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[Abstract] Diabetic kidney disease (DKD) is a microvascular complication of diabetes, with a complex pathogenesis, in
which mitochondrial dysfunction is considered to be the core of DKD development. Taking mitochondria as a target to regulate
mitochondrial energy metabolism, mitochondrial oxidative stress, mitophagy, and mitochondrial dynamic function represents a
promising strategy for the DKD prevention and treatment, with good prospects in clinical application. Traditional Chinese medicine
(TCM) has great potential to mediate mitochondrial dysfunction in the DKD prevention and treatment. This article deeply explores
the intrinsic relationship between various forms of mitochondrial dysfunction and DKD, and summarizes the current research status
of various Chinese herbal compounds and Chinese herbal formulas in targeting mitochondrial dysfunction for the DKD prevention
and treatment. This article aims to provide new targets and strategies for the DKD prevention and treatment, and the research and
development of TCM.
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A5 B /INER T A 0 S P R TR 0 L A R T R R R T
K BN BR A AR I PR A ()RR T R D B A N B B ED
DKD J& 8 1 I3 A1 2R 3 55 IE s 199 = 22 J IR, A 2 R
9 R BP0 B TR, R A R [N A e AR Y
PRI, DKD W BORHLE R 24, 8 KOG 3 AL L K R
A S LT B ) 2 AR A A PR PR A v b
R ZE AL DKD & 4 & R IARA N 0 2R A 1 0 5
CE T Va1 AT R AR N A D 1 T
FIEE 240 e T /NG R AN L) 540, HC e Ok R ) R T A
9 J: DKD & A= Fak e i %000 2RO AR 2 Z0A% 40 i il AR
W b e b A R E BR ER AL T A e R IR Y
(ATP) , i RE 38 1 8 & FQ 3 7 4 | B e 07 A8 Ak 7™ AR 3 M 4
(ROS) ALV #5522 Fh AL A 7 B ED) R . BF9T &2 8L, 7
DKD H 3l 445 18 0 41 g 452 80T epy 4 i 7 3 00 2% ) 48k A
TEZ5 RN G 45 A 1) S o BRI, AR SO R A T b 1A 1) R s A
%t DKD kR R, B 25 T ZF0p 25k & a2 43 4
I7i] 28 s U Ty RE B A5 1V BFF 58 3R, 75 38 4 )5 DKD IR YT 254
PRI RIF 2 5 AL T 9 35 il R AR 3

1 DKD5Z&HNFHEEREREE

11 HFIPUCEE SR Al b = A ATP A5 =UF 350, (46
PR | R TR A PR AN 2 R A S AL B R Ak o %k 204 40 g T
T A A TR L0 R A0 R AR 0 rh O BR Y H P R R 2R ORE
1A 52 B4R AR T R AL 2 ATP R 9 BT AL f 1 IR I A oy
AW T[RRI YR (NADH) IR A M ] E 49 T (3
R AR A (A6 R0 )5 m) 250N (400
BE CEE) EAWV (ATP 4 ) FIZ i 41 4% C
AR, 3 3 A% 3o v T IR T DA GOk R B T B B 5 ]
Ol A 32 H A2 B0 BT ATP & BT A5 K4 R 5 32 i 0, 0E T
FeAE B BRI TATP  BFE R W AR R AR AR E L 2 90%
F14 ' K B B A T O 1 AR T AR AL S R, TR
LR A T W 1Y) 48 Ak 8 1 T4 T B s B NE A B ) g P A
M), B 2 A AR M AE T o 0 ATP 7= A Y ek /0 £ 451 405 B I
N0 RS N B A0 B AL h AR R e e 22 S5, SO AN
i 5 R 43 5, Ml A B /N sk ik o 5 R i | S DKOD 2 1 IR
N, VS /NG LR R gE T IR RE A B
A 2R AR RE AR . R IR sh AR A v | 2ok A I
ZAY T MG PE RN 223K B AR, 3 5 0 A0 45495 A S A 40
PR S K ST S T (0 e A ) 7 A R
TR T T e 2R R AR DT I 4 2 S W MG ME T R AR C B
T L 2L A B, R A T 2, R AL TR AL i ) T 3 IR, 8 40
LT b 1 58 4 5 5 1 A L 9 ROS, ROS 4 18 £ I8 i 1k
ARG R R0 A AT A T TR G AR R
DKD P I 0 420 1k B8 ) A0 e e BN, DA T Uk 6 R U 450
i F AP EEE G W T 005 B 5k NADH it & 2% i 2 1
4(Ndufs4) (1) DKD P/ B, H B2 20 i 4 7R 0 T 25 D g
FIEE IR S 345 50 ) @ sk %> . ATP 4 B T 2% B(ATPSb)
FIR BIBE PN AR T DKD /N BUBE /N 153 0B E LR iR
A0, I W % A A A 5 AR A L T R R R S R RE S 3L
DKD i &,

