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PR 95 B J2 E W PR T - A48 P B R, B TR
PRIREH DL . fEERARIBIAE IE RIE 22—, 2 30% (X
1 OB BRI 835 R 40% (14 2 TRUBE PR G H 35 fie 2 4 B R
95 B R BREAR A EROBE PR A T PR B B R SR AR
20% ~40% > F T E PRI B K A7 PR 8% TN 2 s A% IR
FHEEH, Bl E 2, B4 MR MY, HA
BN, SR L R Lok i
fetel | BRFET- 1 SR A WAL Xk TR PR 1S R I A
JE B A B,

IR PRI TR sy, BABIR . T
L BUEAL. PUMETS . SRR ST ASCE i A
AR S SCHRIE 9, ARPEF I H 2 BIE R, 024
IR T HOGRE PRI B s 1) A FH AL P A e R, A
B S AR ME PRI B O BIF 9 4 B 7 P T S B R 2 AR
S RSP RPIE R B TR R P AL LR 1,

&> =
EREE

AGEs, RAGE, PKC (8P) g?ﬁéé‘ﬁa’iﬁa
¢ TR
: UPR \
’ PTr
@" .[ 31

. HEE RERE
: oy . @ HES
ATP N e ‘ GES: I e
BER
N e v N
‘;l ! // [ ] GSH lGssc
“ \ AR g' GPX4
w05 »BRE

_\.¢/_
e .

‘ = S
BB R

1 HERBREXERRESREEEROIE SRS

1 EESAEE

A IR Hh AR RTS8 A 7R =2 18] AN SF- A BT 751 S £
1HPES (reactive oxygen species, ROS) i JEFHH, S8
EORE R o SIS 2 OCRER AR | WIS
A K =) (advanced glycation end-products, AGEs) . Hf
WAL L =Y Z 1K (receptor for advanced glycation end-
products, RAGE) , & F1J# /i C (potein kinase C, PKC),
T B ROS 2 AN S AL 15403, I D o 0 )
BN IR op o S B IS G [ 1 370 & 2R A A =
T2 ZR BRI R B /N Bk A L R /DN 8 ) R D)
AR 28 A BT AR A PR, DA ) R4 B
B3t DR, B TS M SRR O L SR B A 2R 5t LA
THBRNE R W 75 & 19 ROS

ZRERI, ERBEREET AT e T ML
Mf HF BR 36 b B H % B ( phosphorylated adenosine
monophosphate-activated protein kinase, p-AMPK) FI AMPK

