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Research advances in traditional Chinese medicine treatment of
atherosclerosis by regulating ferroptosis based on the nuclear factor

erythroid 2-related factor 2 signaling pathway
Bai Yilin, Qin Hewei
(School of Rehabilitation Medicine , Henan University of Chinese Medicine/Department of Rehabilitation Medicine ,
The Second Affiliated Hospital of Henan University of Chinese Medicine )
[ Abstract] Atherosclerosis (AS) is the pathological basis of cardiovascular disease, and the development and progression of AS are
closely associated with chronic inflammation and lipid metabolism disorders. Ferroptosis is a novel iron—dependent form of pro-
grammed cell death characterized by excessive intracellular accumulation of free iron and lipid peroxides, and it can promote the pro-
gression of AS. Nuclear factor erythroid 2-related factor 2(Nf2) is a core transcription factor in cellular oxidative stress responses and
can effectively inhibit ferroptosis by regulating iron metabolism, lipid metabolism, and antioxidant systems, thereby exerting a protec-
tive effect against AS. Traditional Chinese medicine has a high value in the treatment of AS due to its advantages of multiple targets ,
multiple pathways, and minimal side—effects, and the basic research in recent years has shown that monomers and compound prescrip-

tions of Chinese herbs can prevent and treat AS by targeting the Nrf2 signaling pathway to regulate ferroptosis. Therefore, from the per-

spective of ferroptosis, this article focuses on its key Nrf2 signalin
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pathway and explores the protective mechanism of monomers and

ditional Chinese medicine prevention and treatment of AS.
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S IKIEREREAL Catherosclerosis , AS) & — RS K L4 012
PESRAEMERE , 3522 1Y JAE SN T BBl ik A I T sk e BE
o, ATE SEP R 5 R I Sk A R I 2 IR AE T
B, R R PR, AS T A5 BRI BB B R T i
AERE , TR M L 2 AT S BELAS 2 ALY IV AL T
T AR D O ST S ™ 1 5 2R, B NARZERRIE
IR SRS LT TR, — BAAN SRS R M S
ke 8, A 27 | R M B S A, DATITAS 22148 B 1 A
AL REMERIEY . 2012 4F  BRIET AR — iR AR 1
MRS TIE G ) V2 R, R — P A P i 1 Pk A
FTIE 2, F 85 SRR B X 2 A A AL R E
KM AS T BRAE T 1 15 5 N B RE RS (2 T IR AN
TG IR M58 S0 55, Wb 25 1S AS SRV AT E M IT AR i
WFERZ O, S B o R OGS I R, A% K T E2
2 HF 2 (nuclear factor erythroid 2-related factor 2, Nrf2 ) /&
P2 AN A0 S A I8 2R N PR B AR 2 1 DB s IR 1, 7T
A7 20 M PN S SRR 2 D PRl S S N, E IR g it o 4
FEAGFE T b A 3 AR, DFTE R, Nef2 (55 38 %
TERE ASBRAE T Th B OC T, AT RN IR YT AS 19 s 4
Mo ASCNERBETZ 43 F UL & $4055F Nef2 5 5 3 % 76 7
¥ ASHRIET - AR ML, &5 A 3 4780k v B 25 8 98 16 7
L5 LI I R B IR AS 2 BEHTIE %

1 %5 AS

L1 4RFe 8 5T AL

BRACT R —Fh B E BO AR A oA AE T 07 50, Mo
CRFIEAE T o ORI IR i S A Y i S B R iZad 72
BRACHT R -1 AL RS ZORLR T RE LA B IR B AR
B E 2 mIEEY, BT IS R ERN IR
FERFAE , G475 50 e R e 2 | 200 M0 S5 B A e i i v B 2
L BTBEGE , H8 01 D0 3 B 20 i 7 53 7 S 1 Wk /DM
%o R R 2 T R 3 A RO B TR, RIS Lok
(NEECE NS N e RSN DOSE] N1 o