1.2 ZRRLIR I AR A IR A 5 R SRR —Fho B
F 41 B R, 28 KA DNA (mtDNA ) & 28R AR 3 19 B O 4 i
i PR XLEE DNA 43 F o A28 mtDNA £ £ 16 568 bp, 4i i
BBMZIKOTWREEEZ A T IV VTR 22455
RNA Fil 2 #4514 RNA™, mtDNA M 5) & A4 48 . LB
R, — 5 T mtDNA 1Y & il 76 F 5% (H) FIER 58 (L) 2 1] &
JE AN BR, A ) LB (O SE M A X S RO R T A
BB SEN S 5 —J7 T, mtDNA B4R £k kr A i b ROS 77 4=
P a5, A A e B2 1 ROS BV AT XF mtDNA 5 i 1 /7 , mtDNA
BeZ B E R G AL PR L8 KO SR R R BE
T Uis g n R AR A R SRR
mtDNA 46 X 5 3o 1% 51 28 25 19 mtDNA #% DRI o8 [ (5
S| MR LB S BT R AT S R A B8 R AR RE R B
3, 4N LA A3243G 2878 3[R O 3 A 2o Ak 3 IR 5 A5 1 IR s i
F L H K E DKD A5 81 R B IE B 008 R 28 K 0 e 0B 1 L
BB 3T mtDNA 197 548 bl 55 DKD % W1 ¢
9% % B STZ i 3 1 M IR K BUE A Hh 77 72 mDNA 451453 ,
FLJER 5 23097 N AR F% B U5 1 mtDNA 2% B8, w b
mtDNA # 15 Al mtDNA it 2k 78 & I+ B 20T G J& DKD B9 3%
FRHL =2 —P 0 Bl PR B SN R I mtDNA 7 B /b 1 1 5
TR DR B S AR T B2 00 B PR B I mtDNA &
ST /0N W 1 2 3 AT R 5 R 3R B R R E N 3
INPYE DI S . I mtDNA $5 DU B /N BR g 0k 3R 5L IE A
%, 5EAREAME . 1 mtDNA T LS BB RE A
PRYGHEH , JR mtDNA RE T 4 3 S e B 2F 4B A5 00 o R, il
mtDNA FlJ¥ mtDNA B 42 DKD (%2 Wi #5845 , th 42 DKD 1 i
JEHEFRDY, MLkk DNA 454 H 1(SSBP1) H A7 445 mtDNA
1E % &2 4 R e A9 4 FH L SSBP 1 58 A8 £ i A8 H: — 3 {4/ 2R
PR KSF 1 5 3 mtDNA #E 35 , T 98 SSBP1 Al fifi H A RE & 4% 1E
AT, T mtDNA $5 D1 H0m /022 SR, £ 4
PR K LAY B /NBR E AT B 1 4 2 S T R & B SSBP I i
R, aF F Ak (Y SSBPIL I i # 7 DNA K i 1 R (A % i
(DNA-PK) 5 5 % 55 5 1 p53 1E 22 2412 15(S15) b W 2 1k
DAL pS3 A% BR B2, DA 00 ) e MDA 25 2 A i 2k 2
TUBU A D738 B3R AR 58 5% 700 B 11(SLCTALL) 33k, 9K
Bl 2 A0 HL R BT T, B 40 N ER U AL B R L N B DKD AR R,
7> SSBP1 A ok 3 38 W) W dgh 25 2 i f 40 R Ak AE T, 2 i HE 2%
DKD #fJ@'™, 45 R AR TR Al B 5 B p e B A 56 . BF 9T
K I, DKD K B b AE B E 45 5 407 24 58 WL 4% B meDNA 19 %1k
05 B2, fHAE DKD /N F) A mtDNA 35 45 13 J51 BR T 5 /1
BRI B AN, 1 DKD B A4 S 40 M v B0 9 A 2 ki R R A
mtDNA 145 Rl 52 17 53 Mk 4 7 BNV P . L IR R
2R A 56 35 7 I A N DROD AR A e R 38 S R B

2 DKD 5%k a4 R

2.0 SRR EAL R A HUR AR, ORI 0T 0 BE B A
T MV T3R5 8TR A BN 5% 16
ROS, 4 Jifg P BT %01k 37 20 41k 9 B AL i 2(SOD2) i &1k
S DA A e H G S A il ( GPX) T BR ROS i 41 i Fn 21
LRI REIE W 0 ML 1A 32 2 7 b 5 4 F o, ROS 5
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SRR BT AL 2 8] 04 7 B AT L ROS 2 AR BR = AR
AR R ORI R A ARURIRE R A 1 O
S — S A S A B BT IR A o A AR RR 3 BRI
LR IR PR L 9V T I 2R R AR 41 1 4 ROS Gk
mtDNA Wi 4 451455 AL e | 52 g 28R 14 2R (U180 L 382> ATP
7 A T RS B ROS , 2 1t 1Y ROS 45 475 4 44 U BE 45
4, B A AR A5 28 C A BT, T O PR G 2, 1 [ 2 a8 7 A
PR A0 A i JR =7 s 1 ROS 5 BT 421 107 8 vk
Ay )& DKD g B A 22 AL Y SR BEAA YT . S bE R 2 40
2R A B AL Y H ROS 1 2€ Y608 B b 35 T i, R MR 7 3%
brg: )/ DS RN SRV N sy RN ST A NN
B NER A P R A 1 A TR RO N T B, MR R 2
(NTf2) PR3 7, L V8 it e 80 Ak 370 i 210 38 0 42U -1 (HO- 1)
O = N T R R A A En iR W= I = AR
CS5TBL/6 HE BRI /1N BB 45 45 A58 280 vy | 7 P 400 o) 28 R A e 6 Ak
I SKQU AEAT R PR AR 1R L HEMERUE NEREF 4167
XA PR S v W S 1) R A S R R DKD 1 v E
TRIT AWK

