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Y RRLAETE FBE T SR AR R T P
DIFAOC. diffiser—A Z M5 =0, ds I 1o IRFE &
ToVHRAE T A AR —Monin & SRR an i se =75 =X,
BRAET 5 H AR A 1 A0 S8 T2 07 O], H 22K
TS T IT 5 IR I A A e S A T Ui B 4
W E T N K A MIBE T BRI T S &R 4T
PRSI ~ O ML ~ A TR P 2R e 1
JUUPA R GE 6 55— ZR B 2 114 o A 0 Je 8 U0 G
#MEE] 718 27 ( intervertebral disc degeneration, IVDD)
VE B Bl WARAT MRS A2 , H K A ik Ji 5 R B T2
DIFAOG &5 IR TN B 4548 T2 5 TVDD #8581
R, DU TE 22 1 3 Bl FVA Y7 SR

1 S$RIETHEXABG

BRFET A 2012 4y Dixon 1242 44, B 2
— B BRARASE B4 LUIR 5 i S8 Ak 2 BRI 14 7
AT R e ARSI T A A A A T
2, BRIE T e A B2 2% A= WAk 2 5 5 T 2 A s
AURFE . B8 b 3R 20 i B R /N AR 5] i e
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HEIH: HR A RPEE ST (45 82401616) ; ZRIERL
R AT RE G T H (452 2021xkj028)

TEE A X%, 5 F3R Rl
IR U, Hp, EAR BRI, e A S0, E AR R E-
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TERE IR LORARAL /N, ORI AU Ul /b B335 I 2R 2
NN SE R, o (0 BT BE SR 45 Rk BRI 4
M P9 Bt H K 849 4( glutathione peroxidase 4,
GPx4) A WEH BE( glutathione, GSH) 1% 1E T 1, 2k B
F 1G4 ( reactive oxygen species, ROS) F1fg 5 i
SRR . BRIET 5 R AR 2 BRI A RN i A a5
SER UG, X = Z (AR B, SRR fe dE kst T
1) KA e
1.1 SHREFIESHKRET 22 NIRRT
LR, S HZMPUAN Y 45 A Y5 - B8
A DL R IR ST o RER 21 AR S I
AR OC Tl T BE S o, R 200 2 5 oA i 45
Ui BRBET SRR A A B VI MG ki B
KM AERIET RN R Z —. REDRET,
IR Fe? 5 E Ak A & A Fenton S aff 1 7= A
S A L S8 A b A0 A0 R o R o kAR Rl
BRI A R AR ot ph B, B T A A ) i R
LT S, AR M N RS LSBT .
TR T et e Bk Ab T K

PR R (R LU e, M3 i 4
X RRIET FOBIURE ™ o BFSE " SR, He TR AR
B B F i@ 18 ( voltage-dependent anion channels,
VDACs) Bt SO L LA 1 5 A5 L A7 1 75 S 15 3
B, VR T AR ) 3, Erastin B8 9% JT i
VDAC2 5 VDAC3 JEil , B mekeEs A HA , nsd 2k
FET- o DAL, PR A QR e RE 8 o A P R AE T
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AR RN 18]
1.2 PERBWIFEEHET T 2IEH Ak
WE R G R IE T T X Z A0S I R
( polyunsaturated fatty acid, PUFA) ;&2 4R T3 F2
B A G R AR GBI ) - RS o

A EE N PUFA SRS R, i /i Fe’ ™ 5id & fk
FUKAE Fenton JOW T ™ A 48 A 1 A&, S A oI AR S
2 B A B B R o I L2 PUFA, AR i SR A B
AR R IR BT A F AN R R o
BN RS L A R A AR AR RN 3 AR
MIZET .

