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Abstract ; Atherosclerosis( AS) is a chronic and complex disease that occurs in the arterial wall and underlies a variety of
cardiovascular pathologies. Nuclear factor erythroid 2 — related factor 2( Nrf2) is an anti — oxidative stress high — sensitivity tran-
scription factor that interacts with antioxidant response element( ARE) to activate downstream gene transcription and exerts vari-
ous protective effects such as anti — inflammation, antioxidant and detoxification, thus protecting cellular components such as endo-
thelial cells, macrophages, vascular smooth muscle cells, endothelial progenitor cells and so on in arterial vascular tissue, and
plays an important role in the development of AS. Traditional Chinese medicine( TCM) has significant advantages in the treat-
ment of AS due to its multi — targets and multi — pathways , stable efficacy, individualisation and safety. This article summarized
the mechanism of Nrf2 regulation by TCM monomers,TCM extracts, TCM combinations and proprietary Chinese medicines in the
prevention and treatment of AS,with a view to providing a theoretical basis for clinical research and drug development in the pre-
vention and treatment of AS.
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Bk oK HERE AL (atherosclerosis , As) J&— Rl LA Bl ik BE IR 5t &
BUNREE RS e A8 i R B 26 B bR 19 2 8, 5 ok B A
SlPKIEAS A 5 2R BEHR Bl i A= ot , S 0™ A AR 2R,
B | RIS 30 K AT S 6 14 3 S5 PR LAty
FURTIA AS B AL A5 JAE IR BRI | 48P0 38 /)
WRIIRETCIE G 3E B RE RS AR5 B) 17 7 451, 4 R i A PR 2 4
M54 L W A0 S AT LA 2 TR 1l 1487 JUL A P S 8
TR ARG R . WA BoR , AS 1 & R A
JRILRIERBRIEE N2 ETHER . JUHAE SRR ER, |
TN R B0 5 AL S AT 7 s ez, AS 1 A8
P A I T o R R AR A B T W 33X — [+ L, R ) T
WA I AR AR TE O AR R T . BURIRYT T
B A BOE G RAE AR A B BARAS R A 28 1 XU, v TCAR TG
FB R B X AS W97 220 A8 ¥ il 0 il 4 5 o R %
CIRING (BT el Do RO 55 ) A Rl B 25 T 25 W6 7 S I
BEAAT AT R L P SR A A A (hydroxy
methylglutaryl coenzyme A ,HMG — CoA ) i& Jii fiff i 1 1 571, & —
Folrsit 7 1 Rep L [ B 24 , LI DR 1 TRl RGBT AS e FH Y
2y, AR, R AT 2 25 IR 9T O ik RAE T 4
65% (Lo SRR KT o AN, BT R [R] 22 Ak A
S AT 25 AT R 23 R 245 W 1] AR AR, U R S5 H
b ML A 25 VMR {6 I, 530K S Bty T T 2R 25 WU AH AT 2 1 A
LG Py RS 5 0 o b, R 20 A R B S R A A %
S NIBYT I S RE A8 T EE P ZE R B K , 1B A DG Y M 48
HIAFIHT AR A | e 4 S BUME s M TP A S ST B A
fif o Pk, SEOBTIRT RS FIA YT AS 1B 25 FRH R 38 7
JEBE, HREEARE AS U T BRET S MR IE A, D AR
BER QN V2 207 R AR T, AR 2
MURFBEIR G DU 53 2205 eI IR T vh R A 3 &
REM . BEERHRIARIIELD 251677 AS 197> T HL
BN T BTN 2T PEARITTRREAE 20N £
P53 IR BN RO A IR e, DL B AR 1 S 12 9T 4
S EA PRGBS S TERITR AS Th A MRS
B AR AR UIHLRA R WS 22 P o B SR I T2 3 2 AR
F 2( Nuclear factor erythroid 2 — related factor 2, Nrf2 ) #1144k
TR A N S AL IR TR AR 25 1 B B S IR 7, TR T 4 b/ e R
IO RAE SN Ik, R B Y BF TR W], Nef2 {5
SIMPEATE AS MR AR RIS KR B EENER, K
ATRERCIAYT AS WY SCHERE £l BB B 25 BURBIE I A IR
AT, UT AR RO 8 22 i WIS TE S v B2 2 BE A 8 i BT Nef2
1RYT ASAH R A % S 4 i H R SR SRS
ST AR SO AE SR R 2 T Nef2 {5538 5 T T AS B
FEHE AT AR ILEZE | LAy o B2 2558 3 i 4 Nef2 {5 53697
AS Wi — LR IR B
1 Nef2 j8 B R id

Nif2 J& FiF 4 ( Cap“ n” collar, CNC) # 5& I KK A
EA PSR BR P 4% (basic leucine zipper, bZIP) Z5 4, H 4y 1
i 66 kD, TEMHFL S W) )iz Rk, Holh 7 A m BE AR SF Y
Nif2 — PR 58 N o [R] 5 445 #4) 388 ( Nif2 — epichlorohydrin homolo-
gy, Neh) , Bl Nehl ~7 £ by ol ', Horfr Nehl FLAy #5 f3 1)

ThRE, H CNC - bZIP 3 61 57 55 /)8 WL 1A i 5% 21 24 PR 98 o 25 1
('small musculoaponeurotic fbrosarcoma, SMaf) 454 F1 — 54k, i#F
MPEHE Nef2 5 31 4 1k [ v JG A (antioxidant response element,
ARE) 256 5005 WO B R 5% 5%, ATTIR 9 T e el A0 g i
ik, Neh2 iy N 2R X 02 61 14 45 1 Kelch #3746 N
JEAH I 1 (Kelch like ECH associated proteinl , Keapl ) [it) 2%
FALEL, BT R RN Z 5 08 ETGE DXCRIMIE 6 R 455 37 14
DLG X, 33 Nef2 5 MR 7 (0 45 1 5Ll , BERS e i Nef2 32 K Ak
SRR, Neh3 ~ 5 A i 5 i S5 A 45 R 4 45
B AE L PRS2 S 2 A T, Neh3 4544 do 32 B 40 S5 (4 5T
R TERE DNA 454 7 11 6 (chromo — ATPase/helicase DNA bind-
ingprotein 6, CHD6 ) , Neh4 Fl Neh5 4% #4) 38§ 0] 55 % % 05 5
CREB(cAMP [z B J5 {1 45 4 45 1) 45 45 8 11/P300 [ CREB
(cAMP response element binding protein) binding protein/P300,
CBP/P300 1 FHEAE R, X i Nrf2 418 5L K 1) 4% 5%, it 4, Nehd
Neh5 0] L 55 32 /40 S 2L 38 75 K 1 3 (receptor — associated co-
activator3 ,RAC3) / FL %I 1 K F 1 (amplified in breast cancer
1, AIB1 ) /2% [ [ 5% & L 3 3% N F - 3 (steroid receptor
coactivator —3,SRC — 3 ) A1 H./E F , #8 5) P4 95 Nef2 B9 F 3L N
Fiko Neh6 B & 225K, 5 B3 {2 RIEHM B - R EEME
5 (B — transducing repeat — containing protein, 3 — TrCP) {24
B AEEAL RIS P A5 Nef2 (A, Neh7 25 #9380 5 1 8 iR X
Z & a(retinoid X receptor alpha, RXRo) A H.AEF, 1] Nef2
TR R

