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Abstract

In recent years, ferroptosis has emerged as a new platform in various disease domains, revealing
its significant role in the progression of different diseases. The earliest pathological changes in
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osteoarthritis (OA) are commonly found on the surface of articular cartilage. Apoptosis or death of
chondrocytes, the only type of cell present in cartilage, is a major characteristic. Ferroptosis, a
new form of cell death caused by iron-dependent lipid peroxidation, plays a crucial role in the re-
gulated death of chondrocytes in osteoarthritis. This article will summarize the latest research
advancements on ferroptosis with the aim of exploring its potential role in osteoarthritis. Such
understanding may aid in more targeted and appropriate treatments to help alleviate symptoms
and improve function.
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1. 53|

B RTT %8 (osteoarthrosis, OA) & i i WLIRAT T, MK IT 500 {2 N, SEUER, 5k
AIThRERE S, TP ARG 7 XTI H 32 I E A OA fidAE 3 EHE1] [2]. 7E OA JREAEH = K B,
BOE A R EE PR AE, SEESMADIREER, A RENBE X EER B, K2 OA T
W&, &5 RIEEERA RIWEBIGIT OA JIHA I Tk, BIErifE S 8UEERE TR, Eid
JEE P AR, B BRI 4 [3]. B AT FE o R MG IT B BRE AR, s sk
FORATTIRe, eEEEAEETE. AR, MUERENY, ENFRTTE T, BEEFRINZN
FEBEAE SR AR D, BB BRI AE RSN, IF HACE 40 T C & AE 4R A AR S5 BIE S [4]
2012 4F, Dixon B IXIEH T EIET-MES, BRAETE — P DUIR FUE PEAU(ROS) R S A HRAE IR 2R AR 1 I 7
TR TR, fERA S RS L B 54T, &M IR B WA R [5]. BTk,
BRACTAE T B A G R AR g i e R0 B IE R, OR I AE T B T8 T R kg [6] [7].
A EERFVRICT AT KT RPN, TREE B T S0 aF B P g A73& 4 iRy, BAFS Bk

2. BRFET-HIBRIR

MZNKN, WELS Y A B rh L B A 2 4% B 4E I 8 T R A H 2 R B R AR R R A K R il
(cysteinyl aspartate specific proteinase) i #8148 T (30 51 A2 I[5]. SAT0 Dolma 5 A it ¢ e i ks s I
FEXF ELAL A W) SRR (CPT) A1 5% S 4 7T (Erastin) /£ 208 BJ-TERT/LT/ST/RASV12 41 il 55 S AU4N I AE T2
R, R erastin i ST R AEFE TR RMI[8]. 1E 2012 FEERIET-HES B R o X —Fhogdgs
PR AN AE T 730, — RO R SR TR I M AT, F AR M B AR SR AR BB, RSz 2 A
KA1 (A AR RS . B 2Ry . SRR NI ORI A A0S Fh S A X IS 5
BAAMIVAI[9]. Yagoda 55 NIt erastin AHEAHM G, WORAMRIE TR LS FHERA R0 AR, BT
BB AR IR T RS AL B R A 2 45 . ki iAcE R B e SN . S
EH, Ak Y FRE10]. RIEMA. BT RE, WnL2 S E QI (MAPK) /5, A
FREG D« A I H IKFES , FIHI D IR R R I 2 T (R4t Xe-), FEAE Pt s b= A= =
H, & SHEAMIEELIETI[5]; erastin i S HIEIET- Z A% A L8 (RPLS). #kRMcH4E A HE A
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(IREB2). ATP & il FO H &AW 3 C3 (ATP5G3). — VUK HE & 45135k 35 (TTC35). Frisglk & HliF(CS).
T LA A G R SRR 1 2 (ACSF2) 1T, B — ML s AL 4% BTl [5] . Jh4e 10 4, KEM R
WIERAE T S 2e i [11]. BO AU [12] R3]V 2 5 MR R R A B H VIR, i EE Y
TER, ©RCAAE SR 16T AT 5 A 7 1Y) B R AR s [14] [15] [16].

