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Abstraot The mechanism of oxidative stress in diabetic kidney disease (DKD) was summarized from renin-

angiotensin-aldosterone system, mitochondrial dysfunction, nicotinamide adenine dinucleotide phosphate oxidase,

advanced glycosylation end products, protein kinase C, polybasic alcohol and hexosamine; TCM could enhance

oxidative stress, delay DKD progression and protect renal functions of different individuals suffering early DKD,

as well as adjust the function with clear clinical effects.
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B PRI 2R 7 25 52 4= Bk ON S {id R 1Y) ] i@t
Z— IR PR S B I G I e ) 2
AR K TFE K. Bl it 4. 51N
B WE R, TR 3 2045 S8 B 7425, KE IR
375 B IE %5 (diabetic kidney disease,DKD) /&
PRI o B BRI ) FHE ACRE 2 — , I 20%~40%
FRT R JR 978 BB 3 £ A5 DKD™ . #F 78 8 B, SR Ab N I
W TR e I RORE R A2 R R R BE TR 2= 44k
IR L H R A R e R A B E I A S 2
S0 AR ~ B R SR KT B B /N R AL A /N
B AT AL BB BB RN B, BUK
FHA WP AL BB i, 2E 2% DKD (1) 3k e 1
LB, HR Y CAAEPU A N T R S T
i g RO, 2B R 5T P 24 T DKD SR A0 B
B8 5 5842, B8 O DKD YR T PR AL B8 2 1 % .
| DKL RN
1.1 BR-MEEKZ-BEI RS (renin-
angiotensin—aldosterone system,RAAS)IER it
BB RAAS iR A2 IS SR 5k 3 SR I P2 AR a1
B, BREBIMERKRERIMM NN ERKE I

(angiotensin I ,Ang [ ),%R)5 L& 'Zik K%L
i (angiotensin converting enzyme, ACE)¥ Ang
LAE )y Ang 11 . & MK RE A2 1 RAAS 2R 405 J2 I
WA E Z ) Ang 11, Ang 11T AT ARG 05 /N ek
W, E50A8 B /N BRI I R & S PR BR 1, A
T ANE B REH A . Ang 1138 A 38 i 3 Ji 78 J0R 755 e
JiR W S — % FF R 1% BR (nicotinamide adenine
dinucleotide phosphate, NADPH) 7= A= & 44 M. i
SNE  FF 388 T B0 2 8 A AiE A 4 Ak 4 g DR 1R
N RREFI AR AL R E A Ang 1T 32 2 S P
G A BB R IEER, B A Rk &R 1 35z
{& (angiotensin type 1 receptor, ATIR) i
AT2R, 3X P9 Fh 52 44 35 5 0 PR I RRE (1) i A 3% 1)
MR EHIRA T, Ang 113 BE¥0E G 2 HIREEY
ATIR 5244 , 175 5 Jik I 240 o 52 A5 DT A1 a3 8 PR 0
A R U A AR, G0 ifn B AR L SORE AL
S, ATIR A Ang 11 ) 32 B2 44, 3141 ATIR
Fo ik AT PEAR R IR A T Ang 1 X B 0 1 45 2 4
FI™'. ATIRHEHL7 O 4 IE 55 0] T35 DKD AH OG AR 11
SR G B AR A A0S Th RE 4G . CHANG 251



‘EP%F‘*(%@ 2025 F E38ERSH

@ 7% E R 119

W FL 2 B, AT2R i 5% 4B PR 95 /)N B2 30 LR B fim 7™
20 B AN R T AR AR BRI DR A N A
BT, RUATR B R EERIER . AT
W, 40 RAAS 2 Gt 1) A7 T VR FH I [R) s 4 2 A
i A AT RE & V697 DKD Y SE4F ik #% . anfs A
7% ELHE AT IR 04 1 AT2R JO& 5512