Nrf2 {555 5 4E4F 20 M AR S S A AL BE . 7E R I I8
FAFT  Nef2 55 G AR5 Keapl DA 2 1 B HLBIS5 5, T2 L
Keapl — Nrf2 52 54, i Nef2 SRAFAEANNE BT, Keapl & A2 R
AT Cullin3 85507 fi AT Nef2 32 R AGRE AR, DLAE o
26S AR , R E OGP IR s (H/NB 43 Nief2 B
AR Keapl M5 A IR B A M b, LA 4R 40 Y
PRBE R AR PR IR Bk 20 % 2k SR AL S i
Keapl 1021 i 2 BR 5k 5L i AL, S80S Nief2 45 5 B9 Rk
W, T B Nef2 32 R AL FE P g, [l Nif2 5 Keapl fiff 55,
Nif2 Gy AL b, 5 SMaf B 805 U8 — 34K, SU F 45 &
ARE {75 P A A AR P R Sk B F)
FRTR IF, CUESE 4 Nef2/ ARE {55 B A2 8 35 /Y 55 B 3 250
AN S S R PR AL B L T A T2 1R
filf SHIZ RO FIBIR R TS, A, Nef2 I8 7] 5 2 4405 558
KA BINS G E TR AL WEIE R 2R A I g | o
PR LA B B A A % o LA OXN 1
2 Nf2 ESEHEE ASHXR
2.1 Nef2 Fpq 20

bk PABE I PN 52 41 S ( vein endothelial cells, VECs ) 2H
1, VECs 5 D B K RLAE AS 2 i 7 Nif2 76 VECs ot
Iz 223K, BERE WL UG 1 % ( reactive oxygen species, ROS) B H 3k
Wh o TEACRY Nef2 ] 2L S LR SR AL L DY, AT ¢ B i 6F
VECs AR . MR, Q02 Nrf2 fie sk, )24 s 370 420k 2k
PRI BE A AN 2 3, 386 I A AR I8, I 52 VECs 19 15 & AN
R R — e Nef2 s, HL RS i 22 245
G B 1 B4R ( mitogen — activated protein kinase, MAPK) 3%
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AR UWAE Nef2 , PR A bk PN B 20 2 (human umbilical vein
endothelial cells, HUVEC) 52 & AL 11k %5 J& I8 & & (oxidized
low — density lipoprotein, Ox — LDL) {5 51 SRR E R N
IR S B, B N2 A 40005 0 5750 A e M M8y — A2 1
512 (reduced nicotinamide adenine clinucleotide phosphate , NAD-
PH) % fL B 2 (reduced nicotinamide adenine dinucleotide phos-
phate oxidase2 ,Nox2)/ M %7K ZE I 1 B2 {k (angiotension [I
receptor 1, AT1) 35 I b i Bl 10 41 i 1 181 45 25 11 il 172
(‘extracellular regulated protein kinases1/2, ERK1/2) , il N J%
HiHE T ROS 1977 A, AT s I8 557K 3 1 (angiotensin 11,
Ang I1)4r3:11) HUVEC #1453, RIAEAE AS WKL R TP &K%
FRHAE WP B, B0 Nef2 535 3 5 1 93 R 56 PR
¥ o (tumor necrosis factor — o, TNF — o) 15 5 HUVECs H1 [ 4
iE R~ BAAZ 40 ¥4 fk 25 19 1 (monocyte chemoattractant protein —
1,MCP-1)  H 4 fi4 2 ( Interleukin, IL) -6 F1 IL - 18 AY
Ko ARCUNNE R BRI TTE AS h R I B CBEMAERTL LY Y
S BTN, M (estradiol , E2) BEAS 3 W Nef2/ 45 It
H kA kY i 4 (glutathione peroxidased , GPX4) {55 M i #1
1 A B A0 A A BRAE T AT AS o P B 200 U T A Ry
AS (R K GHF, GENG T Y 461 B 58 % B, 11 40 e 53 AL 0
137 ( cluster of differentiation, CD137) {5 518 % FY 154 1% GE A 11 il
Nrf2 38 3% 9 25 F B F - «B (nuclear factor kappa — B,
NF — «B) i {5 AT & FEAR 58 T AL BV T, S B0A K 4
MIPHT, AR TR — A T p A st Ty =, 5 P9 R A e
LY AS f) 5t K e AR ), WANG T 46 B 5 R B, 2
FAZRENS i iF | o Nef2/1fil 21 Z Jin 48 B 1 ( heme oxygenasel ,
HO - 1) Hi ATl Ox — LDL 355 i) HUVECs (W5 FIFE T
K, N EESS T W EKIIEER S, ZHAO Y M
SEPUBESE B, B D1 BE 2 B Z 14 (dopamine receptorl
DR1) ,REW I CREB/Nrf2 {55 AT # ] Ox — LDL i S 1Y
HUVECs #f = % M % B - 2 F| ¥ 77 [Bff ( senescence aging
related — B — galactosidase, SA — B — gal ) FH P 4 £ 20 Jig b 5] A
pl6/p21/pS3 FAPEIIEAL . 7T IL, Nef2 {5530 P& (14 38005 RE 983
T SAE AN AR T AR T BRI AN
2P R, AT AERHE AS W FR b R EZAEM
2.2 Nif2 5E#aM

TE AS (R kR AR b, B R AN 5 4 T RO A,
YE RO SR 2R, TAT TR TR 5 R SRR 3 T e
PERIMERT, MY Z 5 1 AS th e RAE Y IR 45, IR ik 2 5
T URZ N TR B JIEL ] St Py A/ 00 i 47 T T I S R
W AS 9% . YING Z K 4 B 5 5 B, — A ¥ AT A=
i AR P 5 4 T A S TG N2 {55 i F 4 o 5 e 24
(RRAEHE T 2 # 40 AS [ 1E JiT. PAGESY P 48 58 %
I, Nef2 B0 R ET A3 TR g 5 i % 1, DA sl 20 Ox -
LDL /-5 1 B W 20 B2 405 , MR AT Nef2 9 28 32 DU 2 389 im0 7K
PRI, 2 — 2P AE ik AS 1Y &4 o WAMEA TS K I Nif2
AT LA ] L e 2t o v A1 48 SRR IR 0 SRR ARG B 40 F 1 2R e
BAFZE 327, Nef2 JLAT AR Ox — LDL SiUAF i W2t o 42 2%
FERFRIBMEEST, N TL - 18 1L - 6 FafbE -+ (C J35:) ik s
[ chemokine ( C — C motif) ligand 5,CCL5 ], Bifk & ELA KM