S AL I TN A A R R R T L R R T I S N
SR8 A I AN B R AR R AE R F L, A0 A A #E (IL) -18.
IL-6 ., P A% #4 AL 2 11 -1 (MCP-1) I il 8 IR 3 [H F- -a (TNF-a)
200 b S TN T -k B (NF-xB ) 2 45 PR % 48 iF [ i i T 52
g Si IR, 2R A4 48046 L 0TS Toll B 2% {4 4(TLR4)/NF-«B
15 5 30 6, R0 NE 98 0 AN £F 4E AR5 . [R]BE NF-xB A9 30
fie {2 ¥ F Ui 48 4E T MCP-1, TNF-a IL-6 %5 i £ 35, Hirp
TNF-a X} ROS A4 77 A4 HAT G S /E FH T, R N TR i
U L 45 3 % P B /R UE E ThRE . SRR T, 22
435 AL R O (MAPK) fE 8 i 19 ROS 3030 , T
R Se B H MM 1 5 — A AL & T — A At
B — AR Z AR R 5 S 4y T R
o L AT 1 PR DR B I 300 R RE RN B i — Uk
R WA B A US4 e R, BN EE T DKD Y i R A
s 2R A AR SR 4 S SN I TRV L B A B AR R
I 5 S IV R B AT 2 15 Y7 DKD FlAE 28 DKD k& .
2.2 JEFGSAE FEIETT  BRIETT A H DIXON %5
W —Fp 2B A st T O X, B RION LR IR E SR 4k
LA U /D S O R LN 2 R IR R A T A L £
ARG 18 A A I G A T U R R T el
AR A I 5T ROS, S E A I B AE T R D I . T 95
Jig Bt ROS 5 5 (19 % S€ 1= /& FH. 1 DKD #F & 09 A 207 i,
GPX4 FINrf2 ¥ 2 W il BRI T- 19 e 8 H T . GPX LA H
JHR A G 4 3 DN 0 3 LA W A B R AR BOIRAS TR A b
H AR b P AR R B RE I8, i GPX Bl IS 1T 5 2 L-OOH
GRBHEES S Mg, Hh, GPX4 R &
BPLEMM Z —, AT /NG R Rk, TR L,
DKD /) LB JEH GPX4 335 BEAR, i BT 4010 4 gk 25 14
T s v AL BN B /NG b A0 (HK-2) Hh (8 Ak 58 T 4
i 7 Ferrostatin-1 -1 i U] A8 ) 4% DKD B IE £F 4 {6154 34
T ULER A7 B 98 95 1 3(SIRT3)/SOD2/GPX4 {7 = i # 7 4
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Frbobi ik AL R T, Nef2 A SR AL B S R B R R
V7 4 5 B TR T e A N2 5 R B9 0 T s R R 9 A HK-2 441 it
4 43 B 28 X 4k BB T ) RO M L T AE R N2 R AR R B o
HK-2 2 i 0 4804k I i8R 0 1 [R1B, 328 W7 L 4 3 457 A, 410 )
BRAET . A HO-1 Y IE VA B T 08 28 k1 S A LA
SR %, (A DKD B I i 420 n] 5 808 /NVE HO-1 K- 5% Tt
fE 2 i HO- 13 i B A il 21 & 51 e kad 2, 5 imi S 8UA ik
O 4 i B Gk S Ak i & AR T BB T MR A
(FSP1)/4# i Q10 (CoQ10) i& 2 J& T 4F ok & LAY 2 57 F
GPX4 A M H 5 5 WM . FSPAE b —Fh &AL 8 S5l , 78 18
JF CoQ10 Y 5zt 6t v 25 W37 MG P 1 P 348 3R B S Ak ), B 1k
J B3k A Ak L AR 2R FE TS DKD 28 8 B T 34 2 1 H A
BRAET IR T ML [ A A G L (R L 0 43 T WL T R A
3 DKDEZNEREEHWNRERE

3.0 LR NHSGEEAIRES R SOk T B G 4
Gl S S DS VS| B QA £ B NSl NS TR NS D
E & A AT 3 mtDNA 465 497 B e 437 7K 7 B 1 Sk IR kA T
Gy, Ze et VS IR o8 SR AR R 0 R R L 7 ¥
fIRIE, GTP 3 J1 8 UM SC8E (1 1(Drpl) SR 4E )5 5 20 i {4 7 3
R R AN T Z RS TR BRSNS T al
oIk G A, I8 I K i GTP i b 3R U 45, fiff 28 44 43 24007
RHO #1562 H 38 1(ROCK 1) fEAE 1E Drp 1 (£ i AR 5% 32 I
Wi W2 fk Drpl, AT i 2 2k 4 5» 24, in A ROCK L 1 il 71 J
T A TR R /N R T A 5 R A R R Ay T
LA 23 ZLRE 0 55 B IR AR 00 B 3 S A DG e Y ok A
O S LR Bl ) A S B4 B P T R A I ok
PR I 28 R A 43 24 5 R 46 2 B h 2 DRKDOIRES N A & I
UM RBLIR LA (fusion) 78 2R A P 40 2 S L LAAS ] 114
B & A i 2 22 205 26 11 L(OPAL) 78 B Ak oAy K i
A ORI AN B R A 1 1/2( M /2 ) 45 4ok A 0 I R
THAWEA GTPEIhEES . AHRE T bR 4
WA B B R KRGS NS N EIR, S
mtDNA I 46 1k 2 11 B B, 2 15 20 6 A 0 B Ak /-4
R 3 A 17 8 R 3 2 R AR A S S, {H DKD 4 il 46 hr
PR Mfn2 23K 38 /0 4R il A B il b 2635 M2 BB W 3
Vol A v AR T 1 R AR T R R A D ) SR R A O Py J5i I
s A T N S B A R TR N e N B
DKDRZE T MRS E . BuiA kLh ik n 2 56 & 1%
DKD HEHI I 58 A £, i 75 57 22 (10 5256 56 0F .

