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P BERE AL SR AT e 10 G e SR 2K A 5 R A 22 %
BHURERLIREZR G AL, AEBSALAR N IK 20%, JFHGHE AR
flRE, 0w T AR YT TB Y X T IRERRE 0 R L
M FE £ B S B PRGSO S S EU
LRI T RE A K i A BB T 55 T 2, (ELeREE &
T BB UIHILH i 0218 . MDA R B 2 5 O T B it
TER AR IR TR MRRIE R TP VE T . BRAETRAE 2012
A Dixon 2 PV E YR, A BT —Fh A A P9 B ik &
Jig Bt S AL BT | B i) — R R PRtk st T, 1RIES %, 4k
RS R AR AR T T A, MG, MRS
MAETIE AR R R . AN A LR e T Jn B e It
A RATBOR S S I 3 B 22 A MIAE T, e i e Zan B
fEsEss . BOL B MR SR UE 25 0
PR A 2 R SR AT VRN AL S 207 HE T ERIET- 2
Hoems U, ABBRFET AR TEAE 2 & H DI REREAT 7 T AR5
WA BR o AR SCIXT T AR [ N ANERBE T 1) 73 T AL AR b oA
MREAE 2245 B D RERRL AT Al BE 9/ FALIR A5t i —
ik, VN MEEE A2 WAL I S SR IR
RS RS

1 ST

11 SRETHRERFESE
BRAET 2 A P AR B B T B IR Ak, W
ez, WG4 (reactive oxygen species, ROS ) A=l
B2 N RS I R 3 22 S AL, AT 3 ok 4 e B s 4 e e
P . BRI TR A0 M AR I E & T fig K A AL 0 K o F ) o
KA, &S R ANEET " BRAE T e 2l ad
g & it S 4L ¥ (phospholipid hydroperoxides, PLOOH ) HE
RS SRR A0 T 0 30 A R AR 7 e H e S Ak
Yy ( glutathione peroxidase 4, GPX4 ) ML G 42 FIAHK
#i GPX4 Mk 1e. Bi# N RS Xe- A H K (glutathione,
GSH) -GPX4 i&ft. Mttid Head ik - 45 @R ml e iz
B HEPA R, FEm A b IR 5 R 1 LT A
A B E R, dEm A AL GSH, 25 GPX4 4+ S 41 i

PLOOH ik J5t, WAzNR I FAk . MK GPX4 &t
BRAET-IHIEE T 1 ( ferroptosis suppressor protein 1, FSP1 ) -
WAL . MER RGN/ ALY s A 3018 B
AALMEI RS, BB AN RN . SRR A
P R 45 R P SR FH B A i B o AUk 1
1.2 SEHRETHHER

HRIE IR S A0 PG Tt AL RSB T R B 4. Al
PN )k R R AT A S5y A2 it g ot it 4R Ak B
W SR A M B 2540 . 48 14 TR K DNA™, 20 iy 22k %) ok 5 32
TR« MMIAMERE AR E A S AR B A Z R (transferrin
receptor, TFRC ) 46l 1 P A-1E B 12 A N Bl 8k A
IRk ARy OB B T IE R 18 2 1( ferroportin,
Fpn) 5EME—BEFE A, © R LU i 4 Py ek i) &
NI T REAFRIESE, @ E i bl 58 s A
KR ER A IR AR AR B N R T R A A - REBR Fpn, SRR
TFRC Al 5S40 k0T 'Y, 1 ferrostatin-1 ( Fer-1) 7
198 Fpn, BEARAMARPIER i, WO R A S0 Ab Fn R iR
WU, BB B FEHE 1 (ferritin heavy chain 1, FTH1 ) &
AR M S A AN Ay, B R IE A R R T i T ik
AN N R AR, R S5 A% 2 R A BY TS AL T 4 (nuclear
receptor coactivatord, NCOA4 ) 454 38 o 8k B W 1) =X %
R AR RO Bk, (AT N Fe® T ifE— A s 2ok
RIS AR 1 R35, o Fe™ iz Bk, BliRgmiik
Jig ik AR AR T U B9 & B Ak bR NCOA4 RI /> k |
Wi, ol 20 B X A i AR Ak B R A T BT S Y, Tian
25 P e 4 789 (Parkinson's disease, PD ) K 6- B& M
% ( 6-Hydroxydopamine, 6-OHDA ) 7Y i %% 3 gl 5 K f ng
B2 MR R IR Y PC-12 40 b Y FTHI i PR AT dk 354 ) 40
MivE Ty, SLREGRIATIRER Y. R, i3k FTH] 5
ALMERR W32 45, NCOA4 323k F I il o=, Li %
HE—EWF5T & BUAE K B 6-OHDA 5 51 PD BRI st 323k
miR-335 A fff FTH1 IAFEAK, FTH1 /& miR-335 (Y L HHE A,
miR-335 j@ L4815 PD i FTHI fEdEBR3ET .
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1.3 F% Xc--GSH-GPX4 &2 5 Rt &k