174

PR FIB AR AR RERS T 20 MAF hiE, XIE L P 24
R R R, Bt P S0 Ao T /) B P 8y Nef2 , A 200040 ol 4 AL
Y MAE - 40 M 2L FfF R 7 ((vascular cell adhesion molecule — 1,
VCAM — 1) F1 4 e [8] 25 Bff 43 F — 1 (Intercellular cell adhesion
molecule — 1 ,ICAM — 1) g4 1%, FF-44 58 HO — 1 93K, T i
FVRULIR AN AT Lo Nef2 34 78 375 B3k 570 52 4% 0 L[] 1 3
B PRI IR PR A SR . BRI, Nef2
S R RS O 0 1 o R B R AR AL MR IR IR SR A Ak - 1
(lectin — like oxidized low — density lipoprotein receptor — 1,
LOX — 1) 3G ATP 455 & %2 # H Al (ATP binding cas-
sette transport protein A1, ABCAT ) , M 176 25 Hb 4100 ) 60 7R 241 e )
T BEAh, Nef2 i ik Z 2 G 3078 B W A0 M P i 18 R 24K A
(scavenger receptor A, SR — A) ik FH, X oE— 0 m
Ox — LDL (R RARE RN AT AR ™ o LIU S Y 26 i 52 2
B, 8 N ARSI i 18 R A R O SZ A4 y (per-
oxisome proliferator — activated receptor vy, PPARy) fl Nif2 [
ABCA1/ABCG1 AR i CD36 , M ifii 390 ] 15 195 241 fd £ AL (51 1
BRI FETIPE] AS, 75 AS MR , AT AR S B b K
EL W AR M FE T, AR M S 1 B S i R i 2R D) R e
15, DT 520 S Bk SR AR BE AL ME SR SEARZ O BT I il AOBIFSE
JETE T Nef2 X ELMEAN AL TSRO R B A LT R DY BT R
B, I AT R i U 1 (isocitrate dehydrogenasel , IDH1) fig
EIE Nef2 k2> Ox — LDL 75 S 9 1 W6 40 g 2k JE 1~ g 7K
MG ML, QUU Y X 46U (5 2 B, i ok 1% Nof2 30
SH BHL L 5 e 40 4 T RS i ROS f3d BE P2 A . W20 A Ak
SRR 5¢ R 2% V), B W4 ) A 4r ik M1 1 M2
RIPHASE WA M, b M1 2 5 W 44 M BB 98 7 A 42 48 4 i IR
T INTTHE AN AE SR JERE S0, e AS R FERR . T M2 24 B g
AN EA BT R AEH, 3 54 8UE R, RERE I H] AS (iR,
B 5 B, Nef2 Rl 50 20 M 1) ML 6% 4 T 42 308
W2 A ) M2 BUEEAL . AT 0L, Nef2 {55 P AR o 98 55 B 40 i
FPAE B 23 7 A T I S ] T B W E B XS Ox — LDL 1y
RS IR AN B T B, BRAE T A M T AR R R T AS
YER
2.3 Nef2 G 4 F 8 A4 AR

IML55 45 WLAH M ( vascular smooth muscle cells, VSMCs) &
— e AR AL W AN, FERE S W 4 M4, MU S IR B AR
PETPRY MR . 72 AS A9 B FE s VSMCs 2 2L
Z: 5% G DA% AR AL 2 BESRIE A S AL, I
THBEPR A G, NIRRT Nef2 {55 5819 4 2
VSMCs 12 RE A AS 19 & 4= & S, VSMCs 3R BIEE4L
JE AS R R R SCHEIRAT 2 —  HE X %6 B9 5 U 6 ]
el 1 B 08 2 BEAH B =2 /& M3 ( muscarinic acetylcholine re-
ceptor M3 ,M3AchR ) Fll Nif2 — Hr4A 4015510 H 2l % Ang 11555
9 VSMC & B RS R AN DT A2 13 9 . VSMCs /YIEFS
FSEFEAE SN Kok A 8 Ak TR )N 4 8 Hh e o AR . i
TEHE VSMCs HYITA% RIS , T LA S i 3l Ik R 8 A 1 1 A2
FER R EYE. KO W C % L, Nif2 W] LU p38 22 85
T 12 R A 3 1) 2 0K 4 JORLBOHS , AR I 5 2 Nef2 L T
IiFHO - 1 ZE R FR5R, Ui R R E 3l ik VSMC 1y 1 78 Fil
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TH. sk eI AS BAE KB EEARK KR, VSMC
TE AT EE b RR o R S AR T, XU T H % Bk 3,
Keapl MEIEALAESS T 20 Nef2 19 PGB A, $01H) VSMC 13 W, M\
ek R ER VA 1 VSMC 4546, S B0 AS 250 1 B 500 %
flo WELR S 850 B, 45 T 0 %4 28 = ) B 45 0 p62/
Keapl/Nrf2 3 # , AR m 87 3 AN R VSMC S5 4L A
T2 M ISP EUCOT RS TR . 7T I, B0E Nef2 {5 53 BK g
fig— PRI VSMC 19854k, ILAMFR R BLEGE N2 (55
R BESIE VIMC RS IR e R AS By
Flo AU, Nef2 {55 ] el i # ) VSMC AU 5% fk 1958 i
B F5Ak S B AR IR A i R R 4R AS I9FER].
2.4 Nif2 5y A2 i

PN 2 FH40 i ( Endothelial progenitor cells, EPCs ) J& P 2 2 ifd
PRI AR 2, FERBAS A8 S 400 405 1) I L 4 P B 00 — 1B 5
V-, AT AS fRHEfE . PARZONKO A 45U 5 & 3, L
KUY RE AL 1 BTG Nef2 e S (R 5 19 HO - 1 35K
AT i 48 B vk 3R 1 AR 35 (9 A S I EPCs i i i 7 44
FIIEBHRE ST, IF LA BEMORE A 7 G0 i A8 5K R T AL RS
SRR RE ST, M T 2T 4k 1% 12 25 1 AA S b 8 A iU RE Y
WEAIR. DING S % K3, Ang — 11 Al 23 EPCs Ji - FI I RER
Bk, 410 157 33075 5 4 9 (sestrin2 , Sesn2) mRNA HIZE H YK ik,
9 Sesn2 [ YE Ang — 11 X% EPCs (1% 67 186 /5 F, i — 25 19 4L
HHIBTFE A B, Sesn2 G 1L 1Y 38 p62 A Y Keapl [ W fiff M 117
e E Nef2 (9 2R FE P A FEUAAAERT, IF 08020 17 ROS AT
KA EPC iR ToFE BE A I RE 2 0L, w] L, Nef2 {55 ] A 2o
i EPCs (0 T 34T A% AE 1 ARSI L A G RE ) & FE T
AS BTERT

