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Abstract

Ferroptosis is an iron-dependent cell death mode, characterized by the accumulation of lipid pe-
roxides and the oxidation of polyunsaturated fatty acids (PUFAs) on the cell membrane by exces-
sive Fe2* through the Fenton reaction, leading to ferroptosis. It has been reported that ferroptosis
plays an important role in the prevention and treatment of major diseases, including tumors, car-
diovascular diseases, liver diseases and so on. This review summarizes the latest research progress

WEFIH: XK. FERSIETBIE E ORI 7R ). IRKE 2R, 2024, 14(4): 2037-2044.
DOI: 10.12677/acm.2024.1441260


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.1441260
https://doi.org/10.12677/acm.2024.1441260
https://www.hanspub.org/

KRR AR

of ferroptosis in tumors, cardiovascular diseases, liver diseases and other diseases, and discusses
the prospect of ferroptosis in the prevention and treatment of major diseases, so as to provide
new strategies for the prevention and treatment of major diseases.
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1. R TRHERSHE

BREET A — PP A i B B i B A8 177 20, 7E 2012 421 Brent R. Stockwell %5 A 78 & I FE45 X F 41
MIBET- 44 “BRAET:” , HIBARHMERION MM R, Zobifg b EE ek, MRS
A1) [2]. HTERIE TS NLRIEBCNE A%, H A DCIE B 2L L7 T R ¢ -

1) System Xc & —F ;. TN R R AR R M iE &, HEREAEEE 7 it 11 (Solute
Carrier Family 7 Member 11, SLCTALL)FI¥E 2K K G AL 51 3 % i1 2 (Solute Carrier Family 3 Member 2,
SLC3A2) AN S 1) — 5. & SBLBR 20 BR (I 40 N A A R M AR iR A =L 0E,  JRTE4T i 9 ks
PR ERIE N AR, 2 543 H Ik (Glutathione, GSH) & /& [3]. GSH & —Fh EEIHAMLA, MR
e H R E ALY 4 (Glutathione Peroxidase 4, GPX4) M| & 2 5 4 R 20 i A S A S 3P 1) S Bl 2 —
GPX4 Z—MilEE, fEAh s EZER, G GSH b RA B I H Ik (Oxidized glutathione,
GSSG), [AIEJFA B HE B A A TEYEI IR BT EE . GSH AR v] LA S BUIR B FH IR &, 51 RER
HET[4]. ] System Xc (RVE PE 2 52 DR BRI, k2> GSH &l i3 E0 GPX4 [RIETEFEAC, A
MBI ZERIET (5] [6]; (EHERZ, System Xc /GSHIGPX4 il H Ak At T e S i) — 238 i

2) SFF =WERHKfAEE 1 (GTP cyclohydrolase 1, fij#} GCHL)/2 VUS4 iitn4 (Tetrahydrobiopterin,
BH4) & g 42 (1) < g . 4 T4 PN BHA A1 S E W4 (Dihydrobiopterin, BH2) &, #1051 &
NERE SRS AE, AT B L2 A ISR NE RS, FRMRIEIET[7].

3) Ferroptosis suppressor proteinl, FSP1-32 fii(CoQ10)i& 4% 11, FSP1 1 Ay — MRk fii Jit P2 04 — % F i iR
(NAD(PYH) i (11 A AL S5 , AE 94 4l QL0 (Coenzyme Q10, CoQ1L0)ik i iz Z B (CoQ1L0H2). [FIkT,
CoQ10H2 RATERR AR B S B RO, ] 1 s g AL AN ERSE T2 ) & A2 [8] [9] [10] [11]-

4) JlRFit S A IE . BRAE T 3 B SR 2 ANHL R IR I R 1% g (PUFA-PLs) ik 4L 51 2 - PUFA-PLS
TE R IR FE 7 B — A e B (A K BE MR R4S A 4 U 4 (Acyl-CoA synthetase long-chain family member 4,
ACSL4). ACSLA 2 —HMfIRITER CoA &/, EfEALITE PUFA 55 CoA JEHE, A/ PUFA-CoA, BEJSE
7ML ORI R RS #5 F2 i 3 (Recombinant Lysophosphatidylcholine Acyltransferase 3, LPCAT3)fi{k N Ak
PUFA-PL. Ft ACSLA4 HIfE 2 ALt 2 AN IR T AL O WENR, BT ACSLA BA BRI T BE
[12] [13] [14] [15].

gr ERTIR, RAEPRIETIIM OIS EANEE, (HREE T IIRN, AATIEETA R B0 TR B
TR R SRR i A . RERR RS T HRIUTAE & R PR H i et g, B AR 9B RBR
(AT 7 AN 7 S BT 1) I A o
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2. R TS SMERMIIARIER
2.1. BMEHKRE LT 5MERR

