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[ ABSTRACT]

which is not only regulated by a variety of cellular metabolic pathways, but it is also related to neurodegenerative diseases,

Ferroptosis is defined as an iron-dependent regulated form of cell death driven by lipid peroxidation,
tumors, cardiovascular diseases and so on.  Recent studies have found that ferroptosis plays a crucial part in the process of
atherosclerosis.  This article reviews the role and molecular mechanism of ferroptosis in the pathological processes of ather-
osclerosis, such as vascular endothelial cell dysfunction, macrophage polarization, foam cell formation, vascular smooth

muscle cell proliferation and migration, and summarizes the ferroptosis inhibitors and related targets that may have thera-

peutic effects on atherosclerosis.
of ferroptosis.
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BRICT & —FP O T4k 2 15 76 P 48 (reactive
oxygen species, ROS) i5 5 I JIf Bt it S (L W) B2 | i
M5 & i —FhRR R 0 40 B AE T- AL . BRBE T3
PR AN 23 A AR R AR I Bl s | 32 3R Ry Sk 4 A1
HRRERBEIR AR A /) | I3 5 o A R Ui 5 ik /b
SR BRBET T S AN PN AR £ {5 S I
TEPUAAAL ZR BT T e R A B DL i oA g8
AH G B A5

Sk REEAL (atherosclerosis , As ) J& 81 K BE it —
P RAEEEIE , B 1 kA 5 IR AR ZE ELAR G I

The aim is to provide a new therapeutic direction for atherosclerosis from the perspective

lipid peroxidation

PEBEE AR JOAE S B, 2 244 DL I 4
PIiZ—1  ITAER B R AR IE T FE As A8 ik
PR 3 T SRR, 2GR T IR Bt A Ak R AR
A NPT AR R G DE H IR (glutathione , GSH) /
28 B H IR i 4 1L W) B 4 ( glutathione peroxidase 4,
GPX4) /IR a AR ZE % 7 Wi 0t 11 (recombinant solute
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1 SRIET RABKEENH

2012 4F Dixon 55 5 UCHR H BRFE T2 —Fh K
Tk B O Dl T 4 O T AR E ) 4 i
FRPPEAE TR, S A0 N M ik B sUIR A &
fitf ( lipoxygenase , LOX ) 7K Tt 55 0| 175 5 41 g
RN AR TR S A N o i AL, A i i A i
BRIET:, MERSET R AT, GSH/GPX4/SLCTALL (Y
R ERTE N
1.1 BRI | ERIE TR

JE B A 18 A W R BN S R it A
K Z AN FAE i B2 ( polyunsaturated fatty acid,
PUFA) YMIEE S R 55 K3 T W) Bt 5 ROS &4
JFad AR RUN . PUFA (1 C-H BB 45 5 32 B K
AU R R ik, S IO T BLOR R R E
T G AR AS (PUFA-OOH) . 1iF 5 HY PUFA JF:
A ZERIET, A A7 T W R ( phospholipid , PL)
SFNEI L) PUFA #id % {L)5 (PUFA-PL-OOH ) 4
REMOIE BAE T L

WHFERI], BEEL A A 5 0 BE 2 A 4
(acyl-CoA synthetase long chain family member 4,
ACSLA) I il 51 5 1 15t 5 5% #2 1 3 (lysophosphati-
dylcholine acyltransferase 3, LPCAT3 ) 7£ 41 A 5 rp i
HEAEI, w5 22 AN VR R i 17 TR 1) B R T & T
}% ( polyunsaturated fatty acid-phosphatidyl ethanola-
mine , PUFA-PE) fJE i, PUFA-PE #% %) # LOX %
FolRAL, FEMEFERE T, AL, A CRI
(protein kinase CB I, PKCB I ) fit % I $ 1% ik
ACSLA Y The32 SriBEmRAL , G ACSLA, Pt i 5t
il SR SRS T B, S ACSLA A
LPCAT3 f3%35, Al A 25 b5 1k 40 1 3 i 5o 481
i AR R BEIHm I ERAE T