TE AS 1R R R R v, Nef2 55 38 % X 1 /DA 8] 58
JE A A 0 L 00 55 200 2 T A W ST A T R
B, AR AT LUK FRJ2 T RIRETE . AS By BB 23597 £ %
DL il OBl R (B U B/ MR AR BLR BB X RE TR
SR, BARTEIM RSP S T — & RSCR  (ELXE LR A
T AS YRR, HLZ T 2 W R Ak T A A
B o IR AETE T B D RERE I A H 10 S50 e KUK
I, BT ERAT TR R BAR R o Nef2 {5 Sl B AE AS ERR Y
YERIE B Z4HGE 381 Nef2 {55 8 ImRIRTT AS S48 78
TG o SR, Nef2 (55 Y 25 ik 2 45 v Fn e k. (H
w2 BAT SRR E S B % TR A R AR
SR A2 PER SR AL R F ST R 1 IS 2 0 4 Nief2
FEXAS BT HUEN A AS BRI T —E NS %,
3 HEZHEE N2 FSEHEE AS
3.1 WA REE PRI
3011 RS BRI b 2 B P SRR — R 2
ay, BAHR BUaA Ui T Sty PR S 2 by
PR . R KB, BT AENS B 5 0 ApoE ™~
INERFE B IKLLITE S 2, AR L3 A I [ B (total cholester-
o, TC) , Hith = W& ( triglyceride, TG) | fi % BE g & 1 JIE [#4]
(low — density lipoprotein — cholesterol, LDL - C) Fe * [N — &%
(malondialdehyde , MDA ) 7K~F-, Tt IfiL 7 H i % 2 g 2 P AHL [
fi£ (high — density lipoprotein — cholesterol, HDL — C) i & 4L %)

554k, fif# ( superoxide dismutase, SOD) | 4 bt H ik ( glutathione,
GSH) 7K F-, [ i T F 3l ik Nef2 (HO — 1 GPX4 B 1 &
#% 1(ferritin heavy chain 1, FTH1) | 2% 1 # £% (ferritin light
chain, FTL) 25 (13235 , MU 2R R IR T 285 (38 T R (4R 085 i i
W) AR Nef2 #0850 7) ML385 if%s 1 5 1 A ) AS /N
FAYT IR, R BT B AT AR I RS Nel2/HO - 1/GPX4
R EEMH R IE T R P AS MER . FFS T C 2
P BB B R LG . YANG Y Y 27 5
R, F1S T CREE I E W2 i b Nef2 (3 0 40 Jifg b Nef2
mRNA 235, 340 Nef2 20 B A B SR i ) DR Ay
PRIF 1 (sirtuin 1,Sirt]) ( R Sirt] ()5 2 7354 R Sind 1
mRNA KA FIRFRE) |, I PR RO i A A8 J5 B ( recombinant
peroxiredoxin 1,Prdx1) %% 5%, F 1 ABCAL fyZ ik, ATk 2>
20 i P i T A AR, e 25 /0 Wk 0 SR U P T K A TR T L
$ER S T Colid S Prdxl/ABCAT {553 B AR B 4N
Jfi 52 Ox — LDL i MLIRANIIE . 275K A 2P E
AT PRI — R =LA W, ZHU Y C 55 B R,
ZH R A BB AR (palmitic acid, PA) 5519 N K 41 il
T — AR FEAT (ROS A3 8 MR AE T TL - 6 35 & 11—
AL R & (inducible nitric oxide synthase,iNOS) \TNF — o mR-
NA 9 THE , HeAh , & F R Wi T PA SR M N K 400 P i
A BEERTE Ze b VR (14 BCEE 38 0, 17 S b A 43 2430 1 77 1 (mito-
chondrial division inhibitor 1, Mdivi — 1) £ Nrf2 376 7 & iR —
HI1g ( dimethyl fumarate, DMF) %) B A R A RLAIE T 3 —
ARIHLHIAT S R AT R A TN A0 3h 14 B AH G
9 1( dynamin - related protein 1, Drpl) 25 [ (1932 3% (fHAS 5% 1)
mRNA [R7K ), 380 48 L F0 A0 i A op Nef2 (3 3R 3K K7, 428
Nef2 T 3 £ K HO - 1 Al i & 1k i& J B8 ( quinone
oxidoreductase — 1, NQO — 1) mRNA fJ7KF, Mz A BAE— 4
WHE R AT R A XS Drpl 25N EAE T RE Ry S R 2R
PRI Epx FTIHER, 475 3R A I DMF 268 b8 2 11 B4
3 B 5 %l (proteasome subunit B5, PSMB5) ) mRNA F1# H 7K
-, i siNGf2 GAIG Nef2 BRI 255 R A X PA 55 9 B 4
HhZOR 1454 \ROS  PSMBS | Drpl 25 11 E 3 (i i 4 T, 3R W
A AT LGERE Nef2 AR08 Jr A2 PSMBS 13835, MM
TR LRI RS G A I RERR R . 2R FEHT R A 24
GE PR A — R UER SR, BA B PURE T p
B DU R Z R FRAE . WANG L 4 B 5 R 3L,
TEAAR IS 2 Y I Js 12 59 4 1 B H 2R RE RS AE A 52 il g i Ao
MO T 25 s IR 2R B E B P A BR (apolipoprotein E
knockout, ApoE ™"~ ) /NI 3 3 ko 25 R, ARG L Wt 4 i 1
PR Y CD68 JKF-, B VSMCs 455 o MEhHE M (a -
Smooth muscle actin, o — SMA) (7K, 341 Masson Y% €4, fH X
B, AR TS 5 45550, I AMIT 9T e A 12 7 H 2 BB AS IR/
LI Y87 P 2 E R 7 IL — 6 F1 C Sz v 2K 14 ( C - reactive protein,
CRP) FY7KF-, BEAR 3 3 ok b A8 S AR DGR 1 e R AR g - 1
(Caspase — 1) \IL ~ 1B I ASC f 2 4 Fl mRNA /K- J 1L - 18
AL = 18 [ K P, 7] it B AR L I 4 b 35 ) F4/80 Al
RMIME— RS & R & & R AR E R )T )
FINRE 25 #4188, 25 1 3 ( nucleotide — binding oligomerization do-
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main, leucine — rich repeat and pyrin domain — containing protein
3 ,NLRP3) $k5¢ fi7, 1 J B4 v 5 1 RE 5082 ApoE ™~ /iR
F kb ROS (1774, [ EJRHTAAEER Nef2 F1 HO -1 11
KT ARINIFSEIE T Ox — LDL 355 /)n BUE s 5 s 440 >y
BRI SY T A B PRI, WFE R LA SR AR LY
PUR AW NLRP3 B A0 s Nef2 5 3 i) 4 1, A%
AT BRI K A0 i BT 3R RE A% 4 5 15 Wk 4 L 174 S Joie 4k P g
3, 2B B W 4 K B o T AR /D L 40 TR vb R S Sl Bk B B v
CD36 &1 il .ABCA 1 Il ABCG1 21 L. iZH BAF5E T
2V B ZRR Nef2 382 WA R RILR] , T & LA B R
FE I8 1o BT Nef2 (8932 3R Ak A I3 o Nef2 p9 820 1, DA B F
FEARWI AV HE R AR 3 1 41 i) NLRP3 3005 AH 5C Y 24 , BEL W
Nrf2 22 28 PRI e fiff . 25 R TR AR A IO 385 i v e 4 Y ) R I Ak
FUAE 7 BHL I R A B TE SRR B R AS,