IR / A SR R R R T AU b, R ek
('solute carrier family 7 member 11, SLC7A11 ) % ( solute
carrier family 3 member 2, SLC3A2 ) ZH 1A — A B FE ) 57
R IR, SLCTAL SRR TER S /) . FEIE R 1E
BT, AERGFE LN, FrtbtER%E A S5 GSH 1
Wk, FBiEkET: ™', Erastin. MIZAELEE ( sulfasalazine,
SAS ). AiffIAhmv AR AR . MR- pS3. BRCAL
HGEE T 1 (BAPL) 1 RAS BEFRMEGEH/ Ny 155 Al ik
IHI RS xc- 19 SLCTAL I/ e A e i i sl 41 il R 458
xe- I IERY GPX4 51 & 4i A P Mg S A A 15 B ks T 242
R AL T R R 2 -1 i) BT

LA AENER ( polyunsaturated fatty acid, PUFA ) &
A M A 2 BB 43, BT PUFA FRase 22 i UG Iin 1 HCXT
AALR U, TS ROS i B HbR. SMEPES
TR AR AE iR ( monounsaturated fatty acid, MUFA ) 7]
i i 5 PUFA 5 4 7E AW i 10 A 20 101 i) Brastin 75 1)
BRIET- P, BEILAERE A & UK BE S AL 4 (acyl-CoA
synthetase long-chain family member 4, ACSL4 ) #5204l
T 55 I 5 A 4 S AT AR A i %o 4k BB T A SO . ACSL4
{4 B R K BE 2 NI o 6 B IR G i, 1 200 it %o 42k
FET- MR . HE— 20 ST e B gk Joe — TR S B BE PR 25 )
AT ACSL4 1Y 2 3K W 35 BRI T/ BUBE R v 19 41 8L5E
T2 B Yuan %5 BY R 30 ACSL4 419 5- 35— DUk U4
2 ( 5-hydroxyeicosatatraeniocacid, 5S-HETE ) ;=4 S8 T
BRBETS, FrEEE AT S-HETE k4K M FRK T ACSL4 i
RIKFHRIEIET

GSH X Tz IR Bt ik AR 7 SCsk . e ey Ttk
6] GPX4 fiEAL i Sz 48 (L 7, #5422 19 PLOOH ift J5 i
TCFERIBE NG P, GPX4A S —Fhli R (1, &5 A Al e 2
AR e R ) 25 A 26 0L T2 e iR . AS[RIFE Tl
o A5 JE N L B W A A T L T 19 . GPX4 AT~ Jbk 2 119
FIFA XA 33 ()3 B AL B Hh (B i R T, i ERas e
SR A S B A 3 S AL 75 T A R B T R R
TR AR 7Y, PRUE GPX4 P AL SR,
THEHERIET B, MR Y 5 SR GPX4 TRl e Bl
FUEF, EAR GPX4 fEALTEPEFFR 1000 £5 B, Carlson
5 P LI GPX4 X T AR P AN AT 15 ANIE H IhRE BT,
44 R E Wb e T LU 4 s> GPX4 = 5 i) i 5T
A E
1.4 MKR#E GPX4 BIAT&REZ

BRI TEFET- 0T E L h e 2, &3
AT GPX4 il g2 AR, FREAT
AEA HABDR R A LAXTRIET -1 S B . Bersuke 45 B9 %
I FSP1 2 — SN BIE T HEHT IR 7, AE4iffaii, mrLd