HABEETE, W ROS M= 2E, M 28 45 A1 i
TR M B W S % PR B B2 £R (nicotinamide adenine
dinucleotide phosphate, NADPH) . A LREFIFE ( glycoprotein
Ras #H ¢ C3 1A 2 1§
EJEY 1 (Ras-related C3 botulinum toxin substrate 1, Racl)
K-, BEAR A A AL RLMOK T, R WITE SR R T 3T
B HFF T LA AMPK 2 230G AE A, XT NADPH S fL i
TR BANRIVE ], U8 AR, X R B e T fE R
HEUEEM, CEMAE BT ioR, 2 AT LU
JEE I 3 B3B8 ( glycogen synthase kinase 3B, GSK-3B)
M, JHEE T E2 MG F (nuclear factor erythroid 2-
related factor 2, Nrf2) 7K F Fl Il 25 F il A B ( heme
oxygenase-1, HO-1) . ¥ % 1k ¥ 1 # & 1k 9 B AL
(superoxide dismutase, SOD) ¥, FRALEALBibric Y
—FAEAEE (nitric oxide synthase, NOS) %, #E/RNHE
P AT 3 1 ) GSK-3B 18 5 S A0 I A 5 e 5 e
R MHTEMLRE ST . R BT B R X R
TAPEF L, ROS 6 P BE 25 )k B2 A 3 = i B, 50
Bl B ( protein kinases B, Akt) /# K F-xB ( nuclear
factor-kappa B, NF-kB) {5538 AR & [ p-Akt Rk
i%, BEMR1L NF-xB 1% 5 o ( phosphorylated inhibitor of
nuclear factor-«kB alpha, p-IkBa) FikTE , RHFEER
A REIE LA Akt/NF-kB {5 538 B% X050 R B 4 4% 84
R E R . 2R AR R B, B A T AR R
i B 5 R Bl ROS 3% 1 A% AL A= K I T B (transforming
growth factor beta, TGF-B) /Smad {55 i 41 5& 5 A 1) £
ik, FhE SOD W& P, ST EE T AT BEIE i 4 ) O B
TGF-B/Smad {55 1 #% 22 fift WAL B, PRIPVEE, BEIEAR
SEHTUR B, SRS R R PR B R U 414 SoD
HkS E ALY ( glutathione peroxidase, GSH-Px) 6,
FARPS — % ( malondialdehyde, MDA) 7KFFI TGF-p1. it
FAEANE (catalase, CAT) {61, R H H 0l figil L
VAT A R 5 S B ) R B, X 2 4R B
PREER . Wang %38 32 1A% A 40 912 56 X017 30 30F 1 # 16
HATHIH MDA (94 L, THE SOD & 1, FEAR A E KK
W, X Wi/ B-ERE RS (B-catenin) 553l HE AR
PR e 2 5 8 S0 i 4 T, 3 I 8 WY T R e A 1
Wnt/B-catenin 5 7 18 #% ARG itk w2 1003 5 B0 S8 AL DL
FISAE SN o Xing % R KB, 35 0 H AT/ BV /D
BRIEIAN AR MBI BT 5K 74 B 2%, Klotho IR 3E, 3k
HEZEH O1 (forkhead box protein O1, FoxOl) MR-,
SOD i £ T, 0 Ao 4 Ak Wy I A 1 5E 0 OS2 K y
( peroxisome proliferator-activated receptor gamma, PPARvy)
Fik, M ROS FZR A AL A, R T
A fig il i #47E PPARy/Klotho/FoxO1 {75538 I s i S8 AL 1 %
ARZS, ORAPOE PR B 2 A0 M8 05, He 500 W50 R B,
B P PP T B U B TG g JEE M2 A0 S IR, BRI R
U A4 MDA 7K, F+55 GSH-Px, SOD &, X 448
2625
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TFHAZE 1B (interleukin-1 beta, IL-1B) . MIEEIRIEH F-a
(‘tumor necrosis factor-ac, TNF-o) 4336 LI A 40 HE AR 3E 5t IV
HIBEJE (type IV collagen, Col-IV) . JZ2HKi#EEH (laminin,
LN) A& RCEA M HIAE T, BT NADPH S fL A Nox4 1%
Pk, WD ANMISN R Y & F ERKL/2 A BERR AL, T i
B 37 {4 HL A7 BH 25 Tl 2 H 6 (transient receptor potential
cation channel 6, TRPC6) ik, FRWIH{EEH 1Y nl i 1d 22 i
SEARIVI, 00 5 A 45 i A T I B PR O R B L
TERBE PR R e — 25 R . Li 5PV R R, EE R
H AT BEATOE IR 195 /0N BULBE . MDA ZKSF- 1 ROS, mtROS
Wk, W BT, TE e B L R CAT. HO-1, SOD2,
GSH-Px 1Pk, FEARVEE B3 N5 (silent information
regulator 1, SIRT1) | i AL BEAASE B0 52 ¢ v FEiik
Wi A F 1o ( peroxisome proliferator-activated receptor gamma
coactivator 1 alpha, PGCla ). # PF W A F 1 ( nuclear
respiratory factor 1, NRF1 )., £k ki & 5 T A
( mitochondrial transcription factor A, TFAM) ik, FHHE
TE W5 0] AE I 1 % SIRT1/PGClo/NRF1 {55 51 I & 3% B
WEARAP PR Fhar ) B, 3 B H A X 40 P ROS 119 24
FREFNHVE T, REFRAL Nox4 T HEFI Akt, NF-«kB 235K,
THiEs TRPCo 3Rk, RUIE K H T Al AEil ik NADPH 4K
1L/ ROS/ Akt/ NF-kB 5538 i i = i 4 5 200 A 1 2 g
FEFHFNE /NERUCAR D) RE R A4S B ZE A, T AR i A0
PRI B I ) — A B R 25
2 iEER R BT R