3.2 LRMIPRIMESR  ZORR AW BR R 2B
RH LR B R 2R R TR R AR LA E Y
U 04 B I, R R AR T A ) Y SCHE LR . ABE 105
AR S B4 T R R 5K T R P RV (PTEN ) 75 5 M1 A 15 1
(PINK 1)/ 4x 8 [ (Parkin) /& £& KL K [ Wiz 3 MM ik 42
BIAC S A BRI T PINKI 7 AR, 58 4 16 £k R 4
B, s A (e 2R RS2 B I, PINK 1 B 40 0 J55 27 % 1) 28 o 4k 71
R348 5% B B3 97 #2614 3 42 i 05 M (4 Parkin, /v 3 2L
WAz Z )5 SME ML E A R4 3(LC3) Kk



3255 111
20264F 6 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 32,No. 11
Jun. ,2026

SR (RS Y TR NN AR 1 e =R b g
PINK 1 335 LI B 3 2R R0 A ) 105, {ofF 5 JUE 40 A 4 £ 7 38 46 473 75
B e, A0Sk e Ak R 0 B SR SRR T 43 R R PINKL 2R (%
3k, 10 40 ) PINK 1/Parkin 415 19 287 44 (1 1", PINK1
A Parkin (1 Ik 22 3K &8 1B I Drp1 4K #1928 ki 1A b 240
FUN14 &2 1 1 (FUNDC1) A 3 (19 45 2 2% A0 14 Ja 3% 2 46
R M B 55— Bh R WLk 42, FUNDCT DB R 1k 19 JE 2K
B A7 76 T 4 B0 MR A JBE I, 77 1G4 3 26 b Ak it 4 K 1,
unc-51 K¢ i 1 (ULK 1) {€ ¥ FUNDC1 #1 LC3 A1 H.AFE H , #F
7 2 1 2R AR I E K SR WA (SRC) J2 FUNDCL ¥ -
iF &4, 72 DKD /N B 40 i A, i i 1 SRC B2 1L K
HETTA G T FUNDC A S 59 26 ki 4 [ g 5 38 3 SRC il 51
T W HESR T FUNDC1 A 5 09 8k 1A A W 5, 2 4% 5 W for
15 LA S, 0 /b 2 A0 B R T, O il R A i UL L R 2R 1 K
ST i EL Bh A R AR RS H (mTOR) & — Rl 22 & R /95
ARRVEGE AW, vl T A WS 1 ULK LRI ULK?2 3% 3k AT
U D W T B o e W A B T U R T R T AL R 1
(AMPK) 5 % At 2 Fh BT S0 f0 Wi, 38 o e fire |, 41 28 i 4 ol
i FRR U 2 AR 34, 38 0 400 1 T % /) mTOR B A T [ WY &
A JENY . AMPK A 0T DL T B A iR R 1R o 2R i
W) 4B 2 2 W A I 50 M E SR AR 1 P LA TS
fiL . SIRT6 IE [n] J4 15 ZL ki {k B Wik , 7E DKD /) EL 7 SIRT6 fift
= 3 3K SIRT6 J5 i % T AMPK, J2 41 g b 48 i 1A T2 25 W]
BB, fE db/db /N R g 3 3k 9 SIRT3 W] B ik 5 i
AMPK i 1% , 2 3% DKD B IE 20 Ml 4 b7 44 3 428 08 72 F1 4 b 44
fig AU R AL, AT A ) 4E 2% DKD #EE /e Y. DL LA
FEIHETR  ORL R A WX R AR R AR S R R

3.3 RRARAEYRA R BRI EY) &R R SRR
A AN 53 BT T S A 1) o AR 3T SR AT T . i
S A 0y TR 384 90 A0 AT 2 AR B G PH F-1a( PG C-1a) S 2K
R A 4 e A 0 T B R R T REONG A0 R N A B S
A LR R A SR Ak R Ak R TC SRR T A T 1 R T, A
mtDNA & il Fife 5t , 2 3F (B L b AR i i . PGC-1a
I HE 5 H A A BT A LA A 2o A ) il AR T )
24K y(PPARYy) Nrfl/2 S0 B M5 A7 1 ME 30 38 4 DG A2 IR 4
T 20 B A A 2 R AR PGC-La 7R B INE By 0k
F R e B R A e AR SN, DKD 1 PGC-1a 11,
B % DKD 5% 78 7 J PGC-1a i35 F ", SIRT1 #1 SIRT3
JE PGC-la 9 LR 42 85 1, 15 PGC-1a 78 S AL LIRS
Y S B AN S SN, R PGC- 1o 63K B AIG 1 Bt 5 32 2]
2 i K AP B Y Drp1 8 i1, SIRT1 A1 SIRT3 B89 1% PGC-1a ¥4
Lo TRENGEL Y/ R W e TR LN SR A& R TR T ] 4
IR /ATP HAE T I, AMPK W 4 Ak PGC- 1o 3075 H: 8 45 5%
RIS RE B0 I 28 R /R AMPK/PGC-1a 15 5 1 % ok 3%
DKD £k 7 A 5y i B A5, M ITT F 47 B W 2L 80090 I3 T 922 2 i)
PGC-la 4b , = B T 19 S04k I B L 98 9 R I 6 /E L+
PGC-la I # 3¢ ¥ 5% A F b J& DKD #1509 HL 1l 2 — .
CCAAT 4538 45 4 25 11 (C/EBPS) |7 VZ 43 15 7£ J& 40 i 45 24 3R
3Ly 4R P, 5 PPARY (NF-B 45 £ Fh % 5t N 717 146 % 1)