GPX4 RDREAR Brid S8 AL 3 JEU SOt AAATE 3 B
i, kI I /0 g it SR A B FR R e 2 il ik
FET- 0 BRTHKHET GPX4 ZAh, BRIET IR 1
(ferroptosis suppressor protein 1, FSP1) /% i Q10
(coenzyme Q10, CoQ10) | — & FL V& MR It & i ( di-
hydroorotate dehydrogenase, DHODH) \GTP ¥ /K fif i
1(GTP cyclohydrolase 1,GCHI1 )/ US4 ¥ HEWS ( tet-
rahydrobiopterin, BH, ) %, #J AN i I8 4% GPX4 >k &
FEPUSEALTER . CoQ10 HAT PR ME S % 1 | g%
ARG i S A P Y 77 A 24 FSP1 Bl R SE Tt
et , AR HE A M CoQ10 B 23k, #F 1M 41
HIERFET LT LORLPR YR 9 DHODH, RE {4

it Q FWCH 7 WOR I L JF R Q , T & HE BT
FACTERT AR IET: . kS, BH, fE R —Fl S
CoQ10 ZEMLLEY H Fh HE 4 R AY P SALF , 1T GCHI AR
I BH, S8 A R A O B BRI, GCHT AL RE T
5 BH, WG B, 140 B o I8 428 1 202 119 45 i 3
CoQ10 AE kA il g oo it A AL i AR ZR 7 i 4100 2%
ﬁE—[‘:UO] .
1.2 HAERTETHEE

BRACHHR A AR O R 5 TE A WA N B iz 4y
At AEAF R AR HEME ok #2 L BRE  E L
=ML 5 2E M (transferrin, TRF) 254, il i
TRF HE AN, = 2k 0 Jam i Jist ik it ok, — 4k
G, SAIE S MRS & 2 AW, K& MR
TERMY . MG B E SRS BRI ks
TEAH M AR I BN B2 € 83t (labile iron pool,
LIP) o LIP it &5 09—t Bk 2 fin sk 55 it 2 1o i) i
T, ROS 7K1 T 57, 7 17 0 i Al ok 4 A, e ¢
1A 7 A

B FE H (ferroportin, FPN) &2 4 A 11 M ——
FIREAT R5CHE 20 M PN Bk B 1 dz I A R 2 1, T
il 40 D P 25 0 17 1 i A I AT A S I K
S B AR RRIETS A, A P R R
#=H prominin2 ZATE BB R HESEEAN
HNIMA TN Z W AATE 1, 4 2ok 1 5 5% 3 i 40 i, 3 i
RIFPUASFET AR B K 4 ks 7 i
PP AL , BELEF A N BB AP

MR AR 1 L kA 1 mT e o 4 A
11 32 AR B A 5 E A 60 32 1R R IR 3 40 i ) 2k
TR, SRR IE TS 2 S R 4
(nuclear receptor coactivator 4, NCOA4 ) 1] 4\~ 5 4Jif Jify
BRAWE, 24 NCOA4 ¥k B T my i, mT 4 7 2k 2 1 e
itk SO L P AN R BE T, AE N ROS K
BT RRBE TS . 5 NCOA4 1 AR, %
il 55 2% 6 6 40 1A 5 TR AE (ataxia telangiectasia-
mutated gene , ATM ) A&l 15 i #E 2k & Al FPN 7K
SANE R OV K R 0 0/ SRR o~ 1 11 0}
TR TR SRR YA T B G,
1.3 GPX4/GSH/SLCTAll REITERIET IR

GPX4/GSH/SLCTAILT Ji A A % 56 1 B 41 4
RS, 1% FR G0 2L 23 0 2 41 A P B ot i 1 1)
FHBUR ROS /KPR AT T GPX4
SN 1, ANCRE A A0E IR A ) i B
Tl B A et AR T ik A v A A A T A 38 Tl ) JB |
MHMHIERIET="™ . GSH FE N GPX4 {06 2248 B 4
¥ WRE AL AE T S AR Yk S, T A XL B
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1k g 5k A W BB R A Bk B TR
SLCTALL Z RS Xe KAF I RER T2 HE , 1 R 5E
X Je—M e A MR % 12 85 F1 , AB 2 7F 40 i N Dt 24 iR
SR AR, EMAEE GSH & 18, M BRIE T