PR P2 R BT A R R S B A AL B, 4
TR OGN AR A , PN IR IR B0 AT LR N
IBEAFeE e, (R S BRI, SR AT & sl R 3T
BREABEE E P RS RN B SRR AT, X
75 5 U AN T P R T Y 0 R R A B AT R
BN B R G, s MUBE . IR, AGEs. {iF B IR Wi IR
(free fatty acids, FFA) A9 BLAS ] LLG1 & B 400 P A9 R T
B AR, eIt BT O BB S TS S S %
BRI , I 5208 OB PR B 2 o BRI, R
R PRI B I R A R R G, T AR B P 1 P S P R
DB A P RT R SO W DR 0 ) — A 8O 7

TR BT R, B H AR A K RUR B
B, R EOT R R A 5 KRR A U A R Y
HH 78 (glucose-regulated protein 78, GRP78) . PN Ji [ Jij
WU N B H WLEE W K B 1o (inositol requiring enzyme 1
alpha, IRE-la) R RFE K 5 Z (R A OC A 7 2 (tumor
necrosis factor receptor associated factor 2, TRAF-2) . IkB ¥
fiff o (inhibitor of kappa B kinase alpha, IKK-o), 3B 5
W S 5 2 B A W PR O L A B A P e R L,
FEHH ATl 1 P4 IRE- o (5 5300, D85 A TR R 38, 2
SPGB B R, B
AR B GRP78 35 K IRE-lo i PEFE AR, B 41495 30
PUOIE , W T AT A 3E 5 AR P J5 o0 7 8 R G 2
2626

PGk, IEGMEDRIR PR R XI5 R R B, B
I ] e IR R BUE IE 8 . JR A A HE I3 (urinary
albumin excretion rate, UAER) . MLLEF (serum creatinine,
SCR) . JRZE A (blood urea nitrogen, BUN) 7K FFIK RS
ML H B R AR N TR S (protein kinase r-like
endoplasmic reticulum kinase, PERK) . E#BIRFEE LG KT 2
B9 o WH (eukaryotic translation initiation factor 2, elF2a) |
IRE-lo B4R ALK F-, 407 GRP78. PA [t W Y51 e 5 [H] 5
( C/EBP homologous protein, CHOP) & 40 jfg ¥ 1= & H
cleaved-Caspase-3, Bel2 A X EH (Bel2-associated X,
Bax) /B 4k 98/ H MLE-2 ( B-cell lymphoma/leukemia-
2, Bel-2) &3k, FWIEE W T BE A ok 40 10 P R 1 I
1 CHOP 4 5 1 5 4 ZUA0 g 5o B2 0 o i ol e W U 46
Wang 5512 & B, S{HHTFAIFEAK UAER | SCR, BUN /K-
1 GRP78., N J5T M 73 5 FF AR Ak I & 150
(oxidative stress response protein 150, ORP150) ik, il
PERK, elF2a. c-Jun & 3 K Ui i % ( c-Jun N-terminal
kinase, JNK) WEfRfk, FHIHCECH T BB i FE AR N 5T M)
IR BRI B 5 A s v 4 0 B 1 DR B DR AR
Guo 5 WFT R IR, ¥ 1 5 70 A A et T v/ BRUE
WELHZR LI/ P BT )45 ATP B ( sarco/endoplasmic reticulum
calcium ATPase, SERCA) . SERCA2 &k, VK & 4 P 4%
BT B, BT GRPTS, MR % I T 6 (activating
transcription factor 6, ATF6) . p-elF2a, p-PERK F&ik, B
UM EE G SERCA2 (19 2438 T LA BE b4 P 5 F)
PRIEIE , Chen UV BF5Y & B, 51 HH AT R AR BUR
HEM ., M8, BUN, WLEF. p-elF2a /K F-F1 GRP78 ik,
p-PERK 7% P, fffi PERK %% %5, #l # ATF4, CHOP,
Tribbles [A] &4 3 (tribbles homolog 3, TRB3) &3k FI4H i
AT, R T ) ) PERK/ATF4/CHOP {5
TS A5 I I 9 ) AR A T, T A S ] 40
' PN JBE O IO A DR s B A — R AT
3 RN REFR RS

