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Ferroptosis and atheroslerosis

WANG Man, DING Jiawang™, WANG Xin'an, ZHU Shengkui, WAN Jiangiao
(Department of Cardiology, the First Clinical Medical College of Three Gorges University,
Yichang Central People’s Hospital, Yichang 443003, China)

Abstract: Ferroptosis is a new form of cell death that is iron-dependent and characterized by lipid
peroxidation. Ferroptosis has been proved to be involved in the occurrence and progression of many diseases,
such as nervous diseases, liver diseases, blood system diseases and tumors. In recent years, a large number of
experimental studies have found that ferroptosis also plays an important role in cardiovascular diseases.
Atherosclerosis is the main pathogenesie of cardiovascular diseases. The ferroptosis of endothelial cells,
macrophages vascular smooth muscle cell in atherosclerosis may promote the occurrence and progression of
atherosclerosis. Therefore, this review mainly summarizes the role of ferroptosis in the process of

atherosclerosis, in order to provide potential therapeutic directions and drugs for the clinical treatment of
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atherosclerosis.
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BRI (ferroptosis) & — AR T .
Yo, FETMIET At T A, B S BT B AR
LA (lipid peroxidation, LPO)HEVIKIR A,
A AR HeAth 48 i B8 T T 2B RRAE M T2 2 2 2
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ik R R B A B DD AH DG AR I, G oL A P B
EUbE A AN IR A AR S5 2 15 R AEBRIE TR
HABAENRIEEAT T3 — PR R . ACE AR
I 38 R HE T Xk B0 Mok b A 8 FR) 8 26 Rt e 7 A 1

AR

1 $kFET

L1 SRIETHEI

BRICTIRAE20124E 4 h2 ), FH R $8 A | /)
73 Ferastinifs S AN MRAE T 20, SXMOMURE () 21
St U7 A 5 HoAt S 7Y 1 8 755 M 4 A8 T AN (]
2N (1R 57 TR N /A R NN 57 VA N 9T
BT O LA IR R VA 4 A5 AT A T S
AR Brastin & AT 50 20 HY R 0 — ot S0
ras RA A0 R A FME B E R /s T
Yy, WAENRE R T S A IR g G
JR I £ 2 AR M T S BERRAE , T4 i erastinib 3
R 8 2 0 3 WL 8 SR J T U T A X AL
BRES A 7 BT S AR AT LA i erastinids 5 HO 40 U A
T2, AH TR BE I ) 55 AN BE A R0 ) 3 A ok
AnAET: . B, XA AL T T s A E
Fe— PN E T IRBE . T R0 T ) N 4H L AR T
KA,
1.2 SRIE TR XA

BRAC TR A I S B A2 T 41 i N AL AT AL
RGUR LT PR B FE 3R AT F 0 2L
Jou an Jlig o L A AR AR G £ 1 R SR R AL TS
KA.

B, MENEBER S, &5l
P A B AL B SRR A 2R 25 P 4T o 4N i A e s k0 =
Fe& 51 AR AL T 40 1 oA 1 SRR B g o S A
At 2 WA EER R . YA R BB AR
IR A7 S A HE R i FE . M Ah A Fe® B
LR MIE 5 BF e RSN /N b A A
H i & B2/ 1(divalent metal transpoeter 1,
DMT ) HE NN Y I Fe™ $ia B8R A 178k
FIE R S (FPN)AL,  FF FHFPNCE A H 4
a4k . FPNAZ H /i ORI — R HEINE R, Fe? i
ANCAFS IS g, BN e’ 37
B 5 558 5 A (transferrin, THZE A, HAAE T EWE
21 i R JH 20 i 2% THD R e Bk B 5 2 R (transferrin

receptor, TIR)I#IT Z AN T N FAEF R K
YA IR, Fe TE N IRIRER P PR 55 h ks 5
NFe”, FXHEDMT 1§53z 25 40 i o vh R IS,k
DL B A4 N . EBRAC 2
o, AR AN ET ISR 2 5 R A
o BRI RAL RS TR R L.
BRI AT TR R 52D 2 5] RS AR P9 S A B PN Bk R
#(iron overload). JTHZ 240 i P iF B KT
Fe IS, 2 L PN O AR B S S N 7 A i A
(reactive oxygen species, ROS), ROSI 4 ffg fi5
HR IR AN LR I D R B (PUFAs), B OK & S5 1 i
JFd AR, TSR AE T SRR B2 Fe® Al
H,0, Z [A] R BE S S AG A il Fe ik B E B L iR
FKEH WAV SRR