FER—F R LRI, W2 . 12 B AR i 72 B e
—FhEARTE A R PTAAR, BHLIEAE Bt A B
Doll % B iy ] FSP1 Xf GPX4 k4 5| # A £k 76 T4 {47
PERL, AR FSPL iz BRA 1Y, 12 B3N
i AR AE I A i SL, FSP1 # st NAD (P) H ffkiz g
B F4E, FSP1-ZHE -NAD (P) HYEA—MSL RS, 5
GSH-GPX4 3 [ 411 il # A 119 B 5t it AL A8k LT, Brown
25 YL H GTP MUK fEG 1 38 i A4 BH4 Al BH2 ok
TRFRFET, B P RESEAE S —Fh B3R A R 2L
RS 5IZ RN A .

2 HRTENKSEZSEIEEERPHH
RiftE
21 KREEMEZRIE

i BERE S AL KT B ik 2 14 G 88 i Iy 2 R 35 s S A=
A% B DI RE RO 25 G AR, R WLV B 4 RE 2N 2% I
o RE T RERERT . SR IRIG . VIR . 2 P9 20k I 4%
SE . NN, AWESE Y MeERAE TP BRI E I
YR RARN S, WAL, WMRmITE .
Jii & B B AT AT BR 45 I SO AR T4k, kT US4
B NEOLAER, PFEGIERG . BRI ML AR IR i) f
R, HURTE ARG 2. S ma i N A fRoE gk, it
MRERE R 5 A  R E , SOR MR —Fh R4 PLH] . (H 240
i PN s 22 Pt 8 Ak S DR Sy i AR T B ] i S, f
RANAET 1,

ANTRI S5 AR 5 | A 11 e R 1) ] A i R R AR 28 M
JELAA R AALAAS fih 2 4 P9 F0 [ A SR 1y 2 . LW A . b
RN AZ AR TEUI S A A G o TR U0 e i, ik
PR T, 51 &AM S RE T R, 3 B 1) S S IE
IR PR S ] 2, PR R4 BE T, ke
T2, HARAER NG, T & A R P T % 4 R s 401 473 4 6
Iy TR ET B R 4 15 B1 (high mobility group box-1,
HMGBI ) S5 HAT S Ji e, 2T R 48 S s vy i in o fife
BEAE P ORI HMGBI Ui AT DU ARSE T M 41 75 5
%) I 40 8 R 2 %, 7 HMGBI AT RAAE g BR il kA T
AR JAE SN TR T B0 (R R Ay — SRS R, Bk
FET A AT BEII I S RE )%, Oh 25 7 % Bl Erastin 1] L1 gk 3%
CLP Z{ It Z## (lipopolysaccharide, LPS ) 5 5 e 75 Mk 72
INERBEI A TRUS , ALK S Erastin $050 I 2208 350886 U5
LG 200 ) NF- « B {55 38 %, DA T 400 o) 20 A Joit )
A K, Arbiser %5 U9 H—F 2 BEHZEUY) Solenopsin 12
HE R R IR A SJAET IR TR A, A T TR
PEARERAE T ] R BN AR MR . X225 AR A
[FEHT , PFCT-HLERITT BEAAAE DR S IR R PR [ 45 )R
] ] B 33 25 2 () T 2B S T R R B X ML AR 25 1Y
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SR AR M BERE IR 1) — T 7 1wl -
22 MEBEMEXZHREIBEEREEIE