R BTG AR 5 0 W 252 i BR A T 1 R A Kk
Ji€. PUFA [g 1k JE 1 W g £ W5 ¥z ( phosphatidyle—
thanolamine, PE) , PEs o EALTE I8 o E AL
5 L i O Mk G 3L 5% B2 1 3 ( lysophosphatidylcho—
line acyltransferase 3, LPCAT3) FI 4% NG MESHTTF A &
J T 4( acyl-CoA synthetase long chain family member
4,ACSI4) J& PUFA FRALIE I PEs (Y OCHERE . >4 LP-
CAT3 F1 ACSIA b ZRIKIS, PEs & s hn, 2L i g
Jread S A AR B T, 200 M R AE T AR R i PRt
T A 2R 0K T Al 1 2838 7K P DA S IR R A T
B bRZ — o PEs i SALTE I i A Ak
R AR 5 2R 485 T ( lipoxygenase , LOXs) S Af i (5
& P450 Ak 38 J5 i ( cytochrome P450 oxidoreduc—
tase, POR) By PpE. LOXs & —Fp& ¥ 8E H B, POR
AL AU S A 75 B Fe®™ {53 it 7, LOXs Al
POR RIEAE T ERE TS 5. BB
T FEANARA G AR W 2 8] ] BR A7 A EAHAE T,
LOXs Fl POR FJ fEJ& i MM 22 o
1.3 SEBREFIASHRIET EFELT, UK
AR 5 R GEAE 7 TR X A IR 2, b 4 e
H ki &AL Yy 1 ( glutathione peroxidase, GPx) K& 4
HHEEMMER . CPxd RN ME——SERER K = 7
PERY i B AL W) 30 J5 il TE B 1 B A T, RE RS AT
S Z I FL s PUFA 1 &4k, HPUITI8 JR
RS GSH 25 0 TERAE -1 kA R e B
P YLK GPxd 1 P R &
GSH Z R RIS, 20 i N 2 S A SRR i S 1k )
SRR, 5 AR AR 15 B AE T A7 SCHRIGE T B
GPx4 55 {11 H] GPx4 #1155 RSL3 BEASHE i 4 i i
A A HEFIIR Bt A, S AN A R BRAE T

IR /45 28 IR e iz 1A ( System Xe ™) S i 42 4k

SLCTA11 ek SLC3A2 4 iy — P 25 1R A
R B IR e E A, How i T A AME, 260 53
T LA e R e iz AL , J5 3 ik — 20 A J5 R
IR E T GSH (15 1, Rk, 4 System Xc ™
TEPEREAR ST, 240 A X B &1 JbE 220 2 1) 48 B 32 BH., GSH
A D, B H,0, AR B S Y &R, TR 4
B Ak FE T o Erastin & HrdE 2 B2 5 i
7] System Xe ™ G PETE FERAE T & 4E , A2 % HIHY
BAET B S BESEY Wk pS3 ME K — R
, BEBEHN ] System Xc ™ Y OCHERL 7 SLCTALL [y
S, T System Xe ™ i 3835, 3001 e =0 R 14 4%
Q7S X A2 o

2 %®T-5IVDD

2.1 SRAHEE

2.1.1 &S5 BRARSAE VDD by fE R A
KA S Wang et al " % BUAH T VDD 72
IR B RS i 14 B LT A K B
MG BNV BRI i BRSO it /N U A R A
BRI A (] I 7 1R 7 1 2 A BB A i v e R
GPx4 i1 SLC7TALL FEH A T, ROS #1432 3T
MR & TR RS BRI O S A O S
WA AR & A BPET o SR, Guo et al ™ 5 i I
PRI A BT BR AR /KT TVDD (R 2 5 67AH
Ko BRAVHIR AT 5 TVDD & %5 UIAH G, S AL DL
SUAR S A0 M PR 3 o e R R 324K 1 ( transfer—
rin receptor 1, TfR1) 335 Rk SR8 LR 4K 5 40 g
PREGZS, T SR AL T2 8 A Ak, SR 3 I 5
—2a( hypoxia-inducible factor2c, HIF2a) HE WS I 5
TIR1 (1) 3235 7K VA 45 MR 0B 40 ) 4 AR
DL A A TR DL R 2R3 T BE IR T
IVDD ) —Fug a7 sk > o B A2 E " k
AN AN ] T TR By 8k 8 1 F% izl , B Pi-
ezol IH , WFFT W R MUY /)38 i Piezol 3818 15 &
BREST N, 8 R B T 8, T S IR AT T, B
ZIME IVDD . Rt 40 B N B AR S X LA Y T 2E
PRI REAR B L, Pk 2 AR B = R AT 8 XA (] 28 40
L AN R 2R