I J5T B A 5% Bl AR S 2 51 M B S A )
AR Z . SA 2 ARG R % (polyunsturated
fatty acid, PUFAs)IIIG% % Z FIROSHI B, M
mARA RS EER, X—d B S55%RETE Y
AN, W AHERA £ K B 5 R 4(acyl-coA
synthetase long-chain family member 4, ACSL4)A
WO BE NS MR MR B BE R B A% BE 3
(lysophosphatidylcholine acyltransferase 3,
LPCAT3) 2 ¥ PUFASsiS AL i i 11 ¢ 4 g7,
ACSLAFEA ] T K BEPUFAs 5 il i ABEH2
LPCAT3 AL H e AL i, e fe 512 4 i
IR PUFAs & & BT, 40 8% 5 2 $IROS
X, PAEEZ RN R . RN S
SETZ V)M K 1) I8 A Jif A B (lipoxygenase,
LOXs), %Ml AL SR EAC IR R, XK
ABRBET A B HEAT G BT 5 o0 M, AR N 31 4%
By 2 A=A R BRI, £
ANV I R 4k W 46 2E VU 475 B2 (arachdonic  acid,,
AA)FIE FRFR (adrenic acid, AdA)ilidid ik
E PR REERZE T (R DGR NE™ . b 3R i o &% i AR
REARHE A A= Z BN, IR AT SR BRI TR A4

A FREE AN S, i N PR
WR G HHEATIH R, PLEL RGERH 59, i
Ji i AR BE SN 15 BT B, £ 51 A 4 i Bk
BET: o AR AFESFRVRIE TS5 27, erastindllfil 2
BR-A & R = % 18 A (System  Xe-), AT BH B2 R
NG TR N R N E =R KA =Y
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(glutathinoe, GSH)MI& UG EZ —. GSHAE N4H
i f PR 2 —, FEF A A AL L
JRARA PR /EH . 7ESystem Xe-H1, 2R AN
IR AT « 1HILLHIZZ 3, B IRHE NI ) 31k
NEMEAR, FMEARSBEAR . HARAER
AL FIERGSH . 24 System Xc-###], GSH&
B2 P, 3G BGSHAEYE , 7840 g P =5 2 1 HT AL
FGRK GO T, T bR gi i A & 0 A o an
TG PRI RE SN B, T 5]k g I R A BT 1
g Bk A AR A e H K R A Y e 4
(glutathione peroxidase 4, GPX4)&—F#|HGSH
TENEYIHI B, GPX4WR] DB #2214 5 48 i v B
ROSTL i 11 7 AE I i o 4 ¥, 1 GPX4 %K%
I, o A0 40 M A A FE A B T T R B
B, o2 20 A Py 3% T R R S A A
GSHk = I AEGPXARIE Kb 75 56 AF, 7 LW i fig
% H A H GPX4WE M, WIRSL3. RSL32&—FifE
R ARG T N A A

ZAER, Cyst(e)ine/GSH/GPX4%— B 4NN
Fe T BRI, AR A Se AR B 5T R
P, BRAET-HIH 2K A 1 (ferroptosis suppressor protein
1, FSP1)EA ML T GPX4AMIPIICT MG . g
Q10(coenzyme Q10, CoQIOMFIEMFLIRES, T4
FME(ZBEECoQ)M 7E &It A (Z B CoQH2),
BECoQH2/2 S Mtk 7, iR fd S A
3L, TIFPS1EINADPH 58 4 E AL &2 BECoQ
AL J5 Dy FA 8 R R 2 BECoQH2, AT AT
HAR U A . BAh, IEAFAE— PR EGPX 44K P
MPLERFE T NS : GCH1-BH4-DHFR#H. ik
R R B MK 1(GTP  cyclohydrolase 1,
GCH 1) HI 40 i & i T BHA (DY & 2 M nd )/ BH2(
S SR E R E A, RLEFEER SIS A M
A 22 ANUELRI IR o7 TR 1k ik R 0 %) 2% T e Y R, AT
PR AE T B — T SR I T T 2R Ak
rH IR Bk AE T 7 8 2 i v i) T DL I A KO Cy st(e)
ine/GSH/GPX4H = 2 AE T- LA, B &3
15 MR It & B (dihydroorotate dehydrogenase,
DHODH)'""'. DHODH & i - £ i 44 Py it ) 3 351
M, L TR R A E L R A AL 1)
FVP RN, B ZAABEREANAIIER, 5
L[] I A% 3 4 AR AR A R B R, 1