BRAU T (Y BRI B B R/ 43 R [ f is Ik R 4t
(cystine/glutamate antiporter system xc~, xc~ % 48 /4 B H K
(glutathione, GSH)/4 e T ki 4 1k ) i 4 (glutathione per-
oxidase 4, GPX4) Ml R A 25 5L K AR i S Ak = 7 1"
xe™ FR Gt A AL I FE Vi T 2R S 7 L5 11 (solute carrier
family 7 member 11, SLCTA L) FIEY 0 HE3 R 4% 1A 5 % 3 1%
51 2 (solute carrier family 3 member 2, SLC3A2) £ Ji , & % 11
TORE 2R PN A A SR AL H AN R 20 AP e 2 R e i 22 i
NI R HE AN PN 5 AT T A Uk 2 BE R , i GSH
BARHEOCHEIRY) . GSHAE N GPX4 (0075 i B X, AL
] B BRI 439 M 4 (reactive oxygen species, ROS) , ¥ Al
o GPX4 LA SR, GPX4 AR M AL i B A A
Wik It ¥ B AT 20 M 1 1 B i 0 A1 ) (phospholipid

hydroperoxide , PLOOH) B TCREE IR FREE ", M xe RS
TRESZ AW, B N e 2R 5 A JE 2 5 B0 GSH & il b
GPX4 THPER M, 5 B0 Br i i A AL YR RE 1k 2k, i
PIIR Bt S ) R R e s S A st T e
ZNL R BRAE T A A 1 BE Ry, R BR o 1 Fe™ Bl A Bk 2 1 4R IR
J&i , i 2k 2 1 3Z K (transferrin receptor 1, TfR1)#E A2 i)
W, ZNIRSEERRALST , Fe TERT IR/ 5 1 B it 341
TR JE R Fe, FE 2 M 4 8 B F 5532 & 1 1 (divalent metal
transporter 1, DMT1) B i 2= A F& %2 £k b (labile iron pool,
LIP) . it Z 11 Fe A 25 S 721 ROS, e ik B i 4
1,38 PRI T, Bk i H 4E (ferritin heavy chain 1,
FTH1) Fl#%4% (ferritin light chain, FTL)2 fl W 40 A%, — i
Ui, LR Z R B ER AT A A TR A b, MR E B SR iRt
7% T 4 (nuclear receptor coactivator 4, NCOA4) 45 & T
FECA BRI B AL Fe R 2N AR DT R (poly-
unsaturated fatty acids, PUFAs) J& 38 £ A6 17 1A% 00 iR 5T 4
T PUFAs BRALTE BRGS0 AR B A 1o S AL e
IRSNRIET A A, IF RS PUFAs JCH: HLEA FARAET, %58
LR BER I A A AU 4 (long—chain acyl—coenzyme A syn-
thase 4, ACSL4) F1 i I 5 5 Tk AH 86 9% 2 5% £% 1§ 3 (lysophos-
phatidylcholine acyltransferase 3, LPCAT3) 3K 3l , J& il % PU-
FAs 5 1€ 5 I 5 9% B8 76 LIP rf 3l 4 2% W0 e B ™= 2 K 6
PLOOH, 4 4 it P4 PLOOH B 32 dt i ik FL3i5 BR 6 Jy if, BV ol
fi & A ERIE T TR L
1.2 ASYayskst—

AS 14 3 AR DAY B0 iR 5T A% SO 28 e S B R e 2
W B A8 PN B AN T 00 L LA A 55 22 o A
RS, MK AE T R A 5 e X SE 40 D BE N R AE S
I S ) 55 BE R E M L SR HE AS