3. SRIETHOALE
3.1. GPX4

GPX4 & — PRy 1) R AT P 23 e H RGO SRk A ) DRSS P i £ B 40 L v 6 g ol s 52 SR A5
Yi[17]. A —F/ N1 Erastin %5774 7 HI A MAE TR, S8 A0 B a mR N\ S 20a b H Bk
REREEERE. BRI AR GPX4 Ji%[18]. Yang %5 NAEMR PN SRS A /N BB S0 s S B8 TS, R
BATA] T #RF) GPXA EZIET-HIR AT AR A & AR PE A7 [19]. ERIET AR, BB H Ik S L YRE 4
(GPX4)F| FH 34 J5 B4 23 ot H K (GSH) 4 Bl R 20 A e A R IR I, 4 Bk T2 [20]. BRIMER-1 (Fer-
rostatin-1) & — i i = 8 B N T SO B G AL AP, IR TR S0 A I R T TR AR Y
IR AL H 5E[21]. A3 SEURIUE B Ferrostatin-1 7] AR GPX4 FRik,  FAARAN M PN 75 P S (ROS) MR
ROS 7K. Yao ££[7]18 H Ferrostatin-1 >KIGIE T 41 /1 25-1 Beta (1L-18) FIAT45 BR 2k e (FAC) A B2 1 4 7 4
Mo (4 H IL-18 5% FAC 4bEERS, ROS FlJiE i ROS #7EF H 4 i HH AR R) & BAFTERRSE T o I 1 i
ST GPX4 i PR K % RNA (shRNA) I RFH IR EE(AAV), #i5E T GPX4 WA LEAR 521 OA KK
TR RIS (R IR T A 4B T #0522 Fer-1 () [15], BA—@rJmMEE. 54 GPX4 X4 sk
FERIEMA R, £ GPX4 TGl it MAPK/NF-xB AR 0 E, LA 34 i 43 57 (ECM) FAfis, sk
OA [P i - Yao S5 [22]48 ] N4 B A -1 (IL-L) BN 98 i B o 2 0 A A i3 22 ol 4 J B A T 13 (MMIP13)
(il MmIECE grfa s 1 B E (1 B R M FRIL, SRIG BN T B 4 R B RS . BRI ROS
s 7 T 15 S MMPL3 Bk, ATt B 01T 28 B R it Jig

ZE b, TEPIETIRAE R ERIE RS, GPX4 fE NI R T, ZMPE R TRy
R — IR . I, 7E OA B IR IR IR 7t -G — e i # Bh .

3.2. RS

B BB T AT (@ R E R IIAE R . Marcio Z5[23]RA4E 1T M E Hfe-KO (Hfe JE[X &
BN BRASERY) /IS R 23 B9 1 ST B 4 SR AR B 2 iR R BE (R B, 453 CB7BL/6 B A= 2 (wt) /s
B H TR R SR ABA SIE B P 45 BEEAT T ELAL, A9 i BB SR o 40 T R A AR s R A R B
T T 5 R A i AR S R A R Ak JE TS . Medeiros 25 [24] 48 MEPE R RS R L, B R AR 2 3L
(BVITV) R B /N G2 5 i Bt /N0 8 () BB T ARG o 3 3 A 772 (10 Sk 2 B 6 RS S P k2 1 - 50
WG N o KR 2 R 2 B, ki RN ki = 0 2 5 e B A L s 200 MR AT I, R AR R
AR B P, 3R B4R B B AR S 75 B AR KT o VR 2295973 173 BRI -5 ot ek sl AR i
AR, YBAMSSEGHTHER TR, JFEERR AL 388550 2<[25]. RS 4R
o FRATAT R IR RS T A R R RN, R ES T 0 R AR B R B TR I E B AR —
FEIEF A FRAAT T, 2L Fe® F Fe? T RAZAE, Fe MR E Ly Fe¥, M S EARRE S,
FERRIR IR BRI /E ] P ROR RN Fe?, DAERFER MR . S 108k i LS BT & M (Fenton) Sk a1 - F3 07
)3 (Haber-Weiss) I\ 1fii 742 ROS A8, 51 NE U E AL, IHFE ST RE[26]. AR TE 1
T F 20 B 0 e 8 S ATV B 4 2 AL B N AR A R TR [27] Ui At B, T R B h 25 P i ke
W, TR S R BRI B R —, R TR B A ) 5280 DA AR i 4T [ 28]
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S IR FH A e B Ik 22 5 350N RV ki R i B RA [29] . FEJEUR T OA B3 v I 1 AR BRIAH DG 1
PAaA M. Yazar 5 A[30]K I OA B id il P M BoK-T 5 OA Hy/™ EFR L B IEAHG. thh, 7E OA
BRIV B R R BT TR [31]. Nugzar 26[32]. Kennish 25[331 %8, R ELIMLIEEEE F/K RS 5CE 5
Pt e EAR R M e 2% b, BT 0 A R i A A U 7 A R i 5 S 4 M e o A BB T R
OA MR TE—ERERE FAERFRARA I T4, X T ReR TR B 0 RIE TR —