B AN 2 A AR I AR, AT DR E R RS %
H =MWifR (adenosine triphosphate, ATP) KEABP ., H
T e, R b R ik Be B L AR B, S B0l
FAL184% (electron transport chain, ETC) & 4754k, MM
B ROS (974, > ATP (A IR, & A OB IR D) AR
fiF, HE— RS L R R LA SRR 1) RE 1
PRI, GARZRIAEY R A B 1 AL RN B, JF H
ST R MEZUEAR LY | RSO A D) BE A5 2
W PRI B 02 D DR, B o A 8 4 o e s A T g 1
WL i — R

PRI R, EOEP AT TR AR BUA & L 1M
B, SCR, BUN, 24 h JREE H K- ' BiE 41 21 5) ) 8 H A
FEH 1 (dynamin-related protein 1, Drp-1) . &M {A %448
A7 ( mitochondrial fission factor, MFF) . ZRi1KF & R
(mitofusin, Mfn) Fik, F+ & WM 4 ZE 4 H 1T (optic
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atrophy protein 1, OPAl) ., % H ¥ i§ PTEN i S ¥ 1
( PTEN-induced putative kinase 1, PINK1)., WA 4 #H H
(‘parkin €3 ubiquitin protein ligase, Parkin) ., & MHEEH 1
4% 3 (microtubule-associated protein 1 light chain 3, LC-3
) ik, REIB P HXE IR G 5w A 0 78 Rl PLH 5
ML B 3 2 A 2 R i A AT G, 2
RSO S S T R A R Y R B, R
AR RN /ORI @8 I 7 e (1S A N AR A
ATP K427, Notch FHCHE HIFRIKFEIL, RN H AT
AEXS Noteh {5 538 % 14 J0HG A M0 A T, DT o5 58 o2 415
SR AN MR R ZORL A L) BERE A%, Shen 257 BFE & B,
BEE F T SR ) SR M B IR HO- 1, y-73 2 D R &
i ( glutamate-cysteine ligase catalytic subunit, GCLC) 5
PN E R - b 20 R 7 He BB I WAL ( glutamate-cysteine
ligase modifier subunit, GCLM ) ik, T TFAM, NRF1,
PGCla ik, & & F1E 3 4E (electron transport chain,
ETC) Z&MKT, I, W, V. VAIATP, ZRi{& DNA /K
-, A Bax F 35 Fl Caspase-3, GSH-Px, SOD2, ROS i
PE, 2R AR AL, T R AT SR AR AR T RE
HTE AT B PR 0O R A T, LR
AIAES NRF2-ARE/TFAM {55 5 38 9 305 % DA G . Liu
SECVRIE R, B AT R AR R (A R (urinary
albumin excretion, UAE) 7KK N-Z Bt-B-D-# %508 it
fitf ( N-acetyl-B-D-glucosaminidase, NAG) &M, i 5 J5 ¥
PRI GE (R R AR N BV 22 Dip-1, 2o g3 2L
M 1 (mitochondrial fission protein 1, Fisl), MFF ik,
A PINK1/Parkin 415 1A 2250 5447 W, R )G 4 0]
R 3o 1k 52 202 A I 7% gt B PR 0 A R . Su AFH
KB, BEHR AT e R BUE AR e B, Th e
Nephrin, Mfn2, PINKI1, Parkin, Nif2 7K A LC3-11/1LC3-
I lbfE, BE{K cleaved-Caspase-3 I PEA Fisl ik, FROAHE
S T ESE AL R 4T Nef2/ PINK {553 B 08808 R 5 9 K
U 2L 200 A3 40 o 14 By E 3K LA B
4 EEERE-EFEREL