K e, PPARY B3 7735 5 IR P PGC-1a 33k, FEAR B I 42
AT, 8 /0 ROS P24, i 35 28 R F8 25 ; C/EBPo 2 K i %%
) DKD /)N B0 30 ] 7 PGC-la 3 42, 0 3 B JE 304 105
%' PGC-la [ 3235 71 5% C/EBPB IR 14 A (PKA) I
PA T ok R hk I ROS AR A I R 9k
vl T fiff M2 7 (PKM2) % [ i Bk /D BUEE 19 PGC- 1o 25 1 11
LA R IR T R R 4N AR R R AR S50t B W Us /b, T R PKM2
W A8 4 44035 DKD 2 40 i 4507
4 WHIFELRN I EE RS IA T DKD

DKD JE FHE2h B 7 WS " R B8
W, P 25 7 B A DKD Oy i BT Z ikt 2L AR IR
R/NEEAR S, JTAESR v s 2 A T 2O IR T RE 8 A 1 i A AN
LRSI T Tz 56 . h 2540 & W) 45 B 25 L 2 625 (il
25 2 W SR A RS A P 25 5 G S bR M L
S TR SR A e AR AR,
4 fil $10 i) £ KA T B R A5 B)7 35 DKD .
4.1 T EY
411 HEAZE %) K6 R TR A P 2 i B 25 6 4R L
RN RS  = R Sl ) e N 17 R 2 W e
Z R HAE B2 T DKD WA Y . IIT RSS2 B,
) FE AL M M ER AEE 1 1M GPX4 FISLCTALL F£ik | F %
AR 32 AR E 3R A G B K BE K K Bt 4(ACSL4)
B 2 38 0 i /b R DT R, BRI ROS Y 72 2 I T 1 /K F- ok 42
F B A AL AE 1, M & FE 40 ) DD B /N 40 i Bk A8 T B A
P Mk e 36 e B 8 95 46 R IR P R R T A I LS
PR, — R R M B A AR . A 2 BBl 3L T 5 DKD
KA LR SOD & & FEARTY e & 1 0 % E AL T B,
[Fi] B 4000 46 ' 20 40 NF-B 1 235, BRI 480 B IL-18 . IL-6 Al
TNF-a 7KF B3 R MR 0777 #it Bz 32006 & ik v 45 Je T ik
T 4B B W 2% ff DKD /D BUE 40 0 25 20 1k, 020 IR R
F10757 i 258 AT BT DKD K B A S A HK-2 41 i
H N2 2635, T I IR BE T, AR AP iR 7. DL 9%
A6 BB Oy 32 A 2 W43 1 B0 R 2 5 R B SR AR T N
FH T DKD 191t R B 6 o #8252 Jie 2 1 487 i B8 55 11 HK-2 4
i r B ok R Bl AN 2 24 > ROS 72 2 FAR I U T, ke 3
2k o UK T W BE D) BB mtDNA #5345 A1 L Y RIS, 1 0
PINK 1 H 3¢ 5 5 38 % v 5 (0 £ B4R 11 W 7K F , A T s 52
DKD /B BNV E T, s s g 3 R WY s
TURL 2 = 0 LAk R BERE F7 A 8 B 1 Ol Bl 38 e L
PRI BE B A5, T RE 2 1 5 95 16 KL R B 7 DKD Y B Z AL

B I v 2 1 B b SR — FP AR AL A A LA
B TH A ML S . B AR AT T L A T R
W% 4% 57 57 \ROS 3 B A R % P v, Xt ok ik iy Th e 5
S5 R B QR AP R T, 76 B 2 FR G AR AT MR SR IR I I M DR
Je Fo 3 o 46 22 AOR [R) P vP 35 oA B dip g7 4% UY . £ DKD
JIN BB TR R o S S 4 T A0 G A5 05 A R | S A RE I
ROS U, 19 in Nrf2 B H 0 R SIRT1 (19 3& 35, [iH HO-1
E R, ol 35 A AL R [ B 8 R 3 IL-18.IL-6 .
MCP-1 fil TNF-a % 48 1 [ 7 /K, -+ 1l MAPK 49 5 5 i
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s I HE % DKD iff JE Y 7500, ik s gl SRR, HES
I 6 2 38 2o B0 S T AT 10 T 6 RE R R AR DKOD A5 Y
LA H AT RE Y

A R B RS 2R b 4 Y B 2 A, B
B BUE L M Z OB RIS AR B R . AR RS
HK-2 4 v, B 45 5 8 4 GPX4 M5 Bt ROS il #%
ZARILHONG T 2 A 20k, DA S B T8 2 M ek
HK-2 4045 473 i £ . B s S o HL oA A s kAt Tl s
DKD ¥ 7 LI , {7 6 55 5 % F 4 ) DKD 26 b7 4k T R e 15
A S AT R D, RAE IR AAZ 8 -
4.12 ZREZE MHZEER MM EEEER S Z — A H
R B PR YU S 2 R 25 BN M . #E DKD KRR
B ) 2 T s A] R IR 41 41 P B9 NF-«B . MCP-1,
TNF-a IL-1 55 46 Mk B 73R 3k, DA 28 A B DR 45550 2413
ZBEAfE T Drpl F& 14, 400 DKD /N BB I 40 i A 2R 44
2445 JE ] AMPK AR 5 38 B A T 1 SRR 5 i A i (i 2
R 19 35 ) Bl 2585, AT D8 SRR B 45 . T LY
I 2 8 J& i3 DK D 8 PR Ty R e A5 19 — Fh s 2E 259

HORE 220 BORE P & B A0 25 B A L v Bt ok 1k
AeE R, IR S IR A T A A AR P 2ok
TR S5 4, 78 2% it DKD % 4 N A1 DR 47 1 3 g O ThT A7 o 2
YER . B FoE & 20, % 16 2 BE B P IR DKD /N FUN — 8 A
SERE TR R AT AU BT R R E
BE LR BK R SR8, B GPX4 R 3Rk, W il 2k A8
T HORE 2 BRI [ DKD 2807 14 o B s A9 1 BIF 5T 40 L Bl
il A L AT A TR AR 5T