312 BEAAd  REHIE R LU P2 5
JBAE o AR B Z B B, BA IR B TR ok 4
P TANG T Y 45 5 2 B, 76 Ak P 952 56 o 50 A S s
AS KR F 3 ks BILECIE , i 20 3 IROBE (14 24 i 0 1, AR I,
HHRAEFF MCP -1 IL - 6 IL — 1B, TNF — « [ /K, &P
WHFER B, SR RE NS i 28 A 0 (H, 0, ) 75 5 1Y PN B2 41
e, WAL R B S H 55 ROS \NO Y77 2E , 38 P B2 40 g
Tt AALE T SOD i AL E B (catalase, CAT) Al HO — 1 13
KA, FEAR A ) R T2, E— 2 AL B e ], ST RE
A3 M H,0, 55 1 A B2 2400 b Nef2 , AMP AR 8 1) 25 1 93
[ adenosine 5 ¢ — monophosphate ( AMP) - activated protein ki-
nase , AMPK ] Fll p — AMPK 2 (9 33K , BEARAE 545 5 S i
fLIX F 3 (signal transducer and activator of transcription 3,
STAT3) Fll p — STAT3 (33K, H si — Nrf2 @R Nrf2 G i 45
FE X FRIE 2R B , e Ah O) —ER A I S e R IR si -
Nif2 5 /N T3 RNA BH P X} BB ( small interfering RNA negative
control,si - NC) 24 LL BB 0. 25 B AR 9 B2 4l i it S8 (L EE B
SOD CAT Fl HO — 1 FI4A I T2, 1M si — Nef2 + S R4 1)
GRS - NC 24 25 R G2 1 50, 320K 21 S AR 5
P4 Nef2 A1 AMPK/STAT3 5 %, /b S8 AL B s F R T2
3.1.3 mEEed BERE-FRRIEEIRLGY,
JZAAE T HIGER AR B b b 25 bt ) I AE 7, IR Te A
AN/ N SR S 0 S 0 2 ) e 4 2
i ApoE ™"~ /NEL F Bl Bk ROS 7K, [ B B AR /1N B afi 775
Ox - LDL. TG ,TC ,LDL - C MDA 7K ¢, Ft & IfiL ¥ # HDL -
C.SOD ., & B H Bk i 416 ¥ B ( glutathione peroxidase, GSH -
Px) B35 M, B AR S k4 20 Keap - 1 A KRB, THR
Nrf2 \HO ~ 1 \NQO1 £ [ #3555 B lm] i, Nef2 (1% 4100 i) 77) 5 IH
T I RENS — R RS B AR A FOARE T RIS B R AT RE
TS Nif2/ ARE {55 38 8% 4 17 S8 AL I8 5P, AT BT AS.
il B Rt — R R MRS Y, ) A TR IR AR
H GRS MR R A SR — . H TS
W LEARSN Bl R REE IR Ox — LDL 355 19 /) BUERAZ I
AN AN RAW264. 7 il Nef2 5 Keapl f9255, 48
AL A Nef2 25 K8, )i 30 B 32 4551 Nef2 19 11
ARG NQO — 1 AW H K S ¥4 #51iff ( glutathione S — transfer-
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ase,GST) . 2 & IR 2 bt & 2 3% 22 i ( glutamate cysteine ligase,
GCL) f# 4L\l 3 ( GCLe) A B GCL #7453 ( GCLm ) {y 7K, [
A AR A E R F IL — 6 \MCP — 1 \VCAM -1 I ICAM -1 /K
- RN ST s AT 3R AR AS 2 T ApoE T T /NE IR T
JUFE e LA e I K - T S AR AT S 20 Dk I A8 b 9 AE PR 1 3
%, FIAE R RERE Nef2 A4 ML38S Frigife , WAl K R
TS Nef2 , G AR DG 14 11 A e 5 Bl 35 1, AT 30 ) 1 7 ¢
SRR o T RN ERE R, 0 8 - 5 G
I RAAY . Bk LSS WEE & B, I AT RS
/N ApoE ™7 /N BRA M350 B ik i BESR B, R AR A Ml T
T , ARG - JUL 20 B F) 9 T 6, B AR o AH SG 1 BCIL2 ¢
BX X ZE H (Bel -2 - associated X protein, Bax) ,Caspase —3 3
B THE B Mk S -2 FE K (B - cell lymphoma -2, Bel -
2) IR BEAREAL LR DGR AR MDA (8 R 0 1% 17 (8 -
hydroxy -2 deoxyguanosine,8 — OHDG ) [i{) 7K S, 38 Jit viig iz it 356
FE 55 it ( telomerase reverse transcriptase, TERT) ¥ i% 1k & ¥
(TERT activating compound , TAC) fit] 7K 3, [ B} f#&AIG Nrf2 | ARE
AR, FWIE 2 7] AR oS N2/ ARE {54558
B, SO0 A O TR 5 AS BEH AR E Mo 1L AT XOFR L 4%
2 LS B TR AN A2 AR SR 2 ) I AR,
HAHLR BRI PO % 2 2 B4R . FENG Z % ff
FEAW], IS BE % B i MR AR — DR SEUTRR (HFD - OVX)
I ApoE ™™ /N UL A8 R E LB BE LR , s i
H SOD Fl GSH fJ /K, B ik MDA 1 TNF - o\ IL - 6 /K F,
Western blotting $2 7 111 4% Bp A8 1% . 38 B AIK /D B8 ik 41 4