WAL )5 N2 IECoQH2. AL 23], CoQH2u[ )
HIiE L AL, B, DHODH:E i i % 2 ki ik A
i f) CoQH2 AR B I R AE BTk AL T 1E

BRIE T A0 MO Y H B R AR AR R /N 2ok ik
IR K /L BV R L R AR IR R R A SR Y S O
AF o HRTR T ER AR B A0 T A A R K1)
i, BN TR ERBEES ST A
B —BE N . GaoZ" @ A SLIRUE B, 1
GSHER Z (R 264~ ZebifR i B AR 2 LPO ™
AEFVERAET:, Rl Rk 2 5 GSHER Z B0 i1
AR-B AR HT F I, A S 5GPX4
RIEBIEMERIET. . SunZEIHF LK I, erastindl
GSH & B I77 T i 2 B2 - WK 2 (L-Buthionine-
sulfoximine, BSO)REMEHNHIZHMLE /7, $EINLPOMK)
AR, (R SR S R A i B BN S 2 R AR A
W . GaschlerZE! SHINE T, 2R ki Al 2k (1)
I B AT SR X — SR BB T TR U . 2R AR T R
ZEL S R 45 B R R BB T AR R R JE B R R R A
ARSRE, ARt — 2RI,

2 HILTEREE

P HRIEAFVIMICR . SILTRAE
55584 LR T 5T B A O B AR R ELAE oG, T AR
JERRTI S B A HEA KR W R E
R AA T A E R BEBRSE TR R AR, T
AATE JERT IR SE ] #3585 B (cyclooxygenase,
COX). MR A HEMAN L K PASOR B & R AA L
VIETE R RIEN BT, WRETAIRER . A= R
T SRR AR R R, X R
TE RN S S R R #5 T EEA/EH . GSHAIGPX4
WA IE S FE 4T M B TR0 98RE S R A DG B R A
PN GPXALE N 40 i b i 2k v LB 12- a8 &
i (12-LOX) FIFF 8 & - 1(COX-1) ik, M5l
RRIER N . A, BEGPX4R] LA AA 1)
1, B NF-«BIl g0 BRIE T RAE N, I
AROSH I« ROSTE IR AL 2 I il s o
HEMYILPO)I A2, LPOWE S I AET 5] 4l
NRETR AR AT AH 2% 73T B (DAMPs), AT g3 1 1 39
Wi S & P W) %2 f (the receptor of advanced
glycation endproducts, RAGE)¥iFNF-«xBif # (i i
TR PERAE" . LisEP R I, BRBE TR R M 771
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Ferrostatin-1(Fer-1)8E % 11 1] 22 JE I o3 41 o+ 48 i
RINAERIET KA. LB EIT R R R E B
(high mobility group protein B1, HMGB1)5GPX4
MIEAER, 8 MH GPX4IE N SR 2 HHA S 1
o5 H e M R AR SO R NP S — 5w, Rk
%% i i 25 H (oxidized low density lipoprotein, ox-
LDL)#5 3 1 Jig o S A0 473 i 1 e 400 i I A4 3
R 2ERE TG A6 220 2k mT LASE i 1 ML W 4 A 11
WAt 2 5 5 RIS BRI P R R
S et BV AR B 1] e R T [ kAL, DAl I g it
TNF-o55 2 R 7 12k Bk KRR,
BRBET 1) SR Y 75 DR 0 28 R s IV 14 52 i) 55 HL o) 2k
SETCHIIE R [FAP R, BRUHE RSB T 5 R 0 2 [A]
FAAEIEAHICHI R &R