WL R T B MM EGY , AR Bt
AL R BRI AR o TR RRES S 00 A A R A A A A
R, LW A S I ROS MR B 110 & 8, 3R T R A
2R VR T L A, 32 78 PGC-1a . GPX4,SLCTA 11 %5 Y 3
KRR R M T R, 2R A T AMPK/
SIRT1/PGC-la ifs 12 , Y R AR T RE , M Ifii & # % DKD 15
AN L R R AR T s gT R W] EE 2R
S 0 R B T AN R AR AR ) 2 A O i3 DKD SRR )
[ TRE

U5 58 M th T IA AR IR — R LA B
Wi LA RV e U AR . RS R L, S i T £ e
1B 3 % DKD K BB 40 40 i TNF-« IL-1, 8 B 28 8 P
¥, SOD i 7 4 73 ok H K ik Ak AU VE IR A A T
T B % 24 T 3 2 B n T T L I A T 22 i
SHBUR S IAES Y TRCN IR TR AW I B/ AN S = /A= W AR
A1, 3k — 25 203 DKD 2R IR T R s 65, (H B AR BL e A

FN 2 W SRR P SR IR 2 B ST M Ry B R
BB A T A R e SEAE T . 7E DKD K BRI/ RS
RIrp, 2B 2 B4R B 44U SIRT1.FOXO1 i 2 1%
ik 1 NF-«B 19 8 1K 30 o 4 Ak S RO R I W i
Z4 1 LK SOD 19 ¥, T AR 37 B T ik | F 1% R 2
B BN ks g LRI SR 2 0 Al S 1 R RE R
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NE LSRR A4 DD B IE 20 i 2 R T g 8 i e 2 By
5 DKD MIEH .

4.1.3 W52 AR R MR A NS B ko
TALE Y, HA PR B AL RO R A R S P
JEEEH . NS 3 Rb, fE /D 41 (0 5 C YRR RN 28 B 14k
JE TR 1 o T P AR RS T R W 1R AL T 4 1 Rk L
il ROS 9 o B2 7 A=, DT 00 i oo W 075 5 199 /0 U 4 i oA
7=, 7 DKD /M ERBE R i, A2 2 9F Rb, 8 ik 3 056 B /1
BRAG , OF R AR A T 2R (I R EA T NS AT Rh, BE T BEAR
B 4140 19 SOD | Y 8 7K S A FL R A 20 R Y 0 1, R
Nrf2 Il HO-1 2 (10 3R 15, ini B0 /N BB 2h .
N2 5 AY ] BB 23 Bt SR T ek 35 DKD 2k (R T B, (HLE
PRBLIAR 5 3 — B R 5%

RE TR A JE AR h 43 B Y —Fh = ik &9, B
BUR BEE DU BUR SR PRI IRE R A
T 400 v B S 0 /0N RS AN R A TR S L W0 ) ROS Y
PR AR R EORL AR R H KT s RS TR A KR T I S i 2 Al
fite F1 DKD /) BB 41 40 A LC3 3 1 3538, JT B# ik FUNDCI
I A TR W, DA AR T I N PR 2R K 4
LT A AR L SR IR W 0k 5 SR P AR Ak R
IV 7 2 A I S AR S TR A 4R A T B AN Bl B DKD
Ay ZE AL

TN THE 2R v 25 T N THE A ) AR I 4R R — R R R
i I ER A HL AT B0 5 B BT | S A R R S
Ui AP DKD F A E R . RAMR E g L
GPX4.SLC7A1L Nrf2 8 F R IK WDk O 2k 11y
P I 4L Ak R ORI R AE T L AT 3% DKD 28 K 1A T ik
P TS HE T A B T F I PTEN .mTOR %5 [ W 4 56
M RIE WA 2RI B WK 2% ff DKD 21 4k 4k, 3 1 48 2%
DKD iy JE

FF BRI S A 2 0T 7 SR S5 AR 4 R ep PR IR — F
=S FARE Y B B R PUE AL | IR A 2 R 2 R
F5 B W2 3R 7 J5 DKD K B IE o PGC-1a A ; B 2 1L
(p)-AMPK # 357K F I} i , TLR4 NF-«B 5% 1k 4= K A -8,
(TGF-B,) F 35 B AR, W35 FEAR T B i AR 2R 3 7 ' IE )
AETY . wl LB R ik W i3 AMPK/PGC-1a Fl TLR4/NF-«B
15 5 3 % oA 36 N I AR A R R RE | U B DR K U A
{EL 5 B T2 08 1) £ R 4 ) 8 05 B ¥ DKD 19 A 52 e A
it — L R9Y .
4.1.4 2% HEWIRE P RB—M B ELEY,
BB A I s BB ORI SR,
TE T fig £ 7 DKD KRB 402770 PINK 1, LC3 11/ 1 \OPA
263k, [l it R R Drpl 2 14 23k, A5 &L K AIK 1008 AN 2R
PR AR D AEDS . TS F AR A BE W DKD B 414U e hn
TR S P PG i 4 A2 A ) L ATP I mtDNA YU 2, I 9 >
ROS BB R, o 5 B 400405 AL A R 120 DL B RS R,
B H Bl v DKD (4 AL I 7T 58 5 90 ] 2k A 5 i 43 24 A
HELRLI [ 0 BT AU R, T AR 3P R A ) R 2 U0 A G

£ 55 RAT I AT 24 2055 R v o3 B R i — B i Ak
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WL BAPLR BUEA P BUMOE 2 ERE . PSR R
PR, 47 S R RE R 3 DKD /DN B 41 40 mtDNA £ 01, i
T AN AR 2 E H SIRT1 M PGC-1a 3 HHI ik, BFHH
H AR, XA RN, 0 5 K AF 3% DKD /N R £F
A Ak AR B E D) RE T RE 2 W 2 35S SIRT1/PGC-1a i A 5
LR A A W) A B SEER Y o 4T S R AT R — R OHD i ok i T
fE B 7 7A DKD B 25 .