I Bz-IA] 78 5t % 4k ( epithelial-mesenchymal transition,
EMT) J2 bR 4 1k iz shia e o 40 il i) —Fh gkl bRy
FAEY I RE, 78 EMT E R v, 200 i (80 372 2 700 T g i G AW
U, 0B 2R 4, R UF 40 MY A FE B (extracellular
matrix, ECM) 7= 24, 2 W1iE &% 42 2% Ak 1 1 9
EMT J& R0 R 5 o (1 GBI 72, 5 8 /N8 8] B 4T 4 4k
LKW RE YA, PR, Bagas
R AHAAL T EMT s A b, il 3 LI 2K SF- - e Al B 4 45
f 7 5 ) S 0 B R A e A G
BEAh, TEMEDRI B 8 10 B L U A AR R ST SR o P38
WUNshE [ (alpha-smooth muscle actin, a-SMA) BHME Rz 40
J, SRWPHER s A0 1 B IE I B A0 IE AE 22 7 EMTH
PRI, o0 o B 5 RS 19 1= B2 4 B ) EMT % i 4 iR
9o 5 0 5 | B ) AR A R S D e R R H R

Wang 45 B8 1€ FF T 78 im0 A 5 00 B /N B e 4
JfL EMT #4953 F AL, % 308 5 B Al BE AR TGF-B1., a-
SMA . Smad2. Smad3. p-Smad2. p-Smad3 7K - Fl i Z5 45 Kl
1 (neural cadherin/cadherin-2, N-cadherin) ., " [A] 22 &
H ( Vimentin) 2 ik, Jh & E-S M E A ( epithelial
cadherin/cadherin 1, E-cadherin) H&EH (Occludin)
ik, FUIH A AT EXT TGF-B1/Smad 3 EMT A A
TAPVE R, 7T 3 — 20 U Bl BHL Ik 3 47 44 ' 22 35, Chen
SO R B, B R H AF A E-cadherin F3iATHE, -
SMA ., £Fi% % 4 (fibronectin, FN) . Col-IV . #f+8 % 5
T, WA HEME R H A (mammalian target of
rapamycin, mTOR) MILFEZ N PEIAR p70 A H S6
W (p70 ribosomal protein S6 kinase, p70S6K) MR 1k
IRFREAR, 2B R T AT A 3 mTORC1/p70S6K {5 5
B SR/ R R BN A R B EMT, IR E— 2P fdi e
H LY, Wang %7 BFFE & B, 85 R H HF AT 6 TGF-
N-cadherin, a-SMA ., p65 Z 4L, FN. Col-IV 7K FE 1,
E-cadherin 7K1 SIRT1 (& PRI, W HCECH 1] Al i
495 SIRT1/NF-kB il g% A0 L A0 EMT A ARAERT, Il
AR FERE  Hu S BFIE R B, S EF 4255 SCR,
BUN, 24 h JR i M #H 1 (24-hour urinary microalbumin
excretion, 24 h-UMA) . Vimentin, o-SMA, C-X3-C 3% #
FEIRFELA 1 (C-X3-C motif chemokine ligand 1, CX3CL1) |
RAE T 7KV M 1A p-c-Raf/c-Raf | p-MEK/MEK | p-
ERK/ERK HfEFEME, E-cadherin 7K V- Tk, 203 1 H ¥
Af fig # 5 CX3CL1/RAF/MEK/ERK {3 38 B& 30 ) 5 /N &
EMT, 4&75 CX3CL1 W] B2 B B WY 1 75 0 JR 9 ' s 1) 5
TERE R
5 PEEERET