1.2 ZRIERTHEERERS  Zbi Rk e i v o
R ETEM S (reactive oxygen species,R0S),
X2 WA ROS BIRIE 2 — o b 2 F B AL
TG I, T A S TS B PR I RORE I R A
DIAHIRM . DKD SR Ak Ty e B b5 1R AR 0 b 40
S B R P A A AR 71 B e AR R 2 ROSH
IR T, GORLAR 7E A B IR VR W % B = 1 IR
(adenosine triphosphate, ATP) &, @ =
FRIRAE I 7 A5 S 1 B0 B0 T e e e e — 4%
FERILJR A (nicotinamide adenine dinucleo -
tide, NADHD) MI BT 3% IR MRS X 1R A A (fla -
vin adenine dinucleotide,FADH2), it 2 1] ¥ 1%
fif €83 T NADH 1 FADH2 £ 3 Ha T IR ), S 8 2
RETBF IR EE RS, B85S 0 TAS 5T
B % FR R 2 AL 4 AN ROS , M TT 48 A = Tl 12 H 3
P i S B (glyceraldehyde—3-phosphate dehy -
drogenase, GADPH) fff H 2K 7% , GADPH K 5 J5 3 3L
PEBE AR A 58 2 P AR B 1K B8 AN 58 4 = ) 5d i
FoA AR B @ AR B NE 4477, 3 BUR DBk 48
TN PR A5 0 AL AR R A PR AT Aok
A H A% 336 B T DL R AR AE R A, 77 A ROS
JE A M A A, 2 TS BUE I SZ 4. ROS R R X
AL ] A SO E 5T S DNA 5 £ R4 E T
M BUE 27 AR B T RE T s

1.3 WAEtRZARIRIC A2 BB ER R ALEB (nico -
tinamide adenine dinucleotide phosphate
oxidase,NOX) NOX ik 2k i C # iiF 5k 52 3 B
DKD %Ak B2 o5 Ak — A B LA . NOX 2Kk H
AT B 7 AN AR (S FE NOX1-NOX5 . DUOXT Al
DUOX2) , H: 71 NOX T \NOX2 \NOX4 1 NOX5 & i 7 4 fR
I8 FERORE (1) B 28 B CELHE M8 R0 X 5 Ok A
Bl R R SRIRA T NOX 7 AR it &
() ROS, T BUE ME N S8 AL IE S5 Al o 18 P vy i b
DA B & ol PR f 6 R 3% 4R 88 Ang 11 V3640
4 K A 7 B (transforming growth factor—g,
TGF-PB) &5 , 4 4> 42 e & i NOX JE 2 3% ik (L 4%
NOX1.NOX2.NOX4.NOX5) , 7= 4 i 5t ROS, e 4 T 5
B SRR NOX4 A2 5 145 2 B A N\ 3K
W ROS 10 SR 12— HLE SR A UL/ B
JHk e e 2% . NOX4 1 23 7T BE A2 DKD 1 /B

AR — AN SR BER & . 24 ROS 77 AR I 2 R0 IR
2 [F) I A7 FE I, NOX4 I8 39 0, 5 80 /N kR
KA R JEY 5K . NOXA 01 1] 551 A1 A2 40 B 4 S 1k 2
[R] S5f 2 24 AT 9 6 DKD 455 784 /)N R B 11 PR AR A 40 i 452
i, THAZE R AR, R A EmHIRE T,
NOX5 3o i 3 1A A 25 7= A5 K i ROS, AT 5 2505 i
1455 . NOX5 3 31 M0 ROS A1 5 K B 95 112 2T 4 A,
FIE 9 E 38 6 , 75 DKD ‘B AE 8 A R FE S AR .
H BT, W6 25 2R 304 Hh 1 NOXS % 2 IR E 78 ELAIE 52 1%
M2 B BORAE S AE LA NS g 0 ) 56
A HEATET . NOX 1 1) 751 9 7 v DKD f) — Ff 387 74
YEIT RS . W9 R T, NOX4 i 4 F NOX4/NOX 1
0850 77 240 4 0 B EL A LR AR, BRI R 7
2% DKD B — iR Ir B (H 3 & B R I
WA B E D X AW EAS T — 2P I RS 1
Ji& , D] 16 NOX 4101 1] 751) 1 7B AL ) A IR T R4 75
Ve R 2 11 S