AESR, WEFCN ATE SRR 20 MO 2R A0 T I U ME R S P IS T — e i ke . ik SystemXCEL R
T GPX4 /215 FERIE T 1R B R 31, 7L 2 T 78 v e I W] A RSO BRI 24 40 i [16] [17] [18], BFFE &0,
JFFae £ R N Bk i o 1 IR N [19]: B RO 2 A IS 23 /Ny T A el i 0 5 3 R A Tk A R
qip, AR A Z4idEJe (Sorafenib) . 10 Ui Mk i (Sulfasalazine) . fth 7T 2% (Statins) LA 2 5 # %
(Artemisinin)Z5[20]-[26]; FRALG 24040, AORERE BN EFAT— B IOGE MGUTES,  FRl 2 i g DLk
BT %O 9K & (Nanoplatform) CL 48 BN TR YT REAE DB (1 ILAENE . 9K T 25 B RIF 1245
PP MR AR RE 7, I FLnT X ) 25 MR R RO E A, R DAAR O A s i Ry 7 3. A
PUKAEDENR, AR IR R PH (S HERE R IE T A %, AR T mZaynTia . i m
B R R TEOR B 25 2R RIE I [27]. FUBBE R, KB O RRInIT A AE T A gk,
il B PRBE TR BRI 77, T AWK B B A R T Bk B, EMR AR N R, SRS N Bk E, T
MELH] GSH #, J i 4 B i1 3E (Reactive oxyradical species, ROS)/K T4, M fa firlsg 2 ffa % 2E
BRIET:[28]. —BAEAS A AN K 254 W) T DA 50k e 2P0 SR TBO LA = AR B PE[29]: W 90 N SRR I 4
KEARERH —mis . —RELEE ROS Wi B I A LT 9K E% R4, AT RAXT Lipo-PplX@Ferumoxytol
R E SAL LR UK ¥ RAFAE R [20] 0 Spcali vt PITR ZE T RA S F st . —AiB B = E vk, &
B = Al A2 7 (Paclitaxel, PTX) ~SRIARGTZG, 78 ORI 9 =B B 7T LR &5 25 2 (Doxorubicin, Dox) [ 2%
BEJIHN GSH U RO HLA EHEATIRR[30], AN =R SEAZ I 9Kl 24 (PTX-SSS-PTX)TE QN K 21 25 R i
YETJT A RS, [ =65 SRR T 2508 R BA SN 2V RIRE 7]« F e PEANR &3 RE
FeIN SR AP TS B O A T R A R 3 B o PTX-SSS-PTX 7E/)N AR N B AT R 4T (i 52 1,
HHFT AR PTX SN A B FBREIER, 2R ER T =mEEPRIT A h oG ER, HohENIE
JREBURT 25 £ AR T R BB [31]. T, M B RRE AL T M BRI YK E S PtH@FeP,
B EE R 2 A (Fe(111)-polydopamine, FeP)FHNREHAZ B2 BA i % 11 4+ 72 (HA-cross-linked CDDP, PtH),
KPR B FI R (Cisplatin) AL B 7 PR RIS PE R DR RV HEAE L, I ROGRER R A0 i [32] . BRRN
H BN B2 11 1 75 857 (Protoporphyrin 1X, PplX) A1 48 A4 2k 44 2K A (Ferumoxytol) (19 1 J53 14 409 K 3 1% &R 4t
(Lipo-PpIX@Ferumoxytol), F-F 7513477 (Sonodynamic therapy, SDT)4#E A B RIMEBEERIET:, (EiZiK &R
HH PpIX 7 BGRIPE R 7 RGBT DA 20 3 sh A B T 75 30 i oggva 7, I6-5 F A Bk goR BURL = A= By [F)
YERT, i U R AE T M AR T3 A2 SR il g A2 4 [33]; AR I BETE T (PLGA) & i i 3% DU A Ak =4k
(Ferroferric oxide, Fe;0,)f1 &3 (Chlorin, Ce6) 4Nk % R i (Fes04-PLGA-CeB), iZ44K R4 n] IAE
B o R O 55 v A 88, BRI Fe™ IFe 1 Ce6, I Rk A 5 I 7 , B8 L F) Ce6 7E ' 254 T | LA 4 ROS,
IR IR A R A T2 [34]: REMEHRIBN ST R T —F DNA Digeft Fes04 H AR MK A R
(CACN), ZERFEE T Dox 77F, CACN fEIRMEM % H — %2 (Adenosine triphosphate, ATP) 1)filt % T
HEAT AL, FEii DNA T T REAL FesO4 oK FIURL . Vi 25 I 4N K Ui ik ATP AR (1) 3 [ fi 46 R 7= 4 ROS,
51K e B A S8 A T A BBk A T IR 7 R 3 9 A% 1 (5 5 (Magnetic Resonance Imaging, MRI)
B Dox SRR BE T VA T ik Pk AT 92 . R BCRIER R I VE I [33]. B 50 HI AT 9% R R LR 72 iR
WA BAE T A TR R, ABATTHRGE 7 ARSI 3% AMPK-SREBP1-SCD1 it % fie 3 JHH-a 41 i
ERAE TP, EHRZKE T HCARLMCTL /5 HIFLIRAZ 15 o] LME N BRIE T 6T VR T s, W9 ss
RZ&H], HCAR1/MCT1-SREBP1-SCD1 it i n] LU e 4 IR SE 1, 7R 1 AR 2 f& HCARL Fl¥%
iEPk MCT1 E4ERF AR AR TP EOE A, AN 32t HCARL AT g2 e Bk A8 T T FE 1R YT #E A[35]. X
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S f5HT AT TR T IR R R R R AET DL SR 29t R S e T R S R . IX SR AT
T AT 5 i B A PR SO B vh PR AR SE L Z IR AR T, IR B TIE IR TRE . BE— 200
FURTREAT BT IF R A5 B (K B Ve 7 Sk, AR BEBRAET IR a7 R -