BRI T2 —Fh BRI R AR 55 48 A BK 50 14 32 8] 5 400 g
FET-HBIE X SRV S B ROS HTE 18 A0 2505 52 )3 #)
SEALNI, HE— R R B SR A, IR ERAE T G T
OV BRI SRR T Z AR VIR, S S
L ROS i B A, IFTERE R B B 25 4 B P i S A AL
W, RAFEEIETCY OB B AT R 1 T RE S AR
WEESL, AARPE ARG B B R 2 T AU I N RO
RAEH KRG I, BB — 2 ) X Rk 1)
BRAET AT RE A O PR B 4 28 e 1) A ORI

Liu 5 R I, 8 HE B AT e b IR g5 4, THR4n
MLTE 71 A1 GSH, % e H K i3 &k ) i 4 ( glutathione
peroxidase 4, GPX4) ., #RIE I E#E 1 (ferritin heavy chain 1,
FTH1) 7K, FEARFL AR B 2 B (lactate dehydrogenase,
LDH) , ROS, MDA, [FiidS b, WEE 1 KHEEMEAE
il A &0 4 (long-chain acyl-coA synthetase 4, ACSIA) |
R AR 1 (tansferrin receptor 1, TFR1) | 121 & 4R
A 1 (heme oxygenase 1, HMOX1) . #lt45%F S K F-1
(hypoxia-inducible factor 1, HIF-1) 7K, FIHAFEEH ]
g g 0 HMOXL/FTHL/TFR1 {55 3 B& e D 0 s '
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i B AL, AT GRE B /N B B AR TR AR SE T Lyu
SRR, O AT RE N B I AR (fasting blood
sugar, FBS) . UL4H HE (systolic blood pressure, SBP) FI#
PER TR, B/ NEOR AL, 0 GPX4, BEERR/

occludens protein 1, ZO-1) ., Occludin, BEmEREEN 1
(Caludinl) ik, 43R/ IE P45 A4 BARXS £ 5, W
/NI E R, BCEH S SRR R, R
W v e T BB 5 9D R B T RO M S T A B 5 A

