE . TR 25 EEXS OS HL
#£ DKD JaY7 i i, iR b 3= & 17 DKD [ Bhi6
Bro ARRMBFIE T EE B D98 i SE A L, HEE A4
2 RN 2E AR 2 25 AR R R A TS T
OS FHICHY 7351 FHAIL A 5 W] iy B 5 Q1 5 30 7 F8 ¢
T, #E T ZFLE Z [ ) — IR AR5 5 05 oh, I Je KA
A Zrputs R TR I R BT, B B Al A 9T 5 I R F
FEAHGE G, A HE FE R A 78 B ] I PR . FH % 4k, o v
28T 23 AN R I $ AL BEe S E 1 7 0 &
P E 25T 151 DKD [ A 34
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