1.4 MREAHEE LK K =4 (advanced glyca -
tion end products,AGEs)i&f2 AGE-RAGE g5
T % A P S A AN BN S — AN E SRR
AGEs & HH 25 [ 1« 20 2L R 4 40 0 5% K4 T i
5B CH . 2 RSt AR B A N R
AP, AGEs EEAH 24K : D m RS T, kK
WESEFN R 9 o1 B 25 5 ok B AR B A s B, 7R AR
%2 AGEs; 2) I8 L W5 N\ AGEs , AGEs 5 RAGE 45
A ] 5 B S AL B ORI M A (L
NF-«B.PI3K/AKT 1 MAPK/ERK 25 {5 5 3l B 035 )
TS B0 IR 2 Y. AGE A 5 Y RAGE %
T T2 3k NADPH 75 5 ROS A% M 401 7 A, 33 5
% DKD [ 48 Ak ORI 453405 W T 3R 0, AGE
41 77 e 8 T AL RL, 2 B AGE-RAGE {5 5 /& 1E
2% DKD it & i 25080 a5, H LAt Bt 70374 1 A
DNA 38 45 53 14 0 1) RAGE (1) %50 R , I4IE W RAGE fig
% 36 3ok 0 1) SR A B 3T 5 DKD R REO . AGE 5
RAGE &5 & 51 S i A8 Ak 2 SORN 2 1 98 0E , JHFE T 58
% 41 S8 AR 97 48 B 45 Cn GSHLNADPHD , I 8l 48 4k
NI, A 3R R E 22T, RAGE I 0% £ 51 iR 18
PEJRE , 14 B J0E RF 8222 40, 1m0 0 1) 35 7 B RAGE W]
B AIG 28 RE ., HiE 2% ' 453 4 A 2 ARl
W)L AGEs A& S840 I 8 1) 32 B R A, I 4
AGEs i i RAGE i& 42 i 33k NOX i ) S8 A6 N2 3, AT
BN ROS 7E 20 i Y 1) 75 827 IR BRI AGEs 2=
S G % A 3 15 5 4% 38, AGE & 1 1A% 25 5 i
B ASRERRE A GRS AR E %R
E 0 RIBAME R G0, 1M BE A2 3E E A RLIOR 28
iE S N, T E0E T T BE R AP0, AGEs 5
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RAGE &5 A5t v 3l ¥ G Ath 4504 B 380 455, 01 PKC i
I, W R I, AGEs fig PR PL A L B Rk,
HE ALY B Ak B (superoxide dismutase,SOD) .
A e H Ik T & 4L A B (Glutathione catalase,
GSH-Px) 7K ~F , 3F- 12 34 ROS (1977 A=, Jn 25 4804k 3 18
S L, T ROS 3 m 3R] 5t 4 2 i3E AGE JE B A
RAGE 3", H |ij , AGE Al RAGE 1 1l 751 i 45 45 WF
FHE— 5 R L AUR , IR AGE s A2 it i 41 ff A 2H 21
AL BB AE bR & T AS R TELE G A, Bt BB
AT TR AGEs £E DKD "B JUE o i B AR £ ()
Il PRAFEFE , LAIR 15 56 A R VR I7 4 i