PRATRW 7 5512 5 A MY TH RE I 3 xCT., GSH/GSSG H{H 1K)
FEAIRA ASCLA K19 T, T P8/ NI B 1 (zonula
x1 EEHHEWNERRSHOEZEERNE

VR o A 45 AR
PTG IR PR R U LA B2 AR 1,

YEFIPLEI IO iy iRl Ei=R 7 SCH
E=RLANR /N i — gp917"* Racl .ROS /KF-F#A% , p-AMPK . AMPK /K- T [13]
/NEUE R MPCS 30 wmol/L GSK-3B NOS JE HEFAK , HO-1 .SOD 1HPEFI Nef2 K ETFHE [ 14]
B INER R A it 25.50.,100 wmol/L ROS ., p-Akt 7K R, p-IkBaw 3635 FIZN 14 58 R T+ i85 [15]
STZ B5'5:1 SD KR 1.08.0.36.0.12 g/kg ~ TBR I . TBR II i #:, Smad4 , Smad2/3 , p-Smad2/3, ROS, [16]
TGF-B1 /K, a-SMA Col- 1 / I/ IV 3K A% ; SOD 35 24 Al
Smad7 /KT
STZ S Wistar KFL  0.75.1.50.3.00 mg/kg MDA . TGF-B1.SCr .BUN FBG 7KF-HI CAT J& PEFEMK ,SOD,  [17]
GSH-Px T+
STZ %Sy SD Kil; A 40,80 mg/kg; 25,50, MDA IL-1,1L-4 IL-6 N-cadherin 7K F 1 a-SMA , Wntl . B- [18]
B/NE AR HK-2 100 pmol/L catenin FEIKFEAL, SOD #E M T+
i
C57BLKS/J-LepR /ML 2.6.18 mg/kg ROS 4% KL /& 8 % Ak 9 7K 7 B {IK; PPARy ., FoxO1 7K F-,  [19]
Klotho 35 ,S0D2 JifPE T+
STZ %1 SD KRl 2.5.5.10 mg/kg MDA IL-18 , TNF-a, Col-IV | LN Nox4 , ERK1/2 /K ¥, [20]
TRPC6 FEik Ml GSH-Px . SOD i M T+ i
db/m /L, db/db /Bl 20 me/kg; 50,100 ROS MDA .mtROS 7KF-F#AIK, CAT \HO-1,S0OD2 \GSH-Px 1§  [21]
A AER /N umol/L T
4ififi R MPCs
ANZR B4R HMC 25.50,100 pmol/L ROS Nox4 , Akt ,NF-«kB 7K F-FA%, TRPC6 ik F 5 [22]
PN I 384 AAEAE K B AN STZ - 20 pmol/L;40 mg/kg GRP78 IRE-la ,TRAF-2 IKK-a 7K - FEA [26]
P8 SD KR
STZ #5519 SD K i 40 mg/kg GRP78 . IRE-la FiAFEAK [27]
STZ 51 SD KR, 10 mg/kg CHOP ,Bax/Bel-2 ¥ JJE #5 %% . UAER . SCR, BUN K -, p- [28]
PERK | cleaved-Caspase-3 {ifi 1k, p-elF2a , p-IRE-1a, GRP78
FIRREAT
NI STZ S SD - 100 pe/mL; 10 mg/kg UAER,SCR, BUN 7K °F, p-PERK p-JNK % 1, p-elF2a, [29]
PN GRP78 ORP150 ik [k
db/db /NER, 18 mg/kg GRP78 . ATF6. p-elF2a, p-PERK 7K F [ %, SERCA. [30]
SERCA2 . Ca®* /K- T+
A AN R 4805 STZ 50,100,200 pg/mL; 10 JREZE T (0F  ULEF . BUN ATF4  CHOP K7, e AT [31]
%51 SD KR mg/kg R, p-PERK TRB3 j %, p-elF2a .GRP78 . PERK ik [
RIAIN e  CSTBIKSI-db/db MR 0.2 g/kg {RBELE UM SCR . BUN 24 h JR 2 FIKF, Dip-1 #itk,  [35]
MFF Mfn 23K (%A% ; PINK1 | Parkin % 4 A1 OPA1,LC-3 1I
RikTE
JNERE L A0 MPC-5 5.15.30 pg/mL 0 98 T 3, Jaggedl . Notchl, Hesl, Heyl 7K ¥, Bax, [36]
cleaved-Caspase-9 ZE R FEAIK s LR PR 57 L ATP 7K ~F- il
cleaved-Caspase-3 ,Nephrin ,Podocin ,Bel-2 FisHE
A A /N BOE 40 M, 3.10.20,40,80 pwmol/  HO-1.GCLC,GCLM i 14 fl TFAM NRF1 PGCla ETC & [37]
C57BL/6] /MR, L;6 mg/kg AT T M. IV, V) ATP, 2 ki {& DNA 7K T &5
Caspase-3,GSH-Px , SOD2 , ROS {ifi Pk, £ 7 {4 5 HL {37, Bax
FIRREAL
db/db /N, db/m /MR 1 g/kg UAE 7K, NAG , Drp-1, PINK1 , Parkin % 1, Fis] \MFF &  [38]
IRFEAR
STZ #5014 SD K hl 3.2.6.4 mg/kg Fisl ,cleaved-Caspase-3 ik F%{EE, Nephrin , Mfn2 | LC3-11/ [39]
LC3-1 %3k, PINK1 Parkin 11, Nef2 7K F-FH 5
- IEE KRS /NS L0 20.40.80,100 pg/ml. «-SMA Smad2 ,Smad3 , Vimentin 35l p-Smad2  TGF-B1, [45]