ICAM -1 VCAM - A  Caspase — 3 . I Bt WL 3 14 B ( Phos-
phatidylinositol 3 — kinase ,PI3K) NRF -2 HO -1 ,Bax/Bel -2
el Ak 22 R/ 7 2 BR 25 H ¥ % ( phospho — serine/threonine
protein kinase,p — AKT)/AKT 33k, Tt G 25 A (BB ME &
Z1& (G protein coupledestrogen receptor, GPER ) 25 [ By # 1k, 1%
VL BRI S MIE 58 R B LU A5 B ZE (RS B A S5 1A AR LRV T, At
IR, ILZ5 B RERE ¥ 5% Ox — LDL 2 HAECs 40103 1 T~
FEFNZMIIA T  JERE AL DL AT 5, Rl 9% GPER 3£
IR PI3K/ AKT/Nref2 3 8% , i 44 5% ¢ si — GPER REfE 11145
W3 (g % Ox — LDL 23 HAECs 4 bR VEF, 26 8 11 25 1 i 2+
94 GPER Fik Fi#i i PI3K/AKT/Nrf2 i #% & #EHr 48 12
PUAALIPERIGYT AS. SR X AR , & —
Fh FZAATE T2 b i A I EER s L 59, R 3L
Jipdgg P O MUE AR B B R BUR L E Z FE M. LUO Y
SR, AR RS Ox - LDL S5 HUVECs
(R I REATG , SR A R 7 11 25 A A, 440 B P 460 A0 O 38 48 o
(FRILN ROS F1 MDA (#3411, SOD . CAT ,GSH - Px I [# M%) ,
PATZKOT- R I (= B0 R =X 40 J A U o HUVEGs /8 12 3%
B3E TN, Caspase — 3, Caspase — 9 i i 6, % C ) F ik L.
Bel =2/Bax (R ) , i — 25 A HLHI AT 78 K 3, XA 15 3K BB
_E¥ Ox - LDL i HUVEGs A% Nif2 K H R i HO - 1
MFRIBAKT, 255 Y Nief2 siRNA J5 XS R 1Y Bk A Bz 4
FRLAFP A PRI B, 245 0 HO — 1 g 400 44 350 4 J7 s Wbk ( Zine
protoporphyrin, ZnPP ) J5 WU HE 2 1Y HT A0 JH T /E F i il
ST W] Nef2/HO - 1 {55 380E 09 R 5 m 8, B SE S
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3% FHl ERK | AKT %% 5 1 3005 5] PD98059 1 1.Y294002 . AKT .
ERK siRNA 4b3 HUVEC, 255 & B 68 15 306 5% WU b g R X
Ox - LDL 55 HUVECs iy #% Nef2 K HF i HO - 1 py3ikk
V- R B NLOAR SCHE R A T, R W RS A 2R PT RE i ad 38L
% AKT 1 ERK 451 Nrf2/HO — 1 j@ %, T E 8450 4 A Bl
AP T HE , PR IE HUVECs &4 Ox — LDL 5 3 1) 4 {6
P30 W8 AR I 24 75 BT rh S IR R 18— Pl s B 26 AL 15
Y, BA T T R P BEEE A, AR AT
AT . MENG N 265 % 9, i A i R 0 8 2 i
57 ApoE ™~ /NEURN Ox - LDL 531y HUVECs [ 4 i i 77k
SEF ICAM — 1, VCAM — 1 F1 ROS 7K S {4 34 i, [ i o 5%
ApoE ™" /N T Bl K BEBR (5 B R B, 0 — A RO F
K, e AT A R A T AE Ox - LDL AR FAY
HUVECs 1, ERK AR fb 35 in LA & NF - «B HZ e # , i) i)
WA T A% Nef2 (K7 B di B b HO = 1 1K, 12 F
siNef2 R Nref2 3K REA 30 e 1 2 i 1 0 — 20 i 1 iy B
RN o SR R A R A e A AT AR T S O Naf2/
HO -1 $i k15 = %, 704l Ox - LDL 5% /) ROS i # A4
i ERK BERRALAN NF — «B i AL R IEHTS P b Jidn i
GVEHLAIRIT AS.

3.1.4  AYEEAcsY NEGEPIE THRRZED R —
LAY/ 10K N R S e S IRE AN AR 1o T IR = R A 1 |
WG H SRR 2 I T, T2 T T i L AR 1N
7o ThEAEDT BRI, I R RE A5 T RS ApoE T /R
T BRIRES T AR | P R v IR B L, 38 i 3 AN 3 Sl Pk 4 4R
SOD FI GST 3k, 38 0 35 B Bk 41 41 11 3 ApoE ™~ /N U
FA% ApoE ™~ /INEUER [ 55 ik, [ RE i mRNA B AH X 635 &t
T Z RS HE N2 mRNA f) 22 3K R PN 5 AR 1 T il
PUAAALE A BRI, RAEPUAAL BT AS BIFE .

3.1.5 PR En =B NRRh HH A, HATE A
TF A LR 1k BB Y B, 22 =L 4% A (essential oil from
stahlianthus involucratusrhizomes , EOSIR ) J& M H 4 B AR A $¢
YR 8 68—t DR IR , FL B0 3 B AR 2 RS A
FERIAA DS . KBS LB, EOSIR RESSISE Ox -
LDL 1753 (14 P Bz 45495 , FHEATL I 7T R HL RB A I 55 SO b (AR 14
Y HLUR T R Nef2/ARE {5530 B TR SR B,
EOSIR fig#% 15 Ox — LDL 5%/ HUVEC w1 Nrf2 3 #%AH 5 4
(N2 (HO -1 NQO1 ) mRNA J 25 [ (Y 35 , [ Inf I, 457 37 14
Y15 NO FIRGHIMRE 2% i2 ( prostaglandin 12, PGI2) /K -#% 2 2% 1
AT A B2 45 LK 1 (endothelin — 1, ET — 1) /KP4 T 9, (HAE
TR, MM A si - Nief2 J5 EOSIR (1 FiRfERI#i%% . [H]
I PRI AT T SR A 5T 4 ] R GE R AR, & B EO-
SIR REMEHG I B Wit A i) B0, R 52 OB AT 25, A48 1 WA DG
FAL FEMEHCER 1 24 3 — 1T A (microtubule - associ-
ated protein 1 light chain 3 11 ,LC3 1), i p62 ], i< kiik
Fl 453 H 1 (mitofusin 1, MFN1) \MFN2 ) #2525 45 75 1 (optic
atrophy protein 1,0pal ) (28 {54 5 F A (mitochondrial tran-
scription factor A, TFAM ) K ieh S Ak Py BEA S W) 0 52 146 y 3
7% K F - 1 ( peroxisome proliferator — activated receptor y coac-
tivator — Lo, PGC — o) , PRI R 1 Drpl fRIL, £

Bl EOSIR R] GE I 1 306 Nef2 A5G % S 1847 LR A o 42 1)
RYERFEX Ox - LDL F R A A o A /e . =L
S (notoginseng triterpenes , PNS) & M H 24 = £ i 3 B $E
WIRAY e =L 0 EBEME S, LS 11 Rk 2 an
=-LEH RI MAS R Rgl Rbl %5, RRALHLAE il i 1
SMIRTE KB, FEAA PY PNS BEAZI8 /N ApoE ™ /I B 3 Bh Ik BE B
TR D BEHE T (M8 S L RR A8l N BE SR 2T 4E AL T R, 14 512
W52 % B, PNS 45 5% 116 % B (lipopolysaccharide.
LPS) 155 ) RAW264. 7 W RGE R FAH SR A IL - 18 IL -6,
TNF — o HI ICAMI {93 3K , — 5 i B b 30 S A0 O ke O 3 1)
Nif2 \HO - 1,SOD1 Fil SOD2 ()% , # W] PNS HA 1R A4t 3l ik
SRR AL BEHTE VR AN 35 A AR 48 LA E T . FAN
1S %R R I, PNS MO EE M TE RS A B AT Rbl £E
TR RERS IR Zymosan A (—FPE LW TT) + o I fuDRL IR 7 5
IR B ES Ik AS FAE R, /D AL A IR IE R BN T
(1) B R R 531 9 U 200 S 79 ke, T) I 3 ARG BRI i TN —
o, [ F i NO Fil SOD 7K (RS 58 & B PNS 5\ 2 2
Rbl 5 HUVECs [ 3% 7= GE % W] g 0 5% 1,0, 51 59 240 i 15
Jyim K LDH B BRI D, [Al ) 95 % Ox — LDL 5[5E i) HU-
VECs H1 p38 Fll VCAM -1 133k I A B A A2 20 B 11 1l s
ZH I ( tohoku hospital pediatrics — 1, THP — 1) 4 g £ P4 2 40022
[F1) £ 265 BB 355 0 , 7 SB202190 ( p38 MAPK 11 il 5] ) F % b i &
(Nef2 $03450)) B HAT 15 PNS FILAZ 2 AT RbL AR R0 il 24
FEERVERT, LAh PNS BUAZ AT Rb1 SAREAE AL E Nirf2 f4%
B R WERE R HO — 1 il A4 58 , R W] PNS S NS B
Rbl n] fE# 1 Nef2/ROS/TNF - o/p38/VCAM — 1 38 [ 5 411 il
HAZ AN RERE SR, NITTIAYT AS, TR FEAWESUEE , # <
HEEE AMETD IR CHEN X %8 R & 3L, Tk 2 B
TR REIR S AS X B 32 30 ks B B8, D503 LV i o 2R
L, #2151 M5 7 GSH - PX CAT 1 SOD & 1, £ Ik MDA & &,
B Fsh kAL b Nef2 F1 HO - 1 SR RIK, 8, TR T
TR RERS T AS R BUIMLYE 6 B 51 iR R Fla KF,
FEAIK Ox — LDL ET - 1 7K 3, {H J& % Ifil #2 & B2 ( thromboxane
B2, TXB2) AN ., 3= W H R F £ B ER TP RE 8 I 15 4201k
I PRI B A0 I K FE T AS B AR T, 32 A T AT RE A
Nef2/HO — 1 58 B84 % .