1.5 ZERHEFC(protein kinase C,PKC)IER PKC
T B AE A RL IO 5 BRE FR I I R 1) RS AL
R CEER . PKC X H BT & A 12 I
A, H b PKC—- o PKC-B, F11 PKC—, /2 Wi 3L 3 40 15 /)N
Bk N R AR B O~ )T B LR PKC E R
PKC—a 1 PKC-B MV Y 377G 5 S8 A B IORN 48 R AH O
FRAE DKD Hp R 4 B BRI W R 8 1 e A
R 2 2 3k PKC BUE R+ H i — B8 (diacylg -
lycerol,DAG) JE i . DAG E.A M5l iR4E, &
I B BT LLEE 58 2 % IR 1§ D (phospholipase D,
PLD) F1% I B C (phospholipase C,PLC) , iX i Fif
it 53 A A'E FE - s T Ll R T I T LI R
{4 DAG & &4 0, AT A PKC Ik B R k™, J 3K
NOX V. 255 1 R 4k 384 o, 7= £ B2 2 ROS.  ROS 5 %4k
I3 98 AV B AT T G, 24 BH T DAG J& , AR 141
AR W, ROS F= A= 4 40 1] 5 DRk 400 1) DAG T B
A& R4 PKCAS 5l B 1 — Fh 7 vEM . PKC 1 Jy NOX
FE) L 3 A T 0 R, L9 P 1 58 R % 52 1 NOX 1 -3 3
B TE R ARG 72 AR B 22 ROS , HE T $2 e Ak P 4
T BB R PRI R 3 R N AR TR I R R R AL
T A, BRI & [ A% S PKC#UE 5 TGR-B, %
ik, AT HE— 25 B0 PKC—B, 1#& #t ¥ NADPH, £ &
AGEs T i1, R it PKC—B, B0 5 35 52 i ML A 480
A B K PKC— 44l 51 w3 ek ik 2 7 R 9
T B T SR A 45145 B AR IR U A I P R AR K
Kl ¥ J TGF-B, 3R 1A , RAE RS B NE /B ™ . AH
KA FC I , 7 i bk PKC—B 5 K 5 A PKC-B il 741)
TEIT IR R K R 2 R I B EAE K L /e
JE I 3G 0 0B 2R 5 K ROS AE R 2D, AT
{4 DKD £3 B G2 R 708 IR K BB FD N 15 1k
i v N B 40 MBS 3R R K B, NOX PKC-8.
p66she 235 14 1 I ; 117 PKC—3 11 1] 741) it 13 %4 vy v
JE % 75 Bl 15 5 ) p-p66she/p66she . NOX K 15 T
1, IR A N NS, H ET R BIL Y PKC-B
k) TR o S A/, AH O Ay AL M R B AR . BE

PKC—B 7 B JR 3 I K ik wh AH 5 Wi 7 gk — 0 IR
N 5 18 I PKC—B i 7 2 4100 1) 1) 46 77 8 PR o H R
WA T R,

1.6 ZBREBERFE ZIOBESRBIEREANLE
AP g, FEUR AR E N ERIE S R R
B S ™ B I B NER AT ANE Y. 2GR IR R
TAE TV 2 M5 B 2 2L 43R, 5008 R o RE
MR AR DI Y. 52 Je & AR A0 L i
Fih 3 B o A R BEHE L R i (aldose reductase,
AR) A 1L Y B i &% (sorbitol dehydrogenase,
SDH) , IX LE g A7 7E T 2 Fh 4l 4R b, G045 1M % 2 i
B /INER A B | SROIR AR pi 2 S0 T HREIR A
T, AR 14 3G 98, B8 8 ) FH 5 22 NADPH s 7] %) B %
Aol B T sk 22 1) L B 2 B 0 41 il 92 i3
JE 5 51 2 P 7K P - i A6 40 Bt P VLB , B AR i 1 =
BERRVE M, FEAR A e H K (glutathione, GSHD A4t
AAACERET S A 1 B LA SRS IE M, AR
41 1 PR AR S AT DA A0 Y R A VS O T I I A A 5 AN
A% B IE AR . 22 e R 15 77 AR R A Ak B
AT BETT 4R T A0 A o L BB R XA
FE£4 1 #E NADPH, 1fij NADPH /& 7= 4 GSH FIf 75 1) 4 B
DK 7, GSH A 85775 bk 0 49 ROS , [R] itk GSH I > 2 4T 1
AN S PR Z P8, SDHM 1L B R 1k
R BE I RE A A By AL 0 Pk e i M e A% A
fig (nicotinamide adenine dinucleotide, NAD)
W34 JE > NADH,, i fii NADH 42 4% il 45 NADH %1k, M
1M 7= AR A AL W 1 IR AR RO B .
PERAS 28 ARVE I 98 {8 AR mRNAZRIA 38, 3%
15 22 JU R I 5 22 0 I 0 B U0 BE 0 R S A B
T 28 A S 35 R e AR (1) 37% PR S mRNA 2Rk, 4 3%
) 52 B RO 1 M R R I R AE R BT, 2 onlE
AR P 7 0 1 A e A DR A ] B i 1) B O
7, BE 8 AGE KA 3 s H £ Ju B 2 11
NADH/NAD 14 111 it 3375 PKC , 3% 26 35 55 S8 A6 B AT
K, FAG TR B, AR A 70046 = Ath 3 B IR
52 2 RUBE PRI /N B R A2 4 B 2 5 Rk T (]
JREFHEAL