3.3. RIFRIThEERERS

LR R AT A R 200 A P O R 0 TS A0 M B, 2RO P T i i 7 O S i A4 A e R O 5 3
PR . LR B 55 TiliE  (voltage-dependent anion channel, VDAC) & fE1E T £ ki ks i (%) 31 kDa
JEEE T, RETEME IR RCR/KIEIEIE, ST FHEF. ATP DU HABAEIPE 4 hifd, 76175 40
R dERFIRANASARAS, TRTTEME TR S I FE R L TN R . VDAC EZEiE I 520 ATP/ADP
MR RS SRt . FR, VDAC 1EvEsEE, nflsf s AR, JEE a8t
HHORFESAEAE o Erastin [ B3 00 1508 2 — & ZoR0 i H AR BA 25 7@ 1 (VDAC),  BA7d i B 4
HIPE RIS DRV IS RS X REEAEH IR (GSH)K P fE 11, SEEIET-IEFEH ROS (IR R [34].
TSR, ERAE T 5 R G N AR BRI 22 5 R 0 R P B A T B A IR Th BE RS, bRk g4
W R . KT LRRAARIEYIET R IE R IR FR) 21, (EAR RGN. LRiRfEN ROS HIEEK
RS 5T H AT E R A, RoALRA ROS (mitoROS) 3 % ¢ £k R 14 Hh 1) 48 1L 1 R 1L
(OXPHOS)E &4« Lkifk ROS 1J 5 LR AR L g B ik, X — s A3 2 T DA NS SE S fE
IR T A Erastin S H0SETH, HEBR ROS M AR 2 7 B Jo R A TE LR bt oy A5 FR [35]. Bk 17 3@
A ROS (EHEERIE T4, LR Bl ik LA At s kgt s, filtn, ZeRifAnT geidid =R ER(TCA)
TR RPN m B E R Xe RAEMIHIER, WS 5P5T KA [36]. EEME, %4
RLARTERRAE TR A B T 3085 SR Ik H R AR 1 A Pty GP X4 (TE PRS2 B30, gE a4
TS TR RAR IR AET . REE LRItk S ROS [P A AR DIMI o, (HERRR &S0
BREET: Z B IR SR O R MANTE 28 o ER R IR LIRS S xCT KRG (H& E I SLC3A2 Azl SLCT7ALL
(5 AR, AT ABER T GC M) GSH £ i,  FEBA A A N s s 3405 2 00 5 B WV A
SLC3A2 FfEEE SLCTALL [ 54K, Al AR T GC 4HMuH i) GSH A& i, I Bt b L
WOE LA ) 5 S RSB T, ISR B RAR IR . ZoRifk ROS A= ALK A B HL AL (MMP) 57 2k,
TMAE GPX4 #7175 3 B A0 T i A ML EZ BIIX SE IR [35] ANATFRIN, BRiix T OA KA K e HIsZm,
MMUEGEARIFARDE, T ROS R IR KFRE IR (HIE LR BRI T 72 H (A% OB F A
TEHE, TIRERE EE 2 T UORIR R KRR IO T IR IZ B