M N B2 4 i (vascular endothelial cells, VECs ) 2 Ifil &
55 10045 BE 22 ) 4 S5 B TE LR 0 A AR AN T R HEOCHEE .
VECs Ui e fid & AS M 46 PR, 3R BLA 10 A5 il B M3 fin |
RAE R 7323k b L8 ST AR D RESZ BLAE . BIFTERE, Bk
FETTE A ALK 2% 8 5 2 1 (oxidized low—density lipoprotein,
ox—LDL) 75 T 19 9 B Ty e B i b A v i 4 d 2 /R Y, Bk
FET-5 B I S A AR % VECs , 2l VECs B R AE
FREAL R, IR SERE SO 5] I 155 B 200 M 55 4R A A
B, B 20 B S A A I W 0 P A W ox—LDIL e A6 A 0 IR 20
ML, T B AS BESR B AZ 0P, b AN BRIETT S 300 VECs i
BV N — L ME AR B TR, Bai TSRS & B, 240
% 1 (ferrostatin—1, Fer—1) Al if i |4 SLCTAT1 Hl GPX4 Ji;
R BRMA L B BT AL L 2 3 20 ox—LDL 52 1 VECs
1, AP A N R T RE . E AR 2 AS BEH b ) B AR
2B, A0 i JBT A IR YL R A T AN 9 A 2 N v i 4 A
FHRA, B MR T AS HEFR T IRFEAZ T KB 5
WA I i OB R =™, ki35 B 1 1 (ferroportin 1, FPNT)
JEME— TV EL S I 2T RS MIEEE 1, S A
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ZARMWWE R Fe iz ZMSL, 2 5 HRIGE IR Cai J FFPI5E
B B, U0 PN i = 751 A ko e 2o 484 m = 50 fik
ROS 542 2 A K ¥ K, B35 S Bk AL BL, 51 ke 4 &
A ST, AR AS 5 [R] i, ko 804 23 BRI A% S DY 7 IIF X 32
TR o Y RIRAME N i = BERR IR T 455 Qe is ik A1 R = BE 1R
IR EE G G IR G SRR, 3 i si /b JIEL T B4, A 3 6 T
PEIE I BEFERIT, RN GPX4 1 3RIE K
TIEH E RN A, 107 Fer—1 7T b 25 U6l 20 6L VR 240 i 1 £ i )
At 28 5k 2 OB T s Y, k2 i JB AR 2270 i A1 1 UL
4 Jifd (vascular smooth muscle cells, VSMCs ) J2 3 Jik B H i 14
T AN, AR AR IS A5 A A0 RE PR AR Y IR
WA LRSS , VSMCs 38 42 38 58 1 73 W6 52 Jit 2 45 4 i o
T TE U Y SR LT YENG | 27 2 0B B B B 0 AR A% .
55 LA I 58 A O B, AR LR S5 M AR E TR BB Al B
AS 51 2 i L S Y LR IR T VSMCs ERAE T
J2 I 55 P LT AE MRS E M RO RS, ASBEHR H VSMCs

RBET 0 g i 2 1 A s AT 5 | 2T 24 T A0 7 60 B B 1
4[] B4 BE T B I 28 E TR 38 T fifi 3R B8 A0 B K
Ye YZ 25 URFFE KB, G MR Sl VSMCs i SLCTA 11/
GSH/GPX4 %, 75 5 VSMCs £ 30 T, #E 1M {2 3 VSMCs 143
AR A F5 46, AR RSN 9250 TPoin A Fer—1 )5 , 77 30 il 12 1
BT VSMCs 854k, 25 b BRAET 3@ o PR 2 AS BEHL 2
LAY REFNBET-HE B AS B9, BUA UE P 2 I, 400 1] 410 5 490
MBAE T AT B 3 AS, O AS B RBT IG4RAE T 58 i
TEIRYT RS

2 NR2IESEEMHRIETHREREEASHE
ER

2.1 Nrf2#tig
Nrf2 f& 55 A 9d P 52 Z W2 4% (basic leucine zipper, bZIP)
) CNC.(Cap'n’ Collar) % 5% [N T Z i L 52 ¥, BAT 74 5 AR
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<F B9 Nef2-ECH 7 fi 5 ¥4 3 (Ntf2-ECH homology domain 1-
7,Neh1-7) o HHt, Nehl [ bZIP 25 K 38 0 5 /N LI v 22 27
4k 9 (small musculoaponeurotic fibrosarcoma , sMaf) [1¥] bZIP
SERIRZE G E R IR R AR RIS A bR
J ¥ 614 (antioxidant response element, ARE) , 35 T Ui I AH
il B T PUAAILER FAF L DA A B S) , R AT i R 2D
AE, Neh2 H 43 ETGE Hl DLG WA <F 38 7 A1 7 N1
iz ZAUAL A, TR AR FLRES T , Kelch FEM A S B G
9 1 (kelch-like ECH-associated protein 1, Keapl) YENE3IZ
FE L A A L T S Neh2 19 ETGE/DLG 2L P45 4,
I3 Nef2 1992 ZRALRE A, DT ZE 457 Nef2 (9 IR 3k,
4 20 it A7 B RPN A R AR L 7 A 0 ROS &1
Wi Keap1 B2 e 202 5% i , 38 3 4 R 30728 R Nef2, 35 53 £
N2 i A4 A% & #E A I, Neh3 32 %8 55 e (0 [0 fiff e i
F N HER IR (deoxyribonucleic acid, DNA) &5 & 6 454,
5 Nrf2 19 5% S35 PP, Nehd F Neh5 7 i i 5 238006 7
CREB 454 % 1 (CREB-binding protein, CBP) [cAMP i i JC
{454 8 (cAMP response element—binding protein, CREB)]/
p300 Z54 , U ) 15 58 Nef2 (4 S;B0E 4R, Neh6 & —4>
B2 SR Y A5 R B, O 28 W R A A& 1 5 1Y DSGIS il
DSAPGS JEJ7 il 9 g6 @ L W S EHAPIIFE S N &
Nref2 3 33 It Keap | R PE 72 0912 Z 0 FEA#S'. Neh7 7] 38
bR S 2 G PR B X 2 A o FAARR Nef2 118 % S TR