1.7 CHERIER O %iE 427 DKD %4k M 3
M AAEEEN . SRRE T, KB & A
O AT, Bl R AL R BE -6 IR , SR -6- Tk
1% 7E SR 6B R 4% 2\ B 1 A 3 T A i
B 61 IR , B ¢ TV 1 T TR PR 1% g —n— £ P9t 2 2t
2 RE T R IR R W W —n— £ TR 2 6 T A
AT sk BEAS A A RN A 5, AT B AN B
RKIE, G0 T TGF-B, FH £F ¥4 Il J5L S0 40 400 i) 571 1

(plasminogen activator inhibitor-1, PAI-1)
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PIF=A o X TR A 53 350 ] 5 B0 B A1 358 T R AR 2R
FRE FR 95 5 /N BRAE AL, 42 3E B JR o3 FF RORE 1 Kk
JEU i B W IR R 1 E —n— T R R A B
& T i 9 3R A8 Il T o (tumor necrosis
factor a, INF-a) FRIE , 5| #2564 14 5 40 Mo 45
b CUBE 845 B T A 5 ROS 7E i ILRE T 1 25
PEER™ ™, mRIRES T, B4R F= 4 K& ROS,
AT U0 o) ek e — 3Tl TR o Sl v A 2 A 1ol TR A
W E RN O IEE . OISR EE = A
] %] W AT DL W4 R AR 7 AR B 22 ROS, B A £
LA P RO o) e T - 3 R . S T
Pt AT DL it 5 R 20 S A EAE FH UGS AGE
AR, XS AT DAE— 5 0 R R A A LB

2 PELAHE K| NHBAEXIAR

2.1 BIRPHRHEHEZRY

2.1.1 FR KRNI 5 TR R
KIEM FEEHEME DR IR E AT AR I,
R EEIE MR SR R R A PR VBUAR R
W iEZ eSS MAEER™ . BN
SIS IR TR & (streptozotocin, STZ) 5 S )
B PR3 58 28 K SR 3E A7 28 B I s v S T T, S5 Rk
M EHAHRR TR 8- RN E ST N
I#% (malonaldehyde, MDA) «Ang I . TGF-B,~PKC f&
AW R 1R BRAC, 3275 28 B 5 PR AR R i
B R B A 2 A A B S e K B D e
2 ST AR B, TS T R A B A e R
ROS A= B, 42 v ' 41 23 i MDA K2 SOD /K ~F, B A%
TGF-B,N0X4 & H K 1A , AT 403 B IE S0 B 3o
T RRBR ST m R AT T RS IR I /N ER R A
53 5l P AS TR0 790 4 1 0 S R P R AT T 9, &5 SR R B
516 20 B /N BR R JIE 41 i ROS /K S K p-AKT &
FH T 2R 08 B 1 BRI, 457 78 B 1 R I I PR AR =
BE R BN ER R B4 ROS 7K P, 40 1] 4510 B 3
XIS AR R I, B AT AL R T (4
AT A2 2) M 9% A T 2 (nuclear factor ery -
throid 2-related factor 2,Nrf2)fK HFKIA, ¥
I Nr£2-ARE 388 1 , ok 2 JE R R i K B I 1 4
LEANR- A

2.1.2 4kAet B EA NS A | 2k
I ~ P ek A IR 5 Th 0, B AT AR A PN i 9 L R
WEYERC, Hoh Bl R A YT B R P
PSS 2GR Y o PR IO AR I, AR A
PRI (ginkgo biloba extract,GBE) %4 H H
HEEAERAIER, Get% {8 0% F1 OH 2k 7% , il ik
N3 N, [F] Is) GBE RE 41 TCF-B, 15 = 1 'H /N
b B A S i R R N SR TR I Ak, DT 0 ) A