JHeEAE I L BRI RN 2240 B DI R B R 25 B AiE 119 )™ 22
JE 5 4R R AR B AE E M. 41 Y Bk 2k 5 B0U0E T
AL KRBT TEAE R 4 A AN R R A, X R A A R = AL
il M2 W vk 7 TR S A8 . BREEME MO LW 2 Ik 3
RE M) —A8 W RRE, BAR— B LT, (HENBS ik
BIEARSER ., CAUIRIERAEMET . A, £, K
B85 5 e s AE AR SE I O IR 5, RBRBDBIL IR % JE 2 18 B0
Li % UV 7E LPS 75 5 1 e 5 E O LIS 45 /N LR HOc2 ILAK,
LA 20 H P R ERFET AR B W AN ET SRR 3R N A & 1l
2. N [ (Malondialdehyde, MDA ) #1J§ Jii ROS %, Ff
SRRV WA, LR TR S BUE R LT
AN p SRR —F . 1T Fer-1 FNA5 TR WV % AT D 5 2R A A 451
1, BEEMFRIE /D ROINRE IR M AEE 2, XIRREIE
T eSS MR MO WUR I A HLH . I, MRS
¥ MeBEAE O LA B 2R BE T HL I A 2R A6 R SR 42 1 TRl FHR
I M BEE RO WURR R S . IR 9E & 22 R B A 246
Bk B¢ ( Dexmedetomidine, Dex ) HJ DA Vi 4% Jife 7 4 O WL 36
i, Wang %5 BY i it s s it — A B0 TR FABLEL, A&
CLP 4 8 /) I B /)N BB TR 1) 1375 A LA P 2 3, o0
WG AE bR Y . RAEE T IET- i ER . RIEH
TR B B E T 5 MLZ0Z N4 -1 (HO-1), TFRC,
B AR KA ERE AR 3. FSM AL A G
Gasdermin D [k, DARARHETH @, 1 GPX4, #
FALPIEALET A GSH AR [R5 K ERE{IK. Dex A LLiFE
bRk, IEiE— S Dex il i 58 GPX4 FEAR i
WS HO-1 i B RaA Rk B . IRtk i keT, AT
AR e AR E O LR 475 11 E AL B

JFEIE R A, A 70% (1) F 8 A7 AL IR IE A S A
W, RIRHLTHIT K2 50 . 2 Al M Th BE A5 5 0 2s
TUIEIASZ 450 T B INE AN I L S Ak 7 RN I i 5 s g 1
A5 BA . Wen 45 B FE e B RE A B UIESE T A 0096 1 X 40 i
U8 77 3% 5 #g SL IR U 3% 1% ( magnetic resonance spectrum,
MRS ) M5E #) N- LBER 2R / UG LEAA 1Y AE DG L 5
ZonRE R BB AN S100- B PYAHCHETE A% Y), KM
MRS RWFFE K BRUMEEREAE S M A0 4 0 —Fh JC B . sk
MRS T B BERE AL R AR T T LIRS i D i 2 21
R, IEIR F TIPS 28 R G IRA T B A
PG B T AT BB AR BE T I R AR b 7 g R
JHe T RE AH G IRms TP R B DTAR I 100 LA B B A AT, b R
F A FRMLR S PP AL e i T SRR

JHe BEAE T B SUHE IR 8 25 A iE (acute respiratory
distress syndrome, ARDS ), #/KF-AYFH =t EAHLTH 2
—o BRI L B Al M NE P Al . R A