i & NRK-52E

p-Smad3 N-cadherin 7K F-F# K, Occludin 335 il E-cadherin
KT

2628



2025 4F 8 H HoR 2 August 2025
AT H EHW Chinese Traditional Patent Medicine Vol. 47 No. 8
43k 1
YEHIBLI LiEDRIE S B LoRlLE =R A ik
NI NS E 4L 50,100,200 we/mL a-SMA | FN | Col-IV % 3%, Snail, Twist /K %, mTOR, p- [46]
% HK-2 p70S6K i HEFEAR ; E-cadherin 7K F-F+
KA /N B M &, 25,50, 100 pmol/L; 40  TGF-B N-cadherin , p65 Z Bt AL 7K S F1 a-SMA FN, Col-IV  [47]
KK-Ay /N mg/kg FERFEAR, E-cadherin K1 SIRT1 #5775
db/db /Nl AT /N 10, 20, 40 mg/kg; 40 Ser BUN 24 h-UMA CX3CLI1 IL-IB \IL-18 7K ¥, Vimentin, [ 48]
B AR HK-2 pmol /L a-SMA 3k, p-c-Raf/c-Raf , p-MEK/MEK , p-ERK/ERK i
PEREAR ; E-cadherin /KT
BRAET STZ %19 SD KB ; A 25,50, 100 mg/kg; 100 MDA .ROS .mtROS JE it 5464 . Fe** [TFR1 HIF-1 /K% [53]
Wevm ' /NE FEAIER wmol/L H1 LDH , ACSLA . HMOX1 ¥ ¥ R AIC ; Sk A i L 437, GSH
HK-2 ATP FTH1 7KF, GPX4 1T+
db/m /N ;db/db /N B 10 mg/kg FBS .SBP , TNF-ou, IFN-B | IL-6 IL-1B . ASCL4 /K V- [ AK; [54]

GSH/GSSG K F-, GPX4 & #%, Z0-1, Occludin,, Caludinl ,
xCT 23K T

6 HESRE

B SR R PR, R TR, Y
BRI, AR DI RERE AT . EMT, BRAET- S8 AF F B X
POREDRM e, PRAP B IhRE, 2L e ii e, Pips
Fses , HOPTE AL IHOIRAS T, SIS B 45 T
SAACTIVEHT, s DU AL 8 R GE L4 35 AL,
PR 4545, 3 A0 B Y e R A2 B Y IE W T B
T BT, R L A A B R T, AT A
FELE H DIRE . MZORLIR A 27 1 f BEOR UL, o T HE
TR LR AR I A bR A X B A R Th e K B LA
BRI EARBEIRN B 9 — 25 A BTy ) L, EMT &
EEFAEAL I OGRS R, BRI 8 EMT, X E )
REAS 2 O 47 15, ) kel e o 5 4 0 ) e iR 00 Xk A T
WHUEI] AT DL AN ORI Sk & 2, R,
B TEWE DR B 0 B4 AT 5 R Al A X R LA 5, X
TR S AERRAE

S AT TSI A B S vk 1, H H i ik 1
FRZ PO, X BRI ST BT IR A BT R 4
TP LA, F RPN EFTARZ AT, BEXT 8 R A 1 4y
RGBT TR s AR B R, (AR R B
MBI R, X — P RS K R —E
ARR, o, B4 RIRESE EE MR N RSN S F, R
SR ATUE B PG TR DR B 1 — o v B BB A
R Z HE— W RIS, % T PR R 38 A7 72 3 R )
FIHEE | R v, AL i 5 25 WA B A T R BR P
J5, GEMARSCHR BITC S B ARG SCRR, 22 8 5 2% B i g o
PR RIBLH] BRI AT TS, MG Z (B s b, k= A
Kb, L, FERRAQOFSE Y, R X T B R
WFFEHA L S N R AR UE S A RO i, NG i B2 S A
JEHE— AP TTREAR SRS, 4 S DR 5 o 2005 e PR 1297
B A A0 2E B 1 10 e PR I A
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