YEAb o 28 B AN SE B PR AR K R T AR A 4
HUHIVE 8 5 4 S UL SIZ 36 2H K B 26 23 H MDA L 2L
AAIRE . —H A A (nitric oxide,NO) TNF-«
TP BEA, 32 75 R A P 4 ) R 4% 4110 o B R s K
R AR SR TR IR AR 40k R 8 0 RV o

.13 BB B EARRE BRI
15 155 M 55 1) R, A B 5 R K e PR AR 2R
PR AR B ThRe . 55 5 550 DKD B T A 6] 71
RIS a5 R R E R A
B AT K2 B AT 42 /) GRS SOD. I A A
(catalase, CAT) .GSH-Px & 4 , F&{IC MDA & & , &
HH 2 R e 25035 DKD /) BREUAL RE LR A » R IEPT
SEAAERT o AR AED Y v g v b R I G R A
T 2 1) DKD AR R K B, 70 0l 4 7 AN (7] 5 2 4
=32, e IAAS [F] 7] B o 8 A B2 HUAP 25 s 41 1)
I3 — AR A B 1, B2 AR TR
(presenilin associated rhomboid like,PARL)
mRNA 3% , 948 Ak B B, T 2435 DKD iE
Ko PARL 7E SR AR S A SO R H 2R, 28
BAZ TR BCYy AE LR BE PR K B PARL mRNA 3R ik
X A] e A i B B R AE AL 2 —

2.1.4 £¥% ZWAAWMATSGBZILFHZ I
R, RN PRI — 2 By 2K, A
A PUA BT A S B T 0 i R A5 2 B E 1
S H A 5T PR BB /N R B R VIR
LR, AR R EZ RN E CAT . Ei
A Ak W) B Ak B (manganese superoxide dis -
mutase, Mn—SOD) \ £& #i 44 I’ 1 8 &2 &4 1 (com -
plex T ). Z&RiARITIR G S &I (complex 11D
MR & 2 H HFE (0D JROS ZKF B, B 4127
B EANGE IR 2R R R &N R TE
Re I NI R SEGR B E IR o Ty 25 550
W 7RI, 223 R Ab B4R BRUR VR, SOD 7K 7 &
Nrf2/Keapl 1 Il £1 25 0 48 g 25 A &8 T &, T
MAD 7K ¥~ B AR , 4 7 %2 3 3% AT 3 Nrf2 3 % e
SN B I 5 U0 A v LW 5 D 1 N TR R G B
PR

2.1.5 &FF WEEAEAIEMRR .S KRR D)
R, HoA RO sy %1 R IE RS LR b
B B A A RS X RN R
SRR B H/PRIVEF LLAE 30~299 mg/g) 1 2 B
PRI S8 45 T 3B BB ANGIT , 25 KR IS & M
BT AR, A R AR T H 8 IR H B,
PEREE 9D, 1T SOD S GSH-Px 7K P14 i, 5 ) 35
X HAT B N E F S 9F HoBE o3 581 DKD B
HE TR, T MR SESR B 2 X DKD B /)



122 a4 % & R

Western Journal of Traditional Chinese Medicine,2025 Vol.38 No.5

BRE AT T T, & B B 5 ] e O A miR-141 %
2, VO Sirt1/Nrf2 {5 5 8 B , M I 42 0% PR
g S ) A, REGE /N R DKD HE J . i 2K
SRR EATRIE B 75 4 K R AR 4
B, Has A , DU A4 B e IR B Y
KBRS, &5 F R AR ZH KRR /N b B 4 R A
3B INE U, IR E R T T B S S U
F AR B AN E B e R B R T R,
GSH 75 5 F1 SOD ¥ PE 3 2 iy, # /s s A 4R U By
P B AH VR A A0 0 F0 B TR BT A 4R