2.2 Nef245 5842 AS P A-F4K L T e ALH AT 1T

Nef2 AE R AP E ARG SR I, AR 256 ARE #T5
TR R R Ik T o R e R AT IR BRI & GSH & G B
MR ERFC T . ZEBRACI 7 T, Nef2 7] LR 4% FTHT  FTL Al
FPN1 () 3k , 2 i 2 4% Bk 04 6 47 A AN HE | Sk S Ui B Bk

0 AR I A O T, Nef2 ] DL SE 2 i S R A
(quinone oxidoreductase 1, NQO1) 1 Ifil 21 Z Ml % i (heme
oxygenase—1,HO-1)335, 3 8 T IiFHt S ALK SO0, T8 bR i
Jo it 4 A p i  BELIT ROS 2R i, d5c 24 i) iR o 2o 4 A+
AN 38 B ROS &SRB AL W VR FH (4 e A i B Ak
fit (superoxide dismutase, SOD) 1 52 2] Nef2 (19 1F [7] I8 551441
E GSH & 77 1T , Nef2 W] 38 GSH & B B SLCTATL
A Z R — 1 I 2 TR 37 42 il Ak AR 3 I 5 S A I T IR kil
% i, B AR BE GSH & UG 58 GPX4 I 1, 410 i JIg ot 2t 4L
b, BT ERFE T,

TE AS ™7, Nef2 {5538 A d i F R HLE] Ja # BRAE T LA
RHEGAER . —J7 187, Nef2 PTG R 5L, 19 GSH
B RAROC IR T B GPX4 B3I , 1 5 i B A AL BT R fE
71, HAEBLBr R T A% O R B S A RS e 5 55—y
Nrf2 38 1 9 TFR1 AT NCOA4, Y /b2 g 9 LIP A AR 2R, BEAI
SR SN R 19 ROS 7K F- [a] f 1 i) ACSL4 S54iE BRAE T i
JAR I 1 2235, el A0 B 1 %) %Ak PUFAs (198 42, BRI
Jig B A U Ok R 2 WFFE R BT, Nef2 4553 % 7]

L 1] 0 ) BT R A0 B P9 R BE T AT ST AS RN . Guo MH
SEWTTIIE 5E R B, Nef2 B I8 JE A i SR 1o B SR
SLCTALL Al GPX4 [R5k , i i VSMCs #RFE T , Wi/ IR
SRR B LR AN B, , Fe 240 /NG B P I 35 PR R /N B
(apolipoprotein E knockout mouse , ApoE~/) %51 8l ik 25 ¥L 5 19
AS BEH P . Zhu XX SEIF 5% & B0, MRS ¥ 11 mT L& &
KEAP1 Y Argd15 5% 35, {2 # KEAP1 15 Nrf2 fi# 85, {li Nef2 ¥
AN 454 ARE, |3# GPX4 FI SLCTALL 5% 7K
S A B AN AR AE T SRR BE L SEE i/ NRSERZ L, 5%
fit AS. BB WIS R I, 7E ox—LDL 75 S A4 1ML 45 N B kA0 Tode
A Nuf2 85 [ KT 8 325 AR 48 i 2k 58 T U T i i
kA% 5T ) 1 RAS A OC 2 1 1b (RAS-related protein
1B, RAPIB) FRIA (L Nef2 255067, UG SLCTAL/GPX4 R %
B BT I NG T AL, WA 3E i RAPTB/NRE2 38 175 548
R R AR SR AL B IR AL, bl it AR LR ROS
P A DA BEL BB 42 6 7 0F B 9 4 1) AS BE UL AU, He L
SRS S W, P B AT R S M TS Nef2 SR TR SO
GSH AR i #H 5¢ FE IR 4% 2 1R — F It 20 B2 3% 42 Wl 45 o 0 %
(glutamate—cysteine ligase modifier subunit, GCLM) .SLC7A11 .
GPX4 B ARG HEE R HO-1 SOBRAC AR G HE H FTL . FTH1 4§
LM i L i 0E GSH A AR I B A= 1 e/ T
BRI ROS /- R Bt Ak o SR, Nef2 JRETE
AT ART s A 2 R AR AR R, A F 58 R B, 4 AS e A B, 3
TR 1] WS 2 S Nef2 0 S R BRI Y, S
O 09 Nef2 BT A B Th g 3t e, KO A 5 4 ML Y ROS K
EE B, TIHZRIET A G 1 GPX4 FISLCTALL A, fix
LR R MR T IR AS BEBRHE I . (HA 1 2,
RIS O R AR Nef2 A B () D RE B IG , TR AE AS KA &
e R B 22 B ASMIH RO AL AT,
N2 S8 00 8 T8 FRRAS T R4k & M R F 2500, IR Nef2
B PP RER I . 25 b, DL Nef2 {5 5 8 B 0 B0 A S 48
SR 25 S ) R BT T 0 AS 1B 15 AT TR X