MR RRIN R AR R p53 R SR 404 2
A F 2 (nuclear factor-erythroid 2 related factor 2,
NRF2) Z543 )5 , BRI R SE Xe™ T SLCTATL Hy2KIX,
BELRSHDE 2R R A0 D, 52 Wl 45 IO H JIR e 4801k 00 Tl 1
P, b GSH A5 1, e R B S8 b & R,
P FERIET- 2 A A7 et 5 R - R i et
GPX4/GSH/SLCTATT AR LRI T, W %
sE ¥ 3 (activating transcription factor 3, ATF3) A i
il SLCTALT %% 5%, BN GSH Y4318, i 2 fie
PEERFET ., 5 ATF3 IR B2 , BOE e s A 4 (ac-
tivating transcription factor 4 , ATF4 ) 1] 3% SLC7A11
ik, 2 3 GSH (4 & B, 3k hj 3 i st 1=,
NRF2 VR GRIC T 5 s I 52—, 7E Ak
O NRF2 55 88 EE A )5 3 IX U 1 A4k S oo
4 ( antioxidant reaction element, ARE) &5 &, fi #F
SLCTALL %% 3%, JET N GSH 149G 5L, - il 4k 5E
T RIRBRFEHF S GPX4/GSH/SLCTALL £
HEEMPUE RS, WA E A SRR
¥, KR YA T R AR,
1.4 EHAbHLE

B TR BTl S AL KA GPX4/GSH/SLCTALL
RGOS BRICT- RIS Z 50, Wi 3L 3l W) 7 A s R 0 R
F ( mammalian target of rapamycin, mTOR ) il [
NRF2 % 3 B 4 4% 8 JE 12, mTOR W] il i I 4%
GPX4 A% B i 42 Wl 1) 2 38 R MRl Bk SE T2, NRF2
MBI Ay — R AE R SE T 3 7 vh R B A AR
(R SCHERG SR N F, NRF2. (19T 3 22 [N A 455 45 JBE HE ik
S-§EF4 M . GPX4  GSH i J5 i A1 45 2 IR -~ ok 2 I i
HEREIE AL GCLe F1 GCLm S5 #8AE K HE BT A ALAE I,
PRBIET- Y BAET R A R R R O
W R R AN S 5 IHEN — RV IG5 B
SR T T | DY DT PR g R B AR A L ok
R RRAR 5P T KA BRI R, HREZH
HFLAI P A i b 2R 2 ROS (Y B 2RI, JF HL
TR A 470 41 il 7 490 o] 2k T bR E AR
GPX4 A 2 A7 Tl 5T A ZoR A4 B (1] Bt HEAE e T
TR S R B T A P Y v e A )
R -SR PR A MR (AR AR T
1R TR AR Pl R AR R R i 4 ) | VA A
55 /A R 8 3 R A S [R] AR (LA R R
[1,SLC40AT .GPX4  ARNTL FIJiE i ) A i i gkt 1

(A FESCSE R SR AT, P9 0T 190 o 8 2 i
V& Sk =30k A=A /-Ri S Vi = E O I E
JEIEE R E RS I 2 5 R AR IE T2, R
LA NP SR AMF-26 M-COPA SEREIS ERIET:
5 A (RN T A 40 0 i, v 2 A 5 Bk BT T
IR EPSI I EARILE | ] i

2 BT E As

2.1 HRTESHNEINGERERE As PRYER

A8 PN B2 I RE R A8 3 WA JE As & 119 .
WOCHERRY ML N B D RE R0 E R BN N B
AR 10045 o B | 2ok 32 ) S A IR 18 M AR E
114538 5 3 AN — Sk U R R R AR ST
BRACT- AR IE Z — S IR Bt Ak, N5 o i 4801k vl g
255 N B 200 PN SR AR I RSN 5 S P B B
RERRDS  fEE As M RE SRR

Bai %51 5% HI 401k AR %5 B 5 25 1 (oxidized
low density lipoprotein, ox-LDL) F1 erastin 43 ] &b ¥
/INEIE B 3 s N B2 41 M8 ( normal aortic endothelial
cell,NAEC) , 45 SR B3 P 40 5t 247 AT 2 ol 200 i P
ROS &5 i S Ak W AN 8k 35 T, B ox-
LDL Fil erastin —F¢ , BEI5 T NAEC AABIET:, It
A1, ox-LDL AZbEE 1 A e R 2l Bk P9 Bz 20 B2 ( human cor-
onary artery endothelial cell, HCAEC) N g i id & 1k
BURAN ROS /KT, dE M fiE F HCAEC BRAET ™,
13k e 3K 19 18 1o — W R & 1 7. 2% 2 ( decaprenyl
diphosphate synthase subunit 2, PDSS2) FI7F2:0i 11 A
(tanshinone Il A, TSA') ¥ 7] 3 52 03% $t & Ak K+
NRF2 4] HCAEC BRAET™ , SR 2l A 1 400 i 45
P30 ARAY RAE Sy HLAT 5 2 L Y S 2
BRAT S I, FAA T AR BUARE PTR BT As
AR . BRBTIIESE e LR AT 3Rt Bl i S NREF2
KIATT SLCTALL/ GPX4 {551 it , ik 1 5 £ — ik
B R BTE &H ROS KV T R, S 44 ox-LDL
PRI AR PE T B R R R
SERNAEY, AR BT R, JeRTiEoT R
A2 fz 2R ] 43 145 SF W WL A B ( vascular smooth
muscle cell, VSMC) H 93T E AL BRI EE As , T BT
FEHRM 20 pmol/ L % B2 3% gl i FE Ik HMOXT e &
KT GSH R GPX4 Y , 7 1A 204 fhl A It e Ik
PR AR BET 0 AsP (), XY R
AR5 %8 e R AR S RAR BT A W) Bt 1 ] i g O
AR E T =R CAPS IR QT = D 1] IR o