4. S T-5 OA YKL

BRI R (OA) & — FiZ PEIRAT M T, FURRAE 2 G T HE AT PR R AR i EAE[37]. K
TR SOREFI RIS Bk T R ARSI T, TERN A B T3 T R IR, R MMP13 ki, [H
IS A AR5 TR B AR 11 B SR 3R IA[38]s Lin i Id HLEL INCRNA-TRFEFI R RNA ST 43
/IncRNA-seq FIZ5 5, [ BH T HIF-1a/INcCRNA-PMAN #IHIZAET R 4. RIEVA S ST 1o (HIF-1a)
T ARG . ROS AR BRIERZE T 15 A T B4 5 40 MU SE T-[39]; Torretta S5 LEA 5T/ - B VR 1) LR 41
fL(BMDM) 5 BEHIRE — BRI B I, 32 BAH 8 5 32 Bd i P A W 4 i R A 8 = PSR Toll #2532 44
4-BCAA N 2 HE(LPS) W53 1 HIF-Lo W& AL 875 1 D-H & BE e AT AR g R B il 0] HIF-1a 5 S 1 2E5E
Tk OA BERIIME[40]: Zhou S57ER A4 9 1T 28 X1 I T (ACLT) 5 5 (17 OA /I USSR I 1 240 g
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N FR-1B (IL-18) R 5515 51 OA TS h 4 H 4U ML (1 PR SN Fi v, R HIF-20 388 301 12 3B 41 i 1) 2k 4
TR 40 IR 25 SR A S 6 R E AR T [41]; Yao 25 NRHL, B MEESE T S5 erastin N 7K
HHMT S OA MM 1 AU (N BUR ) RIS, Mgkt zi-1 v] LLE IS W BRE i ROS SRt ix — Il
R[7]; 1F erastin AAFFIHCHAM A, AMUBIET, 1| BRIERF=AEHED, MMPL3 (IR, ROS
R, Xt BRI THCE A OA FERIZRAL, BISEE. Ak MIRFI AR . GPx4 @il
MAPK/NF-xB 15 538 5 I 5 200 T 8 AL B B0 ECM [,  DLURIR 1 555 & ik E[18]. Sheng %5 Ak
R, T 1L-6 1T H) miR-10a-5p 55 (1 $E BT LU 1ok 41 i 44k S SORI 2k A4 i 1 4 B 40 L )
BRIET:[42]. Yao 5 NAEF IL-18 B AAE, 13 FAC BEIVECE 40 T i gt B8ORS [ 7] AEIX W R 8
iR, ROS FIfigE ROS HIFR R, LK GPX4. SLC7A11. ACSL4. P53 fil NRF2ARE 254k WET- & M 1)
Ak, #AT DR HEERAE T R A, kAR A R -1 (FER-1, — ARk A0 T 31 751) T LA i b 4 FH [43] -
gi b, FAUTAE— R L5 O R (OA)RIRHLEIDRIS, HIHIERIE T RIRAE, RS AELE OA iR

5. RESRE

2012 SFEHRSLTHORILOR, 1E— M R AL TR, SOV 2 TN I IR . 4%
FERIBETERE, ARV S B RGP LR, BRIET R R isE R o, A% AT BN
TR . T PSR AR R, BORATRESGE MR R A Rk R, BRI FREEE M. H
R BRIE T RN RIFANTE 70, A I HIAEAE . SUERIET- M2 AL 5, BRI 30A ROS —ERILT (5 518
BRI EZER, B Fenton NIAL, LR HARE A T HLEI AL A T ROS FEZRL A AR 3R 1 Ho A
WU 52t — PR C . BRAET H AT SCAH WA PP RIbR e, P AENLRI Je )i, RANBI R 2R, AR
SRR R A DG B R AL R AR R . BRBEWE SRR AT EE A0 AKR,  SERBRIET I 7 )5 SAAT REAE Dy — AN
MV R FENLAE % R G000 BT ARG T AR T B 7 i B A

B, AEN— R R At TR, BB S OA HUIMHR, FIRETE OA HYR MK & A%
HEAEM . BRAET PRI RIS BRI T A RAFR R, OA HITIBG Aia )T $2 e
WAk
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