3 HEHFENRESEENSHEIET T AS

3.1 PR L EER S

TE B2 B AR 2 v, AS JTJE T bR " Y Wk, 5 037 7E
ik, ¥ ot B E AR AL R PR A, 3 Bk 2
FE RUMIBFT ARG . 28 JRAER S YHE T 0 RHR AR I8 7
L ASREHu ik B R B0 BRSSP B A R AL
FEAE ARG, HIW B 5 i AR 350 L P4 Bz Zh RS 40 B S g
S IR A S B AR A VAR 5C , nT IR 5 R se L, H A4k
PR OGS YRR 8 S A A B B AR L
BRI IE A, RBE T 5 R A G 2o AP0 S E I T v i
AT LN B BRI, AS KRR R R S RS
0 25 1Y [ P 8 245 20 5C 20 LA AR 93 Ay 3 U, 3 1ot 41 £ 4k B



EXRERKXFFR

Journal of Chongging Medical University

_5_

T BRI, S e A A SE AS BEHLEJE | W] 3
PR 25 B O B M P S PRARE R, SIS0 i 2k 5B
T RAIALIIRTA YT AS M OCHE /T HE 5 . AR &
H, 2T M AR A R TSR g AT e B e O Nef2 {5 4538
%, PR AN AR SR R IR R IE T, RIS AS Y
TRAPFER

3.1 FEEWTH S B R R SR AR A
OBy, BA SR O B2 2R 7RO 1l
PRI T2 . BAMBECIIIR LI, B T
PR Nef2/HO-1/GPX4 {553 %, b8 FTH1  FTL %Kik DL 4k
FEAN AR TR ZS ,  E Bad S L AR BB T, B35 ApoE ™/
FLAG K-, 320 8 sl kB B TR RN 5 4k | e = Bh ik 4L 4
TEAS BRI ES ) , B 2055 ApoE /N AS.

3.2 ShEMRH ShERTR L S,
HAPAS PR MPLELFEE . Zhao Y FE=1H 57 £ W, 76
ApoE"AS/NRBIAY | =L B AT R o 2z R ALRRZ
ZRERMEEAN2 (ubiquitin—specific protease 2, USP2) [ =
5 e HE Keap B , 38005 Nef2 15 538 %, 2R N 3 NCOA4
HIDMTI ., [ 98 FTHI, B 5% P9 7 25 4k A ROS /K 5 b
SLC7A11.GPX4 Lhssi i Ak ae )1, T i SOD /K-, B
P9 — % (malondialdehyde , MDA ) & ; T 8 ACSL4 [ 3k,
W/ PUFAs (196 78, DT i) 15 200 i . VSMCs [ 4K 3E T,
e ZA T I R A LT BN A AE SR, I AS

3.3 FEBEINA P2 A SIS IR T PR 4
OB TE S FLA O I B PR PR FH o 76 A SEEIR 20 Ik P e 2 ff A
AN i L RO S T | W T S\ o 2 VA = N 1 7 =
FEFEH SOD \NQO 1 FHR AR AH X BE ] SLCTALL iy 3R ik, b
I HIETE A S 00 ROS BLE K A 41 i P GSH 7K
- AR E FTH AYEEIE o 17 Nef2 555 PEA 6il 5 ML385 23
SEATHBRFT S LA (9 BAP VR R GIESSPF S0 1A W] DL ot
T N2 30 [P R AE T,

3.4 HEHE WFEEITENFHRHEYE LSRN I,
2] JREWRGEAESE , 15 8 2 0T T Nef2/HO—1 38 [ il
BRBET Wl b E S PR BEHIE M Fe* \ROS MDA 7KF-, 38
SOD ., i J5 750 0 ik A2z g W2 4 — A% 47 152 8% 12 (nicotinamide ad-
enine dinucleotide phosphate, NADPH) & 5 fll GPX4 & H %
K, DT B RE DRI /1N B AS 725 .