FLRF 1 B — il DA e 24 R v RO T P A L
AR B PR SRR . AT kT
A B A RS I T HK2 40 fE B4 22 k7 7R B55 402 1 ATP 5 7, [%
£ T ROS B 7= 4= Al TGF-B, i3k, L T PGC-la £ ki &
B S - R MEN1/2 28 1 9 3634, T 0 AMPK {5 5 i #%
AT 28 fift DKD /1> BRUB /INES AU AR 1% I B 8] e AR i e
I, AR AT B A i 40 5 I Ak IR L A
T 2R AR il B A 5 2ok 4 A W) A R Bl 3% DKD 28R {4 1y
[ ZRE
415 ZW ZHEENZH TR PRI M2
T 2 3% M 4y, A PUR PLEL MBI R . Ao
KB, %0 F AR AR B REA S 00K BUR NS B AR B
] 72 J5T 4% 43 A6 FI ROS By £E |, 3T il TLR4/NF-«B {5 ' il %%
FA TG AN IL-168 %8 46 M N 7 10 2838, 1T L, 2% 3 KA il DKD
L7 4 Ak AR 5 T 8 T RE 2 3 S 0 ] 58 i A e 2 S Ak R
TR R SR S R0 A, 2 5 A BE S N AY v b A BE Y
HK-2 Zf it /h PINK 1, Parkin . LC3 Il %5 |4 £ %35 , 4% PINK 1/
Parkin {5 5 i [} A 5 19 28 B0 4k @ WE K #7457 DKD W
FERE,

PR T DA R AL A rh 2 P R IR 2 T Ak A B
PR PUEAL FEIMLAS AR Y04 S Th Rk . 27 B H A ot i
Z R IR SIRTT LT 7)o 12 B W 2 19 DKD KR
414U SIRT1 . PGC-la 2 1 Y £ 3k , ff SOD WGt T i , 3 F
JH P U (ROS AR MR T DR F AT s A AR R T
AL AE 7 A ) 03 DKOD R B B 28 ki A 48 Ak 0
5, I3 3 % SIRT1/PGC-1a i 36 28 K7 AR 4 W 2 & A e AR
PR TR
4.1.6 VIO /N BREUR SR E O AR ZE b BRI — R 3k
I R v b A e, LA O UM R LA BT R B AR AT
AEAAE ] o WFSE R B, /N BER AR 110 il Nrf2 i& 72 (82> ROS
PR BORE AMPK {5 53l 5% 04 [ B B R 8 i E NOX 4 1
P2 A, MO U % DKD 4 A R BRI L /N BE T S
PGC-la 4 F 1 SRR A ) 24 % 2E 4 Drpl A 5 SRk 8h
J12 U8/ DKD /)N BRUBE RS R 41 B 04 i R 2R, A4 O 4R
i B B R S R DT R AR AR DR DN BE T R A A
528 K 1A ) 8 R AR T DKD B —Fh B B 254 .

42 REE DT NERHLEE L H AR M L AR 2
N S A T AR R AR 2 AR, HA AN B Y
R, S B i5 0 DKD B B B IE i1 2 07 7100 e o bl
V551 HK-2 48 6 v, 7 ok b 2L AR W 35 T I 4R R0 /R ROS 11
Pkt 2ROk A 5 HL A2 0 mtDNA $2 DL, 9048 HK-2 40 )i
P T W A AL T, AT % DKD i) 5T 4F 4 Ak ik JRUOT S SR

M # AL T F 8 DKD K KL th NF-«xB . MCP-1, TGE-B 1) 3
ik 3 i A 5 NF-«B % {5 5 3 % U 5% DKD B I 1y %8 M i
A1 ik B AiF 5T B BH 7S R L # LB 36 DKD Y I B ML S5
& v 0 ST T YRR ) AT ] I Sk B R A Ty i B i %
YIHH .

S BT HAS HE A A8 R gl
FEAE PR A 25 i, A 2R SR I S TR, R HEA
1 DKD S B 5 R UE A AR 3R R0 L B b 5 ik
[ {1k DKD /s BRI = B 401 007 A9 HK-2 41 o Fe™ T 1 4
Jbt H K F1 ROS By 7K F, 34 i DKD /b B IE GPX4 Al
SLCTAIN %5 k38 1= 5G4 B 11 19 3R 5k, JF 1 Jin HK-2 40 g vh
Nrf2 fl HO-1 25 1 3 3% , M T 8028 B /INBROR 5 /N5 0 4%, B AT
JRTE 1, G2 1% DKD B T L7 44k 1071 21 Ml 8 9% B i DKD
B 2 AL ) 5 BT AU AR RIS Nrf2/HO-1/GPX4 15 5 il
0 B BE T A 56, B H: T 5 DKD 28 67 A 2 B 55 75 1) BF 5% 48
A IRFFIR ARG