3 BRI SRR

Bai5 W SR W, HRBE TN Fer- @ 4
I/ INER =Bk N B2 4H R H FILPOIK T, Zfidt i i TR
BT R ApoE Xk R R /I B 31 ik 58 A A 44 g
Ao ApoEHE DR R /I B A2 3l ik ks B B AL Bt 7 1
FH /N RS, 1 5 JIE [ 2 7K S 2 B A 2R /)N B S
E¥em, A5 RIVEEIK PR . A
R0 T J R P o S8 A P ) 2 LPOIR) 32 Bk, T BA
fih & N R AP ROS Ty — AL R . EWEA
OTE I SE VIR BRI B, i AR 2k B KOk A
AL A T RS R 2 . BhAh, SERIET AL 1)
I 2% B e B A I SR AL AR 8 51 S N R 4 e 1 Th g
B 5 A M A B P 9 Ak o IE R IERIE T 2 R, At
CL4H LR, GPXA4R) I Rk nl LA BR i & 1)
ROSHIBE IR A, B3I EApoEFE IR rl /1N
SR B 30 ik ol RE R AL B R Y. A WE R R B,
GP X4 77 A ek i o o S8 A | 7= A R4 28
JiE, PRI GPXA0E A B8 BUATR YT JERE A Ath IR
ik A T R I FERTT 250, sl ko
BEREAREY . 4, ks it (e k40 i PY LPO M A2 LA
M2 53k A R e, Al B A ik
iR 3 A 1 U Ak A A T L S R 5 B0 R AT
P LA A B 40 i LD R AR AL, X AT RE
B S5 Bl koo AR R AL AR R AR R B I K BT
[P, PriyaZs ISR I, ST B R AL H Y
EEZH A M 1A B R gH Ak, BPAS I 2] CD68.

TNF-ofIL-655 42 % K 7R IE3G I, 2R &R HE
ey LA 28 7K ) ke Rk, Bkt
AT DL 3 A AR A 9 (i ARE SR A o AT AT
AR AN, ESFERMERT, N4,
ST JULAH A 5 A4 B A A Bk A T T R ARk T )
S A R A3 2 11 e A R
3.1 SRILTHBEIF S N I SEFEAS INEAS

PN 7 4T i 3 A B 1 e 5 ik ks A A A 1) RS 4
. Marques e A7 TebE BF kv 5 B A /N R
R4 B T R IO N R A B s d 40340, T
X — P 75 2 M [F) b B S 1 Apo E5E R R Bk /N B
WA, SXRAMLIL, RAApoEH: Kk
NI T N D ReRERG . {EFE— PR
B, B Thae kR IR A B T 10 I A
W Bz &7 7k D g 52 40 X — A B AR G 1) U E
FRERRNEE K. SEAERNRML, B
E FIAEApo EXE R B /I BRI 3 Bl ik v B 8 B8 K i
FE b PR 25 A IR S R B . S AT
SRR, G4 TEPEET 2R AL B S M Apo EXE R
B /0N B 25 B0 K P B 200 e e 3R i R 98 IR R %
BT PN E A BE-2(COX-2) R IEE N . Bf%
1z (ferroportin, FPN)J2 4H Jitg Py 2% HE 1k — 1%
%, FFPNHK & i B4 i oy B 2R BB .
VinchiZ Y /N U Apo EFIFPNIUE R R, 5
ApoE R FE R /N AL, ApoE™ " FPN ™ /NRR,
Sl K AR AE A0 55 A8 B B N EE, L BB AR 1 B
GNPk I R 8 (2 HE B k o R AL 0 AR
k. #— Ut R, JERSRE ALY S
TE R S5 T A R 4 R R LA I 1R g R B
e, 82 Ik ooR R A AR i — Ak . B B
1) 3 Jk s B R A 95 AR e B0 A IfL A1 T VLA A A
P Bz 4 S 5 DhRe B Ag , Bk DURE LS P L
HESSEEESIBER . AT, £
FEEL G R T L N Al ) H R L,
Fo s T I AL RS B AORE [ R, IR FE v B AL
AR, SIERAFEMRAEEMDIRNR, B&I&
BRIET, (RHEShk AR LR A R AR S R .
BhAh, BaiZEP g szat b, URAE B K Ok A R Ak 9
AP ARG T BRIE T A PE SRR, IIGPX4.
GSH. ROS. LPOLLKLPOMIMRI P —iE %,
FLFEUE IR I N R 40 B ROS AT 3 IR o 4 ki
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ORI, FEN LIRS, M 2k 5)
ik s REREAL R AR . ox-LDL ] i 5 N iz 41 it 3 g F
i, EFHENX — BB SSTHE VM. H
ox-LDLlerastin4yl A #H i 11 /)N R 3= B0 ik A 52 4 i
HHS AT R I Z AR I A RAR NROS i B A A
W KT, TR AE T 0 5 Fer- 1 A] #1413
B A= PR A . X 5R ZUIE 7R ox-LDL Alerastin
—t, ATLLE S E BNk N B g R AR AT, T
FHBRFE T AT 253 ox-LDLFE S5 1) PN 12 41 il #5145 A1
B E A A