3.1.5 JLAE  JLZEFETLMILZE YIS 2 Fp b 2
B, Guo MH AE“ITF 58 & L, JLAS 28 T 0 Nof2 38 %, 1A
SLC7ALLFI GPX4 F ik, il ox-LDL 17 519 VSMCs kAL T,
WA N T 2R ROS AR RN B 461k L 98 ApoE /7N
B ASBEHL S0 AR B .

3.1.6 FHEEY PRGSO RO RA LR PR
A O LB AR 2 BIAE ] . Gao ML ZESF 5 K B0, 1} 1z 1
AT I DT ER 98 5 25 1 1 (silent mating type information regula-
tion 2 homolog 1, SIRT1) 2 Z BEAKIE M Nif2 , 3458 Nef2 #2555

K ST HEAEHE GPX4 FTHI 28 il 3k, B %
it 0 200 MR A8 T A IR A0 R TR 2R I 2 R AL AS
1EH

3.7 = SRR RIS Y, ORI T
Fe GHATEL R T 2R, Lin Q SR YIEST, = ¥ il
AL G G Nef2 {5 50 5, R GPX4 ATSLCTA 11 ik,
il G 240 R AE T B AU A T, [ s el s e b AR T B L
N ARG B A AE SN, S AE R AS T

3.1.8 WA W S IR R R 2 R 21
PERL S, BA R R AU Uk 57 (PR bR A AR 2 B
fEMH . Wang ZY S WIFIEIE ST, W56 4 655 R vT B 245 4 I
il NADPH Ak B i) W7 58 P PR 41 i e 53 B 2 (neutrophil
cytosolic factor 2,NCF2) , 1% i N5 Wt ULEE 3- 0% (phosphati-
dylinositol 3-kinase, PI3K)/#E i ## B B (protein kinase B,
AKT)/Nef2 {5 5 30 %, 30 P9 B R AE T B [ 1K 5 TR 4
W, AT AS i .

3.1.9 LA Ll PR R LA Y S A
Chen JY S5V 0F 58 32 B, (A At 28 ) 58 48 93005 Nef2/HO-1/
GPX4 3 % , {2 U i 5 9 Nef2 A% 3% {7, 1% SLC7A11 . FPN1,
FTH1 2 1323k, P42 A Qi 3 il A et 4 4k , 2 1 11
HIBRBE T, B/ AS BEHR i BT TR 1G5 D 2 1 5 4
FEARBEER 5 itk

3.1.10  /NEERE  /NBEGIE BT A RO S A PR Bt
R AT EZFAEYTEE . Wang TT 5858 & B, /N
BETHE 1 0 Nef2/SLCTAT1/GPX4 3 1%, FEAR /N B = 3 ik
ROS I MDA /K-, B45 SOD & 1 , WA T 90 il 4 Ak Rz ik B2 4 3
T2, I B A AR B AS B

311 JRAL JRALEIRAUE (AR AE IR B
JREE PR CONER T S IEH . R B IR A IR 5 R B, IR
k2 25 13 38 2 TS Nef2/HO-1 38 % , 12 3 SOD . GSH %
Ik MR A MO T AU AR 7 5 W RO ROS, L GPX4 3Ri5
TG o A8 A 5 I A0 B P e /KT, ok 2 50 2 g 5 | %
A ROS FRL 2, [A] A [ AIC MDA, 9820 1L 38 P9 B 4 el v A Ak, 2l
LLRILAS R IRE , MHI R AN R IE T, JE 1T B 28 AS B
YIE RS K R, Wk,