HwhAS ¥ RS AA B ARG AU
B, B AN 1T AR AT K B Tk, S B IR 30 DKD ' BH
TEMOUE RGO 0 Bk v 8 I I Nrf2/HO-1/GPX4 {5
53 % B L PH K 2R DD /) BB 4 41k B 405 0 B Bl
A5k /> B E o NF-«B Y 3R 5k, 9F T 9 IL-18.1L-6 . IL-8 .
TNF-o %5 I 75 48 P K7, DA 4 4 B T L1 B b DKD
T #E A P U s e AR I R B B . BE S R I, BT
16 . 25 I NI 460 i 22 0 I () b 3 £ HK-2 400 Jifd vh (9 ROS
& N PGC-1a  Nrfl A1 Nrf2 2 [ il 2634 , 3F T 9 Bt 4215
T Lo 1 ek ZORD R B0 3G I, 2R 45 2 i A Ul
B MM TR R R e gk R Bk T
il S L S R AT e G S N L 0 A 8 A RN R AL Rk
T A i, 32E T AE 2 3 3 DKD 1 3 &

By =R N (IR774 s - s = I TN S 256 (VTN
28T ARE ALPF R FVE AR rh 25 4, LA AR IR IR T
B, J2 PR DKD AN W B TE A AR 07 70 S IE A o v )
i3 T1 5 DKD K BUE 408 SOD i 1 Fl Mfn2 . PCG-1a Y 3
K, 087> ROS A= T IL-18 %5 R ME [ F \Drpl By 3k, fH 4k
A b il 2 i U BT 4 35 L RN s o A 3 0 g s L b
A, BIHAMILS T UG @A ST R AN B W AR R
LC3 1T &k, mTOR Rkl /b, JA Toudi A>T 3k 2 fif 5%
PR, UK 137 B 3 DKD ML 55 30 0 AL 20 M 2 k7 1A 43
ZURVPRA T % A AN 0 Sk IO 3 R R R N, a0 T B
21 8 28 s A T R s A 2 B0 A 6

BeAh, A 2 8 7 1 AR 3 LR R AR D RE L JE 28 DKD i
77 L B BT R, T2 T N = A T el
PVES gy LA S MRS A, B g AR
(7l RN B 3 AR A B, © HE BE P A Oz 8
F I PR F 6 DRKDMY . W98 & B, = % 25 1 I 4% i 2 3 P AIE
DKD K B 41 20 59 79 — 8 A1 IL-6 . IL-18 . TNF-a . NF-«B
L G ME I T R K L 28 SOD I A b H Ik Y 3% L k4% T
DKD K BR B 1 40 £ 17 J80FH 9 0 B N7, DA T 2 81 6 1t % ek
DR FURR I S RE R VR = 25 4 0 A R
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PINK 1/Parkin {5 538 #% A 5 (10 2 LA [ 1 DA T 8055 DKD &
LA L P 2 5 T 25 W B A A U R AT N A 5 4l
L HEE ER AR KHE a2 S EiE TS
AR5 T 2 BE AT A, B AT 28 SRR R B A D &k, Ao
K, 75 HERRRE A T Janus B 2 (JAK2) /A 5 % 5 I e )38
% Bl 3(STAT3) {5 5 8 i T i DKD K R 'E 41 8 rh iy
IL-18.1L-2 \IL-6 /K- AR [ 223 , 10 ) 48 E B S 5 25 b
n] I DKD KB SLCTA11 .GPX4 FI#k & H HEE Y £k,
A ps3 KAk IR AL TS 2% M HE A 8 3 Sk 0 0 S AL
LR 7 ) (AGE) - W 1 Wl 3k 1k 2 7= ) 32 f (RAGE) il /v &
SIRT 1 9] 45 B i Tk JUL B 3-8 Al (PI3K) /2K 13 B (Akt)/ S
JAEEE 1 O1(FoxO1) 15 538 [ i+ DKD K B2 4H i 26 ki A4
P10 U B T g SRR T 25 B 0T A 1 1
JeAE | I S AR R R R R FE T R E A R A 3
DKD £ i R Ty R s A%, {H BLARLHI 5 ik — 2B 090 .
5 NG

DKD J2 i F 4 948 2 i a4 0 35 5 S0 b 1A 1) R B
N R SR VA G AR L B s & P VAL R IR L
i 2Z (AR 5 0 B AR AR 0, T W PR 2R . A 2R kL A T
il B 45 75 DKD A /9 11 F AL % DKD )1l FR 1297 B A7 & %
B, 2 s LR PR D) RE R AR Y DKD R HE R
W ARWE SR AT AL F A5 B B, v 2 Ak A b 25 5 D R
LR AR 497 0 A P DIL A 1 AS WG L 38 A 14 22 1) J gk 15 fige

156 . DKD &% WL & 2%, BLAT #9401 0 ol 49 455 080 G o
56 AU DKD (155 #1 A FRAEME (AR OG5 Z B . JLik L&k
RL AR Ty BE B A9 56 T 4 Am ok, H AT R TR N &R iR E
A VBRI RE B A R AR AR ) ) A R AR A RLAR AR ) R
AEFREE NS % RRRDREE ARV R 2 iR K55
3 % A2 A7 A B R AR A AT IR AR . A
A ZFIE MRS, 2 52 5 b 4 2 T L B I E I DR R
5 ZR A5 Ak AN 25 W) 18] 45 B 43 199 A B AR G DKOD 2k 44 ) i s
T B 9 45 VR FH i AN B o IR, P 2 R R AR T R B AHIA
J7 DKD W5 2 J5 BR A 0 4 552 46 ok 240 1 5 46, dik = w85 /KO
Z b i RS, ) 7% KA I RIS Ik

o 24 EL A O 95 £ R R ) RE [ A% B VA DKD 1Y B R
F1, DL AR S B0 2 AT R AR 84 ) F 48 /% DKD 955 B
B, DKD K Bj 74 Fl T B 24 F & £ 44 397 58 o5 R 5 s
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