3.1.6 4feis LIU X Y & Bi58 THEFH M =L
R1 ( geniposide and notoginseng triterpenes, GN) B-& 1877 AS 1)
YER RN BFFR 3R W] GN A RERE A5 = AR UK £ (High — fat di-
et, HFD) M3 ApoE ™~ /IN BUBE B 1 18 0 2> 3h Ik B e 11 T
I I3 48 A R AP IV I8 LA R I 4 R AR A8 L KT,
HHLHIDFFE R, OGN B 5 BERS 15 HFD IR ApoE ™~ /]
S F= 3k p — AMPK B [ G R 6 B2 16 7 A 75 3 48 2 1 (phos-
phorylation — mammalian target of rapamycin, mTOR ) [ 4 &5, 3§
HAEm Nef2 F0 HO — 1 (93235 DL A ML A v Nef2 (17K 5 (441
W] OGN B REAS IR H,0, 175519\ HUVECs 91 J %
IR AT SN THP — 1 786 B 248 1 1 502 A 1o 3800 440 e 0
K-, RIS p — AMPK (Ntf2 F1 HO — 1 B 4fl g 4% Nef2 (1
K, BEAR p — mTOR f) 7K, fd Jl dorsomorphin ( AMPK 411 i
)AL e E SR AE T, 2R W) OGN & 1] 5d 3 #0% AMPK/
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F 1 PR SRR S 2 B 25 N2 55 1 R AR
B i I U] T4 HE ORI fEFBLH S%
WM R Wi ApoE =7 TN B etk Nif2 HO - 1, GPX4, FTHI, FTL, MDA, % Nf2/HO - 1/GPX4 55 [46]
GSH SOD Sup ekl AN
BHRC 1% NRERE RN R Ox-LDLER Nif2 Sirtl Prdx]1 ABCAI Nf/Sitl ff 2 BB ES (47
F CSTBL/6 JNEL) //NRE Prdx1/ABCAL k050 B I 41
WA & RAW264. 7 BRI
KUHRE KUEH Apof ~/ UNRNEIERE TS OB W %/ CD68.a - SMAIL - 6, CRPNLRP3,  #fH| NLRP3 $3G M1 M0 48,  [48]
B MM (BB T Apo Ox-LDLIES Caspase - 1, 1L - 1B, ASC.IL - 18 N2, LIy Nif2 2 Z AL FIFE AR, 3
E~ /M) HO -1, ABCAI ABCGI CD36 LXRa WA 4 AL o7 20 B
JRSMHERE IR N B0
FIBLLE S PRI A T 1
AHFA LT KEESIRMEAME R PAES NO, IL - 6, iNOS, TNF - o, Drpl, i N2 {4 /ol fe st [49]
T SD KB /HUVECs PSMB5 Nif2 PSMBS (11235 , AT 4 ] £ i
%A, W 0 0 o0 e
[
SR Bk SRR ¥ SD K F/HUVECs BB I8 £/ SOD, CAT, HO - 1, ROS, NO, N2,  Ja#5 N2/} 4 AMPK/STAT3 ~ [50]
5% H,0, % AMPK ,p - AMPK ,STAT3 ,p - STAT3 T, W BB RN T
g% WK BRI ApE MR FIlRRIRSE + /2 SOD,GSH - Px, MDA, N2, HO - 1, 1% Nf2/ARE 5 5@ B4 s [51)
BT SR GEMEE  NQOI Keap -1 ER AR
ik
% POt B ApoE ~ TNEVNEERE R 08 OB RS/ N2 Keap - 1,NQO - I, GST, GCLe, 1% Nel2, A1 AY L ARAR  [52]
JIMZR RAW264. 7 0Ox-LDL %S GCLm Keap - 1.IL -6, MCP - 1 VCAM  F Gk
~1,1CAM - 1 MCP - 1 TNF - o IL -
1B.IL-6.IL - 18 E - selectin
RS B ApoE =7 TN FMETRIRSR + 4 Bel - 2, Bax, Caspase - 3, Nif2, ARE, %% Nif2/ARE 5 5@ %, M [53]
HEHKEEMEE MDA TAC 8 - OHG AT
i
eS0T B EL  ApoE~/~/NE/HAECs FRAELIIBR(OVX) +  SOD, MDA, GSH, TNF - o IL - 6, i G EAMBHREZK  [54]
T R FlE A (HFD)/  VCAM - 1, ICAM - 1, Bax, Bel - 2, (GPER) i% b, PI3K/AKT/Ni2
Ox - LDL 5% Caspase -3, GPER  PI3K AKT p - AKT, il #%, 0 il 4 5E M = A& b
Nif2 \HO -1 Jor 18k
—AwE =S HUVECs Ox-LDL %% ROS,GSH - Px,S0D CAT MDA Bel -2, 3% Akt il ERK /v 500 N2/ [55]
Bax Caspase - 3, Cleaved Caspase =3, to-  HO - 1 i /ML T
talCaspase - 3, Cleaved Caspase - 9, Cyto
CytC,Lox - 1, Nuclear Nrf2 \HO - 1 ,p -
ERK .ERK AKTp - AKT
CEN N i ApoE =/ T/NG/HUVECs i Mg 1 KH W 5%/ Bax Bel, VCAM -1 ICAM - 1 .REK,p- i Nf2/HO - 1 5% fLf55  [56]
“EAME Ox - LDL % ERK %% Nif2 HO - 1 NF - B p63 @k, AW ROS i A B ERK
R FRIRALA N - kB 36 {140
R GRS
JE g R e ApoE =7~/ FIlR A RIS SOD,GST Nif2 fiEsE Nef2mRNA 12235 R A [57]
Rl T ebL AL B T R
by ka1
LM ZLE AR Tn=t HUVECs Ox - LDL %% SOD,CAT, GSH - Px,NO,LDH, MDA, ARkt -/ 58]
il Bax Bel -2 Nif2 HO - 1 NQOI ¥ N2/ ARE 25
HUVECs Ox-LDL%S NO,ET - 1, PGI2, Mfnl, Mfu2, Drpl, (7% N2 HGHM RBELR  [59)
Opal , TFAM, PGC - 1o, LC3A/B, p62,  {KFGREFSHIZS:
Nif2 HO - 1 NQO1
S sty Apok =/ TNR/NRE R FIRIRRS/LPS IL - 18I - 6, TNF - o ICAMI Nif2, B St IL{RH [60]
AR RAW264. 7 i HO - 1,S0D1 ,SOD2
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2k 1 LA BRI K 25 SR 2% N2 {55 (i R4 AR
B FrEn kB THxE HE FESCH fEFIBLH S%
i) =t Wistar & §/HUVECs Fl  Zymosan A + & f§  TNF-o NO.SOD N2 HO-1.p-p38, 3% Nif2/ROS /INF - o /  [61]
#/NB 8 THP - 1 4ffg T F/H,0 5 total - p38  VCAM -1 P38 / VCAM — 1 38 el ot
1 Rbl Ox-LDLiE% 2 e
kT OB T SD R FIMRARIRSE + 4 6 - keto - PGFla, Ox - IDL,ET - 1, #i&Nf2/HO - 1 55 &4 [62)
U] AR DIJEIRESS  TXB2Nif -2, HO - 1, GSH - PX, CAT,  {LRIBUKF (R4 1
SOD MDA
BTH+= 4N T+ =L ApE/ UNE/HUVEGs BRI BB IL-6L-8.IL-15.IL- 18 TNF-o,  #(i§ AMPK/mTOR/NM2 {55 [63]
LRI H202 1S Caspase - 1 ICAM - 1 VCAM - 1, GSH, 3@, #0 s NLRP3 % 4 {& fi
MDA, SOD, NOX2, p22phox, Bax, Bel2,  Bax/Bcl2/Caspase - 3 i J#, il
Caspase - 3, NLRP3  AMPK, p - AMPK, &R T
mTOR.p - mTOR N2 HO - 1 4% Nif2
ER(AY Mk / HUVECs Ox - LDL %S SOD GSH Nrf2 HO - 1,GPX4 BOE NM/HO -1 (55 e [64]