2.2. MESFETSHERR

TEFFAEZR T T, BEEFAVRIL T A A R AR 2100 RS A R SRR AE, T
VPR AE T 967 IR A 8 (1 5 Bh[36]. 2017 fEEWSTE (Hepatology) 4%k e HH1H mi#l 5118 3¢,
IR /N RS AY, RILT SLCTALL Af LA IET-MZad 2, JFUERA T SLCTALL AT A il 4%
SR B AE T [37]. BT 50t A 2L B AR I 13 IR S (Malic Enzyme 1, ME1). HDAC3 7] LA
PRI T 51 A AR5 [38] [39]. X1 [ [ AR FH 1755 22 e T4 A (iPSC) F AR e it A& A A1
AR, BRI TR B kA DNA B2k 54 (Mitochondrial DNA depletion sydrome, MDS) &% A4
SRR S B T BUR, IF Bk N- S bt 2 B2 (N-Acetyl-L-cysteine, NAC)/ENIGIT 254, N
MDS JH 3 sy it ST AL 7B IR T SR [40]. BhAh, k5 A ATERFE 7E H R Geh AT 1 S A 4 I R 2k
FET R AR [ #52k 4 1 32 4 (Transferrin Receptor 1, Tfr1) vz E AL, &P T Huwel 18 9T Bk
I P VE B (Ischemialreperfusion, I/R) I ERY R T, 87~ T Huwel /-3 1) Trl i 2 A0 R0 R fig ml 5 32 ik 2k
FETZ, HONIGARZAIR AR A T B a7 7 £ [41].

2.3. AR TS5 DEERR

78 BRI T R RELE O R R AR B G E R, T e b ORI, BT R AL B R 1) O
LR R B R FET A, o FHERBET 1] Fer-1 mJ DUIE 35 BRARBT B 22 51 R 0O WL, BF 58 [N R B4R
DOX Ab ¥ f) /8 B LI Fh ML 20 2N 1 (Heme oxygenase-1, Hmox-1)&2 i, Homx-1 40171 7] LAXF
DOX 5l KL UEA R ER, bk 1L 7) MitoTEMPO 874 %M 1 Bl 25 2% 51 0 LZH 42 58
T2, 53— R W] Fer-1 A B BRES G 70t m] DA /N BRI S PEAE 1 1/R SRR IR O ) 30, 1T 7
Fo 7 1 ) FHARBE T ) T s e 5 25 51 Ao I S FAh A5 4 51 & B O U SR Bt 1R Bk [42]. 4, BRie
LTI K FUNDC2 H HE MM & & gl BB T Mo lUR b K EEZMEH, HRER T
FUNDC2-SLC25A11 filiid it 1 15 e Kifk N 1) GSH & &2 5 EIE T 7 T ML [43] W FE N TR 45 T Fer-1.
#:48): % (Deferoxamine, DFO). Hmox-1 il 5 A Bk IR £ 55 SR I 32 R AT RL 7 ¥ BB T2 5 1O 453473 [44]
[45]. Jonghan Kim Z4% HIFAZE (blood) ST L3~ 1 #ik JJ P72 1M (Sickle Cell Diease, SCD)H T-i# IfiL 23 ™
HE K E I 2 (Heme), B 703K BH SCD /N RIS O E R Hmox-1 i ¢, #8175 S Hmox-1
I3 B S ehE e IO RS [EIRRIE T £E SCD /NRAKR A T B T H ) ek s SR, b SR R Bk
SET AN o] DR SIE T SR G IER, TEIE T T 2 IR IEERIE T X9t 8 SCD AH%
FR)Co I B R AE T2 R AR LI SR B BEAR ARSI, VBT SCD AHZR B-C IR SR (V6 T SR [46]