2.1.6 HFoNKR EHABEREAE BRI I L8 2%
ORPIE PN S e = SR/N AR S B PN /A ]
A RO Y, 7R B IR T AR I PR B
MR S ok G S5 R I, TR AR R T
9 DKD /)~ B AR 7Y 2H AN /DN Bk 5% 15 4 e v 3
R AR 21 SOD 3% 4 T 5, MDA 75 9 /b, [R] B 3t 4
WYl 2 (peroxiredoxin 2, PRDX2) & H & 1A 4
I, 5 WY R A R W] Ae @ i B PRDX2 R A 3R
ik 5035 DKD B E A A RLBOIRAS o sk #5550t 7k
L, 3L TR A 2 1R YT S 1 DKD A Y K B, MDA 7K
PR, 177 GSH-Px B CAT 7K P 7t 5, H 257 &K #t
P, 22 B T A T 22 8 T ) MDA 35 4 , £ /& GSH-Px
5 CAT V& . HAEHIMLHI AT fe 5 8 A ik 2 1 4 )
B R A R, SRR R LB O, AR & DY
i 3 F A M 22 -7 DKD B AL KRR, 45 BRI K
B JUE 4H 0 rb p-AMPK J% Nr£2 3K TH i , NF-kB %
K AR, LA TR A R 2 1 e 4% AMPK I8 12 ) &
() 28 i 5 R A8 A 2 BRI, 3X TT R 2 B A Tk 22
HRY B R 73 AL

2.2 HEE

2.2.1 FHRIRE  EIERTERAIEERE
B 2 T, BUARZHE 2 SR S8, i 2 I e L
B YA s P AR B NE b A
SEPEFNY . BRI DKD B 78 TG B3R 9T 1
Bl BN BRI IRYT , S R R G R IT A
B MDA, I JR & % (blood urea nitrogen,
BUND . L& LT (serum creatinine,SCr). R &
FH fHEM 2 (urinary albumin excretion rates,
UAERD 7K T~ B A1 58 B &, SOD /K ~F 7 v B B i , &
B 8 2% I 3 T A RO R A R A, O
BIhae. — NSRS B i K B G TT
DKD, ¥& 47 J& & & I iE e W A0 8 3 77 ) (ad -
vanced oxidation protein products,AOPP) 7K
PR, SOD A GSH-Px 7K ~F-Ft 15, HLIE A 2H 4% T ifiL
TE TR AR X8 5 B R Ay dE 2 o s B R, SR B B BRI
T B A HBRIE R E A A H R AT E A E

F 5 I RE IR B N R T 40 . BB DS SETR A
BB H IR T UDKD B, 45 BRI
I A 4 B8 34 GSH-Px. SOD /KP4 7+ /&, HLER & 2H ok
BT R AT A, R E R
RYHR 5 IL7E GSH-Px . SOD % M , i BR WL o e 2 &
)R E 2 DR U A A ST AA S A B
PR NE [R5 ] el A 1 ) R 4R Ak, RS /N
R VEH . F e AN IR I, R B I AE
FAHL 2 38 1 F+ 755 SOD 7K F , B4 45 MAD 7K S, M T
03 DKD A5 1 4 43 S8 Ak S B A

2.2.2 REFFBE REEHPRN LA EREE.
TH 9T I IR R R AR RIGIRT 2 - Ti6897
18 11 ' i A1 PR B E 3 S5 0 1 25 5 7
FEER G50 VR 7 SR A o FH R 57 ORI YE
J7T DKD &KW . 45 AT J5 SOD.GSH-Px = T
S} 1 ZH , MDA AOPP  ADMA X T X I 4H . 32K K 55
TH UL BE 242 DKD 24K 1 s S AL MBOIR &S 1E
AR A IR A B 2R (STZ) 35 4% DKD K FR B 7Y
W B AN R 77 8 IR 2 7 WUk 41 AT e, R A
TR T UK 4 0 BE A B B AR, IR R A
37 BUNLSCr TG MDA & & i 2% F4 1K, NO. SOD &
B R R T ORL A 0 S A N, oG
B Ihhe .

2.2.3 bRz igime RN 80 441 DKD i
BEAL 7 W 2H 5 BEZER F 0 RVR 9T, ¥a 7 4 im
AR, 45 BRI IT 4 S0D AP = B
PR T A IR SRS R B B T, 8
BV R AR . PPN A R 5
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