AT M, xR BOE R T 3(activating
transcription 3, ATF3)A[feZ5 [ L4 A B 40 Bk
SETD R o ATF33d 30 # Uk 9 AT DL s i 40 )
System Xc-, fHZHAHUEMNFIGSHAEE, JTIkE
Brid B MLPO, 1 51k FETZEY . T Al ¥ 5 — T
WEFCUERH , ATF37E N 30 ik ks A5 A0 73 22 1) I 55 Y
S 4 i FD W A v Ak, L LE A A B N 1 IR
B ox-LDLEFIIFE T4l b s 3Rk, M7E EH
NBEMLE A A L AR . L5052 R
EAMIESE R, ATF3Z 5 1 Sk FE 4 R+
FSRI N A TR T 5 — T SR B
ATF31E /N Bk 58 5 Bl A B B 1) 15 W0 4 e v v 5
ik, MAEMLE N R LT AL, HAEDNR
2 Fik 5 A 5 1 B ke A A o 2R 1) R 4 i Rk K
PR TR S ko FEAE AL BE B, R i SR 3R T AT
HINA, ATF3RIE 53K AL BEAS e A
KB gE BTk, wTULE SR, ATF3S S 13
ok oA A B T i Sk e, H AR 2 1
SRR A it — B0 5% .

ST B Ik o A S A 9 A b P B 4 i R A kAt
TSI FE AN 22, H— SR AR SEEGHIE S 7 A\ i
Jik P9 R AN B R BE T I FE . Wang 2 PSR H
PM2. 538 i 268 RN A8 A0 38 T 2R Al 51 S N N 2 40 P
BT, (EARANSEIGH, ZPM2.SALEE ) N T i ik
P R 2 i B T BAIR, R AR TR e MR SR Fer-
VAR 25 77 AL BE AT DL e 4 B s 0 PRI, R
BRI T-AEPM2.515 T 1) A B2 40 0 1y e e A A 1L 57 2
P k¥ T EEEH . Bt PRI AR AR K
BL, Z2PM2.5AEPRAGA B4R H BLER . GSH
FEug . G T S AR IE i P Y R . 5 0 R4 A
bL, ZRPM2.SACFRIR P B 40 R FE T AR G B[R] 22

FPERIL, AF N RAE I RN B O, R 2 R
FET-HIFR EYIHICOX -2 B B 108, AL RN
SRHE R L5 Mg 404 5157 1 A 1 (solute carrier family
7, member 11, SLCTALL). i J5 70 HH Rk fiic fie Pt 4
T HHBRAZRAAEF 1 (nicotinamide adenine
dinucleotide phosphate oxidase 1, NOX1). fz% it
W JFEEF1[NAD(P)H quinone dehydrogenase 1,
NQO1&KIE Liff. Z5 ERET, PM2.51%5-5 A K40
RAETERAET:, B S5 W RN P At
JFUIR S A3 V) A 9% . MIRNA17-92(miR-17-92) /&
— N Z IR BURmIRNARE, 7818 i A= s
AR E P RIERERZEMEM . $EIRE EA20(miR-17-
02 FAA RCHE RO M 5 58 D — MR ) P9 B2 4 Bk A T
IR, Xiao 2, miR-17-924E[1 A20-
ASCL4%h M erastinids 5 11 P9 B 40K BET .

3.2 ERAHREKIE T SASHIX R

ASERAAE K BB K A e () — Fe g 1k %
iE, YR 1) 2% AE 4 1 8 40 B D] 5 R 440 N BT BB
o 5T 0 A B Ik 5k A B Ak & AN B BORE TR E
PRl 71 5 JORE SN, 3B AT LRI 3 [ ox-LDLJE
BRI . DRI,k 200 A 50 Bk ok A B A 1
RAEMBEDRIEER RRERIEN . shlkite
AL ) E R R A 3R A MIBIE R, B
AR R Thae; M2BEREARNL, REW 70 Wh bt & A
T M(Hb) B B, H 20 A -l Bk
SEEES, WP RE 7Y RN L
M1 IR 20 £ R e A B 2 2R 2=, AT
753 2T B 7 AR IR A ML B T 1, N A 2 123
BKORFEREAL I . BhAh, M1 E BSR4 8 B E
Bl &)@ ARG E E B9, W LUK 4t
BN R LT 4, SEBERATEE . M2 E R4
W32 Th2 RS 40 ff R~ (IL-4 . TL-10. IL-13)F513%,
PHESIR M T, BN T B ROAE, (2t
FRAETHIB A LU ELT,