24. BEHKATEHEER

bRy, N AR AT A B BN U AT IR R, RLER BIAARAE 1 Trl FIEASSACHS
Ao B K €0 JIE 7 40 L %) A FARE D AUR B A TR VR, 48R 1 BTS2 HIFe i % 5 42 Trfl
Pt A ERIPK AL IF LI [47]. Maa5H T 455 (Auranofin Tabelets) 2B RY, I Zj9) FRe
WIS 25 2 (Hepeidin, Hepc) AT A 202 Bk 2, SR8 1T i 7 & 4 U 25 2= 400 ) i 280k 2 Bk J5 i
(Thioredoxin reductase, TXNRD) &P, T S04 Mo st fig Jod it 540 SR AR5 S8R AE T2 [48]. Andreas Linkermann
AT A 352 38— T s SR i B0 b 8 A7 AR W B o i 2% mT DLId ek i 1 i3 2R 32 44 (Glucocorticoid recepto, GR)
M 77 AR GSH AK-FRET 51 R BRAET:, W90 SRR Wb ZEK A MRS f B Z % Erastin 75 5 1 ELSE
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TOHEABURNE, AN U ZE KPR TR HT1080 ZHA () GSH 1, kR DPEPL Rl L i ZE KA XS Erastin
PSRRI T BB, A8 23 B (1) B /INES b g Fer-1. DPEPL 1157 75 = Ath T A% 10 4% Hh S8 KA 75 5
(B NEIRTE, W FEE R T ZEKRA 7T Ul IE GR /15 DPEPL RIAHY NI GSH FEuH £k 0 11585
T, WEIEE T —ANH B B R A R O R R TR AL, AL B A IR R AR T B L [49]. PR R
1B\ R G R 1 A 473 (Traumatic brain injury, TBI)JE8kFE T A O E A RIA ARG s B IRTEAR B
B F 47N 1R EE 2 ] DUE R — RSB TR, i £ o kB H (Ferritin H, FTH) /38658
T2, (RN TBI BB R P2 A iR VE 1R TR T I A Mo B BB I 2 e 6 [50] . H94R = T PA & Ik
3B T TAMABRIET., KB GPX4 MYEER E (Vitamin E)IL R Ry G M T-HHARML,  $0i A i id AL,
By IERIE TR AR, FFAEFRIG I R G Ae e [51] - AT BB 78 K I GPX4 1)k 2k 2 T B g i b M AR
£, I SHUILZELE MR B LA (Amyotrophic lateral sclerosis, ALS)/N A BETIZEIMA T ER, N
GPX4 15 Nt (i iR i LB R B A, 7F SOD1%A A5 S ALS /N R A28 70 25 26 s B P o
FEETFAEA, [N R GPXA TE4ERFFHEME IR (b R AR TP B BV, 1% GPXA 1ENIRYT ALS IIHTHE &
[52]. &E LRk, SR Hnd ke T mT RE A B VA oA B B I R T SR, RUONERFE T S AR I %
A REAE LA 5 0 (1 A 1 R R A

3 RE

ARK, FLIRBRIET LA IR BB (T TR T 5 VF 2 PR AL . 5, FRATHZEE RN T
FERERAET AE S FoB R KA DDA R DA K 5 AR BRI R R ORI T20RE 75 225 A R 45 4 A 4 i 1) At
T3, WS TEYS. @AY YA REE 25U B 5

Fk, BTN A B R LR PR VE R AR R BRAET (254 . IR R B BRACI B B (TR
TR, DMEF RGN, IR BT RIS = Mas R E 258 70 7. 64k, BN AR
URFE VR T SRS R BE T 2L Bt DR RG B 2 A PR B0 R B I 22 A PR AT 2P

Fi4h, BEERTERSET- ML BOIRANER AR, BRATIE W] AR R BRAET A FLAM o A AV A2 L - 9,
FERRZRIRAT PR IR AL Ca I AE 0 S 40, BRAE W] BEVE B IR T L 5, T R BB IR T S
FRALHT B .

SRR, $ERBRSET B VR BORR W T R, (HARTE R PR AR ST IR
BT, BATHEIFRMEA R ELERGIT I, s NS B R vk

25
T R 078 R AR B R
SE 30k
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