Bt 2R b R A S W I s AR PR S, IR
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A Ak R TR T &, 5 #H = TR AL
Wi it 22, B 2R B i S S0 AR A5 T B ORDY
Vinchi 25285/ N XUEE R ApoE F1 FPN #4: ( ApoE ™
FPN™"), 5 ApoE™ /INEAHLL , ApoE ™ FPN™" /N4>
BT 8, S ECRG #, d AR S N
J 24 6 ot A 3 A S R B o A
— UL AUE Y R 2R AIG, 38 2 42 1 P B 4 rh
ROS 7K ¥F-Tt &, S BE M AR i Sk & R, ki
P20 B X R AE T A SRR | e 28 5 B0 S D e
5 KN As KRS E ALK UKL (zine oxide
nanoparticle , ZnONP ) f F Hl R (1) 2 Sk S22 A
FEHRRPE 78 2R W B 2 A AR S O R, (R
—E MY ZnONP 23 S 30N B2 40 i dii 3 . 5% 3= W
20 ~25 mg/L ZnONP 3 i3 175 -2 hr (A B ik AL E 2k
BTG 1 48 ( mitochondrial ROS, mtROS) F 7= A= e i
1% AMPK-ULKI1 $lt , 7142 3 P Kz 4 B2k 1 s, I

ZnONP Al
20~25 mg/L a

@ microRNA-17-92
. @ PDSS2 #AZlA

5 RIS
|
AMPK -
. GSH
0
l ACSL4 &9

gam @E@g}\\—

X COOOOOOOOOOOOOOOOCK

NREZ\ ( / microRNA-199a-3p

i NCOA4 [ g AR 1 [ i Bk 2 1, 248 T R 2k
B BEE BRI, 4 LN ARV FE AT ROS 7K
-5 F T RSAE T AR IE T (B 1)

B A et S Ak Ak ik 2 S o B A I gk S T
PRI As A, DA B RE 20 R A 1140 200 JH A1 34 9 B it ke
# miRNA-199a-3p FYAE 4L N IRFEFPE B 1 (speci-
ficity protein 1,SP1) B35 , HE M6 A5 B Ak A0
BBUR R iE SLCTALL HI GPX4 [ 3k 4k ifi 1 i
S ZRRRAERFET [ s ek 2D 3= 2 Jok B B i AR A ] 2
RAMIHE F H A FK 6 (interleukin-6, IL-6) Fl [
JRELRFE N F o (tumor necrosis factor-or, TNF-a) FY 4
KRR As, T34, miRNA-17-92 FE 38 i #1410 il
A20/ACSLA A4 ] TNF-a 1) 323K, 370> ROS 7=
A= FAR B A, FETT ] erastin 55 (14 A B 40 D
PAET-UT (E 1) .
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Figure 1. Mechanism of endothelial dysfunction induced by ferroptosis
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2.2 ERMABMHKIETES AsXR

FL W20 A e B B A BV 7R As RS ik FE v
LA A 3222 ] 3k DU W A R A R FE IR R AR
FHIFBEME SE BEIE A M1 TR [ 5 200 e i & #2470 4
TR F AR BB M2 L g n i

Hu 557 R BURAET 155 R 40 R 715 5 7 5
T & F 1 (suppressor of cytokine signaling 1,SOCS1)
5 M1 BVE RN AR DG, TR SE Tl ) gk o
#% 1 (ferritin heavy chain 1 ,FTHI) 5 M2 BB AR
FAOG . ARNAMIEER UE S RFE T8 7 X E 20 A
%1 12 18 JR i M2 ( recombinant human ribonucleotide
reductase M2,RRM2 ) REA(E i 5 WG 240 Jifd [n] M1 3 AU 5%
7 UEBHERFE TR RE A M1 7 v AR AR AL
SR EWRANISE T )7 AR 2 50 BRI -7 Horh
EETAERSY . B4t T2 A% O I T
FEOEPRATLE R TR, 7R W0 5 e b % AR
E RIS