ML)

fRREEUkF- i st

mTOR/Nif2 1% 2 i §%, 30 4 NLRP3 4 1 {& fl Bax/Bel2/
Caspase — 3 ¢, A% AS SAEFIF T,

T2 R T TP BRI X Nef2 (5 S IR E ISR 1,
3.2 Brkdd

PR EAT R IR 5, 5 A 3 ORIk, 1k AR 1 1)
B BRSPS R B, PRl S 24 I 3 AR S B Ik Ox — LDL
P51 HUVECs 2R [ 45, 71 = 40 il SOD, GSH | Nif2 |
HO -1 .GPX4 T H MR iE, B MDA VR 41 i 7 12 2% | 41 g
PIFIAR  ROS 7K, 2 B SR AL 15 24 1007 7T B 3 3k i Nef2 /
HO -1 {5 5l , 3% Ox — LDL 551 HUVECs %L1 # K
I HIERIET S, WAL,
3.3 HRHGRBHEY
3.3.1 Ak O HREHEE 2RE KA TS A K
B g BERLULUS, B a5 A AP M 3 I R T AL
ZE TR A RS R B, RO B AT AESE 1 S ERKS K I
Nif2 3 2%, 304 LPS B4 Ox — LDL i S () RAW264.7
W 2 0 ) AR AE T, DB 8 E S
3.3.2 RAAHE KSHEUR S ER . =B ORAT T
Z: I LIAE TR XYM 9 Wk b 2520 A, HA 45 AT I
RS G4 R 1 DAk . 2R A 45N BRTE R B, A PHBURL &
23RBS W T R RERE 3R A0 P B 4R R N2 J2 HO - 1 (1Y
mRNA S 12635, IR RN FIE Wk VEGF iRk i, %
HH R PHSORE ] RETE R B PR BT T 15 1k Nef2/ARE 55, [7] 41 ]
VEGF & i, e & R AR B AR I - e bt AS TEHT
3.3.3 EAMEAAEE T NRALEBORL B R AL S RO (&
FEF RNLARSE AR 6 DR b 2520 B, B T AR AR
o BRI BRSE R TR, 3 R AL TR RE A% 1B 3 WA e Mg
TFE M ApoE ~~ /NS H TC TG \LDL )& &% MDA Fe’*
W7, THim SOD \GSH 7K -, 45 /N2 2 ik P9 IR BE SR, [R] i 2
RN B L BEYerh Nef2 2 1363k, R AR Keap — 1 25119
Fib YR TR AL RBURE T B i #0E Keap — 1/Nif2/ARE {5
S I, U S R M R AT T AT R HEPT AS MFER
3.3.4 A MEHALILH B O SRR PHS
BRE = b R, BUA TR O AL SR, P
T HAE BRI R B, I AR AL ALRE RS W] B 0K ApoE T /R

149 3 2l Dk B o R T AR Ul T Sl kS A A e AR AR, A I

BZCAL, B RIL3E H MDA Fl Fe®* /K-, 34 i SOD | GSH. fy 7k
-, FhE E BRI Nef2 S5 WS TR AR K 7 bt 11
(solute carrier family 7 member 11, SLC7A11; t5,F% &y xCT) |
GPX4 R M gkfiifr s 1 FTHI (FTL 28 15 19 33K, [a] i i 2k
KR SE A . FIRVEFTREAE B ML — 385 (Nef2 1111 1) 7
W BN M HR AL LT R 1 B0E Nif2/xCT/GPX4 il % 410
HIERFE T, T B3 ApoE ™~ /NI AR 7K -, B0 AS i 28
B,
3.3.5 AmiEgtin ZHHESBMLES SIS A,
HFLH RO NS B KGR0, BA #6200 I 181 B
B R0 KR Sh . PVBER ' S B, S R S RS B
WG Apol ™~ /N g Bk B e T B 17 43 H , 1785 /00 B 7 o
T —SOD 7K, 1 P MDA (&&33 48 {1k ¥ i ( myeloperoxidase ,
MPO) NOX4 [J7KF-, Ft s F B Ik 2L Nrf2 I Keap - 1 1
mRNA SR AHHRE /N BT A 7K F- 6 B2 S, 22 B 2 [y
TE AT R WA G Nef2 T F0RH DG , DA T 400 1) A 0K
RAET AS PER .
3.3.6 AbFRZE R G AR AP TN B CE VTR R
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