32 wHAG

3.2.1 EAMSRRERELRIR  RARIREEE 4K & I Ty b
Bap ik, WA gk okig RE XS S
M H b CEH R, BT AR im0 E .
Gao D Sy & T ApoE//NR = AR IXE 1A T 19 ASEIAY , 25
TS [ B 1) % o B 3 5 HE TS L AR T AL
R BT R, S5 2R R L 10 R0 AT a0 Nef2/GPX4 3
A N2 .GPX4 SLCTAT1 35K, I ACSL4 3K, A7 g T
AR G e i i AR THU R RE T el 32 Bl ki g
R E AL N HI R FE T, A 535 ApoE " /NRLY AS
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322 WEMEES  WIEMTEA N AN, REE
EA EM MG AR, A TR R R R
kR T . BIRESFE IR KI, X ApoE /N AS 44
T AR R A E E T, W] RO Nef2/GPX4 {5 5 3E
9 E Bk 2 Nef2 (SLCTA11 . GPX4 445 [ 2635 , #E 1M
HaSE LA ALBE ST, FHE L3 SOD Al GSH /K-, F# ik MDA
i, DR N I A AN AR R AR 4, kR T Bl ROk A4
25 WAL WG ZR AL AR BRIE TR DG B AR | [ a2 32 B kA
JEE BELRITORR, RIS I AR KT, S S BT ASTEH

323 FMHE R #MAE TG AT CE AR
FEY, TS SIER RAT MR N E BT e R aE
HEE WS FAL AR, ARSI S5
A FEAE ST, &b BH I8 T3 0 0k 3 3 00 Nef2/ARE {55
E %, EE/ANE E S SIRTT N2 . HO-1 . NQO1 ik , Ik
SRR R B , O AR AR, DI e 2 B ks s Bl AR
Ak, D Mg BRUTRR, SR 2% AS TEE .

324 MAERAEIL A AR IR R A R B B P LR
AR LIS T FHS BRE S R R A, B A
G L SRR G NG DR, P TR Il
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Fe® Je MDA 7K, B84 AL IR 7 SOD . GSH I it A2 25 1
FTH1 FTL 55, #6048 P 5 0k pe 1, o1 2l AS /h
SR A3 ik 2> 32 st ik B B DU RR B 5 AR A%

325 GEOE EOEMBEE S S ARE B
il A AR, A #5 G IL, A A P SRR Tk, 2=
H B8 S SRR 5 IE S T B A IR A0 B A0 IR TS R O S
(extracellular signal-regulated kinase 5, ERK5)/Nrf2 5@
%, [ HO-1.GPX4 %35 , /il ox-LDL 55 i) RAW264.7
Ei W04k A8 T, BEAIRHR it /b (Fe™ \ROS T RAEHH ¢
A K 32T+ GSH i, 3BT ASTEH] .

32,6 BHFET BRSSOk, A

AL AR DI AR R R BT S
Al Nef2/GPX 4 15538 I AH G GPX4 (Nif2 [HO-1 SLC7ATL
F mRNA J 85 1 3R35 , I TR AT T, 250845 ApoE~"AS
JINBURF IR BT 2k R S LR R 51457 , R AT It 375 I 7K
S e RF O Uk R JOGE I PN R B3, DT E 2 AS
.

327 JRE-FEA RE-FEUZIRIT AS HH HAXT, BAF
VR PURAEAEF . Zhu LAY 201, S35 5 1 38 5 i
T Nrf2 {54530 B, {2 o FOAZ 6 A3 9 4% T il SLCTA11/GPX4
BURRAE T30 B, vl B A 4Lk , 300 P B 4 B Ak AT T Ol
LTI, DE TR ASHGFRE I . IR 2.
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5 300 VR R A T A Ul B, e e R A R
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BN AR SCR SR T Nef2 38 BK7E AS T AIFE B, 9 2
G857 HR R 2438 e AN [R5 2 B A AS BT HE R

Hh S 2 191 AS L AR AR ek Sl S 46 I 4 S 4, (H F i
LA N2 55 18 O S a3 PR BRAE TG AS B 2552 05 K
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e 2 AL ) R 1 K5l , F 2 45 SR 1 Wl PRI 7 25 1 14 e 1
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F14 5 U P AL, B v 24 B0 VA R -5 A P ] i
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254 U [IFIRIE YERIBLHY ik
W B ApoE /MR WO Nef2/HO-1/GPX4 il f [54]
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LA I 2 ) 1L ApoE7/IMiR PRIE Nef2/HO- 1/GPX 4 3 % [61]
7INEE TR B AopE" /IR, B Nrf2/SLCTA11/GPX4 1 i [62]
JEAL - I bk P R 4t /S D R R BT Nef2/HO- 138 % [63]
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