TEEREANM T, ox-LDL JUBREMT Toll K52 14
4 ( Toll-like receptor 4, TLR4)/#% Kl F kB ( nuclear
factor-kB , NF-«B ) i [ , it #F 5 W5 40 i P 26+ &
T E— 0 TLR4/NF-«B 3 #% B U 8
RGPETE PR, 3% — W VR 21 23185 5 5 Wik 40 i fIE [

P oAy, A RS | R EL R AR MR AE T #E TN E As 1Y
KA R RO R 8 SRR I SR 1 (isocitrate
dehydrogenase , IDH1 ), ] i@ i # & ¥t & L A +
NRF2 , il 8k 28+ & AR gk im0 il ox-LDL 5 S B
WAL FE T IDH1 [R] 36 BRI g B S AL AR
2, HE A v 2 U 1 v UK AN BT B, e 20
B As'P AN, A 37 (interleukin-37,11-37)
Ry — B BT R 40 B DF -, 38 5 35 GPX4 Al
NRF2 (3RB A5 i o 8 A s/ 9 T A
HET ] ox-LDL 5 5 19 B WE 40 B BRAE T, Fe i 3%
As™ o R K OF R R g 3] BT 4 fE NRF2/
SLC7A11/GPX4 #lik THE ROS /K-, {1 k4 2 7 il
BEPERR B i AL W R R R A7 T L I 40 i K AT
T, TN 58 240 A O 36 A 20 LT 1, B N As
PR VO DT (QXIYG) RIAYT As L
A8 92 5 1 AR 3R M Ak Ty, T LA 3E 3 9 59 e A Ak
GPX4/xCT {5 538 B K B AR TNF-o IL-6., 1 40 i/
% 1B (interleukin-1B, IL-18 ) 4542 & 4 Jfd X+ 1) ¢
AR B S A iy SRR T T 40 ] I I 240 2k A
T, IR As L TR, TR P AL R T BB R
A 38 B B A0 MR AR T R A AR
J7 As $RAEF T (K 2) .

&R

2. ERRAMARERERIETHLEI RIS As BIR00

Figure 2. Mechanism of ferroptosis in macrophages and its effect on atherosclerosis
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2.3 HRETHFSEKRMMTAE As FRER

IR P IR T, 7E R4 As BEHUh 2B
JIR BT 2R 25, 40 98 58 A PR - 3 B2 R 3K 1 s I 5%
B, S IR I BEH g AR

Su £ A RE IR 2k 2% (ammonium ferric citrate,
FAC) Zb 3 PR A0 M, 160K 48 ML i) 7% 3 F GPX4 (3%
NI 2 A, ROS 7K P i ik S A ) Bl T
Wi o S FHUR T IRBEFN AL 140 1 50 A B 9 VR 240 i
IF, A BRAE T A0 0] AR 30 1 FAC 175 5 1 40 i S
oo AT AE = W XUIEE T ERK/AMPK {55
M, REAT R BT R 2R 40 ) 200 B S AL 1 oK S AR
PWERAE T TL-18 FIl NOD #£Z 4K % (1 3 ( NOD-like
receptor protein 3, NLRP3) B3R ik , i 411 il yfd K 4
JUBRFET A As (1813)

TEWLIRANME b, e 40 o) 790 S v PR PR 1 25
BOMRANE A Wt AE ) T B, FEMTFE R NRF2 YA
fRRE ), (IR Bt ALY 1S I ROS JKF-THiss , 1 2
T As BEHCF IR ANIAE T4 Al ISR o 1Y
I G 77 RAPA (0.5 ~ 1 mmol/L) &b ¥R 7k 41 g

J& , e AR AT BRAE T T 1 (silent information
regulator 1,SIRT1 ) () 3 1K > 41 i £k 2k 20355 T A0 A2 %
YA R IL-18 A1 1L-18 #3234 LA K ROS /K I+
Th, 100 A AT L K 40 i %o 4 5 1 Y SRR A e 4 D
52 As, {HFEE R 7 A9 RAPA (4 mmol/L) 4bf
WIRANM S |, 5 & 3k BE A Wi fie 0 K 2 T e e, 400 i
WEE & BT, R R 25 s N i ROS JKF- T
i, AR A R P T (1B 3)
2.4 BRTSENETBIAEIGEFTIRE As
hEEA