— IR T AR R BT A i Bk A
ToRX 3 B T A i B R 20 e 72 22 1 A4k
R B 2 J5, I E W 4 B 3 ) B35 R %
FnE T ERMB ISR TSR . Seis bl H B S
RBE SR, JR R T A I BRI b 1) SOk Ak
KA T 945, RIERBRIC TR IEME LS ¥R
B, HARW B BRIE T PR A R IR, iGPX4
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MG EAZAR(TRY) N, g0 BT B,
HEMGIET- 25 7 4 ka5 S 10 B g1 e 123
FEPY . FELER% 2y BT B (M tuberculosis, Mtb) 5%k
FETAH SR I) — TR 7 b, A7 A B A i Bk AE T
MB . WERE R, MtbiF S B W40 iR 8 5
GPXA/K T ARG X, RN, kB Eit
VI NG B E A KT T R, X SR R AR T
(SRR . Ak, EMitb RS (1) [ 4 e 335 97 5k
TR, AMAE T REHE 4 2R A0 T 1) 77 Fer- L RNk 2
GG XL SIS A AR FISE N, MbEIL B
Wk 4 AR T BRIET, BRI S 5 T S B
R B G ] S B 4 B AE TS AL LR AER . Bk A
BRAET A B A% 0 IR, HL 30 Jkook °F B Ak B e o
M E WA N AR PIAR L, kT DR A
PR FEBN KA AL B i B A i, Bk
o # G| KB RS A A, Gk RS E
WE BRSBTS, Hal A o s g B X — i
oo BRI 2 CHL AR B BR % A1 15 W4t i P i it
ALK R, RIONIKKFHIPUFAs. &K ()
P DL X% GSSG/GSH ELAE TH ™,

P BRI B R IR M ApoE /N £ B
Jik ZH A AS I B p 5 3 mMRNA L L B & T, GPX4
MISLC7AIIFImRNARIA 2 EGES, IEL R IR
Bi5E S ApoE /NRASHEILT- IR Ao (E/R AL
SEISH, ZRox-LDLACEE [ B E A M pS3 I mRNA K&
EHAREKPFHET R, GPX45SLCTAILM
mRAN K 8 H i R IA KT 2 K. XU, ox-
LDL % 5 I 505 40 At 05 1 v 3K 40 PR A R BB T2 K
Ao AWFFUESE, SIRTIAZIRITASIIHHE S, T
W Z AR E O, IR IE BB KOk FE R AL A
Y. SuEW @ SR i ORI, ST BR Ak k
(ferric citrate, FAC)AbHE ) B WG 40 B 14 B 7E R 4
MR AEBRBET, CESRBEAM IR . B A ] ) R Bk
FET AR, RS T A B F I FAC TS
SRRSO T . YUER R T 25 1 1 (sirtuin 1,
SIRT1)&Sirtuins K RE A, SAMIIETE . 74k
T ACHHISE . SuZE P sG 45 BAER, SIRTI
i F 25 TFACTE SRR MR IE T, B
SIRT3 kiR ANk FE T Rk, A EE A
N, BEWMBESET X IR S 5 T sk FE

AL BER T R 5 3

R R, B A ARk AE T 0 EE ) ik ok A
A AT REML A0 R = 7 98 5 18 1 53 At 7 B O
T, BN N K, A0 P U
A I 2R N AR K R R 4R SR (ROS),
ROSHUHANMLAR, KARE I A b fE, Ao i 4
K S T E, BT AL PR T K
PR TR BE VRN KRR, A
WOk S A MROSHH AL IR L, P /i
(R A SR Ik A s 40 B P O T SR A TR A AR
AR, BT e L R LA R G 156
B R GhZ, BOCHERE VS PE R, AN A Al
SRS AR, fe 5] B gl i R A B BET, n
AR
3.3 SkFE Xt I 18 Al (vascular smooth muscle,
VSMCs)H 240

ISP AL S R RE R 25 T sh ik
BEREALBEER I Y . fE—TiF P R B, TR
LA FIAVSMCsHGPX4RIFRIE, T ERE A 5
[FIVSMCsH frIGPX4 1] R ik BH T A A0 N 15 Bk
ROSK F M ROSA T W5 Tl %, A 1 41 il
VSMCs 3658 , 85 3 ik il #E 4k, LRI 30
JikUT o WA A S KR B AL S B R R R .
AR, & HPEE Y (cigarette smoke extract,
CSE)ft% 1% 5 KR VSMCs K A= 4l st T, ix—
SRR LT AT B kB TR S A H ], O T
) 770 IR ZE 0 ) 751 B A T 0 ) 57 6 A — ik O
B, RH R E NN, CSEFF K VSMCs
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