W BAR UE BUEF A 40 MO B4 T8, 0 S S B i s Blifi£F
Yieq 55, ¥E ARDS Bl 5w fhk i £1) 5 280 T AR S B9 1
PrItE (Fe’™. ROS. MDA ), GSH R 5 kst il
AT IR 5, XS T #8381 5 ARDS &HlL
] BEAESE BT NOD 5 4 3244 3( NOD-like receptor protein 3,
NLRP3 ) #4E/IMEFIZ IR FLL R A F 2 (nulcear factor
erythroid 2-related factor 2, NRF2 ) JEERFET- %) ST,
NLRP3 %P/ MATT UG SEI I b A0 R RE Rk, 53
ARDS™*, NLRP3 T B IiF 5% /2 4 g £ 7 1 S g 1 7 1,
AT SR T REAEAESC BAER, HERIZ 5 ARDS &
WML . NRF2 A LU i 9845 SLCTA11 Fl HO-1 B3R5k
Uk ARDSPY. | i NRF2 A9 2 ik th ] AR 4 4 i I3 7
7K, IR FET Il I ARDS®Y, Yang % Y 7E A
H IR AN Z BEAS-2B 1 LPS Al Fer-1 4B,
KM AN AE TS 11 &% MDA | 4- BREE T & (4-hydroxynonenal,
4-HNE ), #/KF-LLJK SLCTALL, GPX4 &K, HAEM
NS HOUREE LPS 5 S MR BERE AH SC 5 453 119 /1 BRASL A o it
HYUWPICT K- ZBE5E &3 LPS Ab#H A T4 BEAS-2B
M3 ) SR Pk b EE bR ) SLCTALL Fil GPX4 K-,
3450 MDA . 4-HNE ALK, HE2F it ; minH
Fer-1 AL PSRBT LPS AbBRALN . £5 BRI, HEERIET A
RN MR EEAE T B ARDS AOIRYTHE AN
24 (acute kidney injury, AKI) 7EMEEEAE F- 14
RIR] R, FEMEREMEIR s B Th Ao R 2 60%, JUIHHY
TN BEAE AF S BE T IR B i oA 0 e o R 1) XU, 154,
ROS 73 2 B R s A BN E AKT Hrg oG
MRL] . BREET B BTHIA M TE AKT He— MR EZ MG
JTHE S ) Friedmann 25 7 5 33 %) GPX4 B/ RS AFSE
% BRI /N B JE] PN A8 TR S /NS IR BT A St B T e
NG, MVEBRIR BT A AL Y T e A TS B AR 35%.
BE5HEH -2 (lipocalin-2,Len-2 ) A LIl 5118 ks &,
3 B S AR TG TSR FH R A TV e B4 5 . Meertens 2
KB /N L R AR JCAR ) Len-2 5B BER GG, &
5 W A ARSI 5 B ) Len-2 B4 015 B DfE R = A ¢
ERFET- A et 2 5 T MAEREAF & ) 21 B I e
5o R0 1l v 2% 1 /) BB FRE 2 IR i Y R S A
AR BRI S 8 g2 MR (1,3) -B-D-
SRR, BRI 2R (1,3) - B -D- # R
T Y RAE SN A P T Ak, M I S A e i
il N AR MR AT S5 WA YT RIMERY R N 2 — . JlE b e
N BEZ SRR RN 4018 ( myeloid-derived suppressor cell,
MDSC ) PR Sy G J2 10 1 e A e 2 0 v A 44 3 1 17
gk S 1Lk ( Ferumoxytol, FMT ) J& FDA it i 1) &b 451,
Xue % "™ IEB] FMT 3 1o B IO 22 6 -1 1 ROS 17 4=
KRR MDSC (e e il Dihe, 4278 FMT W] LA e Rg
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3 SIXTERIETHIEE [ TR R

TEMRBERE B MHEAT 22 28 B T RERR AT A 2RFE T T30 1,
B T8 UL ERES & ANA IR A, sk 2 s SOl
IPRBCT A IER TS, AT L SRR T S
Dai %5 "V i1 Gene Expression Omnibus 54 22 & AL [
FeFIR ML A BT LPIN A Fv B h W e wi ik JR A
AR AT AEMARE Y. Chen &5 U & BUEKFET-AH G 3
Hmox1 . Slc3a2. Jun 1 Zfp36 5 HKAERE T8 i FAHC,
AT RE IR ISR PR UL A

4 &R

ARSCINERFET (9 S A AL A 3 B i A S H A e 75
AR S AR B B0 A FALIR A5 D7 2508 T T AR R AR G
FUBR . BICTWEIEAEIRE 7 . F 2 RGP 19 K HL
T A T FBACR ; (AR MRHE A SIS aR, A
TRZ (M R Rp iR B0, RREAE IF R A S o A QOB e e 7
iE T3 AT REARAILARBEAL 9 — A A BL i ——nl ol D B A
AR, (E B )2 fih 4 5 T S ATL AR F) i il S A Rk
RAESN . HU, BREEAE H AT = AT 5 p0 1845 I LL2 Wi 5
VTR, RS BRIL T AR S I A AR S R — R A
HIAIT . 5=, BAKIGORIZWTEOR C e R I2 W
EFEAET5 R BL T H W Ty, SAGER s I7 7 A E
HAZWin A I 45528 1.5 h LAy, HEC H06E) 1150,
ATSCEARSM IR RE T, IR YT IR ERAE B AL TR 5 1 B
B Bon, KEMEREBRIE T RO 53 HLHA UG
I MRTRAE 2245 B DI RE AT 10T SR 5B

FlaEisR A fEECH g P
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