AALRLEOK T e R A T RIS
11T LA 5 38 G R A A RS R B
T JH AR 55 5 I 1 R o PR 0 T R FRY B 2 44 T
REAEE 40 i N GSH, 175 S RAE T, HE 1M 33 Ak 48 4
J R F TNF-o IL-6 1 IL-1B B, 5 5 1L 8- AL
20 i 1 R RS AE A DU FR- 155 in AR il
(arachidonate-15-lipoxygenase , ALOX15 ) 1F Mk FET™
MIFR S Z — , Hoad B e erastin 755 19 1L 45
S MLANERBE T (81 3)

I iR AR B

3. AR R AN E TR AL AKX RIE TR R X As B9S2

Figure 3. Mechanism of ferroptosis in foam cells and vascular smooth muscle cells and its effect on atherosclerosis

3 BRIETHIHIFI SHEREERXT As BRFrER
BALT- 25 As M2 B L, 0 Bk A0 T

AESCABGG As B EESRMG . BFTCUE V] Bt T
WIS As, AR 1F PR RO AN R, BRAE T4 il
FIA 2R ARF T As JRI7 10 EZ 5 Nk,
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RS B A E U AN AR L,
TSRS R, SR TR R T, b dn YRR R 25 B
TR FPMEAED o HR R 2 e A 2 e
3 )3 Ak A P R A R 2 Lk SR T T U
B AP GIAN R RN A PUR i
-7 UL 40 M 1 gE 0O AL B9 A T L 8 BE T
GPX4 , BHEHUARIET-VE IO . 35 — 2 2 il fig o
A, BUD AL ROS AKF, SR E T L
U Ferrostatin-1, Liproxsrain-1, XJB-5-131 %10 H
71 Ferrostatin-1 BENH] ox-LDL #1 erastin 75 S IR 5
i A A T B Y B AR A 5, D 2 i
M ROS ZKF-, B A IR A R AL T, iR R %
AP I BRBE TSI I As BAT IR YT AE
FH A A TS [ B A0 R T il R X As 1Y
BT A HA D FEER, AT TiE— PR E, B
IXLERBE T4 50 = 18] (936K G i T L FT BE R As Bl
B HE AL ARSI AT 5

BRERFE T I HIRIXT As A HIHIVE AN, A e85
TOAHSC IR R WA IE I 5 As BUIAHIG, p53 a2
— i L D, AT DA A A S BE R K A BRI GSH
ERE N ROS JKAF-, e 58 240 i X BRAE T Y
JEIERT L E AN A G ), 2 5 S R A i AT
T, EMTINE As A8 TR B2 | B W 40 i 9 Bk 2a ]
i3d ROS/ Z Btk ps3 i E R M1 £AL, e
it As kAL RE . R, 0 p53 ZMALEERT IEE
Wt 2 J ) M1 SR B AL, SRR BTG As ROHE A,
WIS K B, 40 RS NS A G A AR AN 1 ( stearoyl-
CoA desaturase 1,SCD1) BEFNH] HH 32 0 R i 4%, E T
T GPX4 (15 1, fe 24 HE 40 L R FE T i
&b ,SCD1 XKL G Hl TFEB #% 4%, 2 kA5 % 5
VS A R B 32 T4 80 70 VR 0 B R I R
WEA M SCD1 Ik 1 25 %y, ] RE 18 43 10 ] 9 TR 40
MRS T IRARVE T BTG Aso

PRTEEAS S T EIET 0 FAE B AR T
HY5 As kA KRB DI G, Hh Bk e 28 A
90 ( heat shock protein 90, HSP90 ) /> HSP ZJi%
W Za TR Z — BB AR EA N T
() [ W, i s GPX4 R kA i 1k
PR FBERIET S, PRSI, HSPOO TifiE 32 S-I il Ak
(S-nitrosylation, SNO ) #4745 , £ As & i ## H SNO-
HSP9O 7KV Ft &, it — 2 B 58 & B SNO-HSP9O 1E
Cys521 37 .38 2 HSPOO/ 4H i 4324 JE1 191 37 (cell divi-
sion cycle 37,CDC37)/NF-kB 15 51 #1755 5 N K 3
B, S S50 B Dy B W A, 0 G As' O PRk
HSPOO AT REAE Jy 4 1] 1 ] BRFE T, 16T As BYAH K
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