2.1.2 kg BRAWEAN ML PETE A A —
KA K% ZARILLE H 7 4( nuclear receptor coactiva—
tor 4 ,NCOA4) Be g4 5 M 19 45 6 8k 2 11 B 4 ( fer—
ritin heavy polypeptide, FTH) , B4k 4K 118 Hi 2 H W
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PRIEAT T BHA R A, N ITTRE R AR 1 45 B IR B 1
T4 A A ka1 o Yang et al™ R HLKL
T E AL A ( tert-butyl hydroperoxide, TBHP) fig %
PR SE AR S, FVER T, DA T 410 ] e B % 240 L
LT 2 P00 1 1 58 A 1, 32— 2B WIF 5T R AL
il ks i ik i) NCOA4 il FTHI 4§ S PE25 &, ffi %
B DR TG A0 N Fe (9K, Ol
id Fenton [/ i ROS A ik, i 5 RS
T=o BEAERIWTSE & 3 ROS & FR 5| S 1L B ik g %
VB PR BEAZ A0 A 2 A W, v e T DL A0 B 1 R
FETRef [R) I A7 16 FAR FLAE O L) 1 56 R ik
ity B b — L WT5T, ARG TVDD A i
2.1.3 EEKACE IR E WS R AR
— PSR, K 2 A0 VA AR W R A AERR AN
Fads. WEFERRSE Y SF 5232 351 ™ 5 0 9 A 2 Bk
BRE T, T AR s, R BURAET. Li et
al "™ S UK 7 RERS P BOA TR SZ 3, 8 TR Bk B
ToRT R, R SRR AN & A BRI T i —
ABIETE S AL e 5 7 R A% 10 i BE A% 4f i
GTP [t 0% 2 11 ( Sre [A1 Y5 M5k 3) 455 & 11 1
[Ras-GT-Pase activating protein ( Src homology do—
main 3) binding protein 1,G3BP1 ] f#1% ¥, 1fii G3BP1
i3S TSC/mTOR {5 538 s J 3 i WK A WK 15 BR
ZPE A IAIESE T G3BP1 78 1% J1 15 5 % il
PRSZABIE T IR HRIVE T o H T DLy B4
FI AR 7175 SRR T O R % U0, HORH B R 19 6 &
AHFEEALRIT 75 32— 2B W5, X W iR ¥y TVDD 42
(L UL LY

2.1.4 %k#iE P HE A (ferroportin, FPN) S H
T R0 A EE — [ 4 Y A/ 3 i A i 20 38 Bk 0 2 1
X T AR AP Bk Ra 25 R HE G B 1 o RS
75, FPN THREGRFERERS 5 | EC AN N 2 17 4R B
2k R H AR TS RS T . BRI TR
5% A -F+( metal-regulatory transcription factor 1, MTF1)
SR T DR A Sy R DR, i kDA LB e 7% 3
AN EAZ NI ERE e s 5 B AR R S 31 T 5y H b
SEPR % ik A FPN JEMH . Lu et al ™ &3
TBHP 3@ i 155 FPN DIREGLIE S BONBE R 40l 9 2k
g, S R SE T, it — L WE ST L & B, th T
cJun Z 5 K Wi I ( cJun N~+erminal kinase, JNK)
FAOCHE A MTFL (5] 82 N e , NTii R 38 FPN H AR
LR R 20k, SIS MRS T RIS

CLIESE INK/MTF1/FPN 38 fi 2 55 ] 45 4 18] 4% 48 i
BRFET, PR 1% 38 1T BE R AR IR YT IVDD i —
AN

2.1.5 #HbEHas  IEHE MHER AN & AR
H KRR TCILAE ZHZY, SR 1T 1R AR A A 7] 45 o 2 T8 BB
M4 o 2T 85 (A AT B I 2T 28 7T 38 i A 5 41
Wi S AN MIBET o Shan et al ™ {i B MALDI-
TOFMS H; A, & L5 H Ak 1] 45 20 2 J&] Bl i A 17 1
Oy RS, T AN ANB S 2 S U 2T R KT
VR BRI, JETT ROS 14 & GPxd /b, 51 B 1%
MR A RAE T ST b R AR SE Y U S
Vi) 2538 A 00 A AL A s TVDD Hp & 4 7 2L 0 1 T
B M AT A B IE T — S T A RE T bl
i, XA KA YT IVDD $R 2L T4 4 .

2.2 HIETHHIEFS IVDD fX &

2.2.1 GPx4 5 1VDD  HLI& N &AL A I 2 G0 F- 1
JEPRIEZH A0 A L R AR PRI R A O, Hirh GPx4
BN A A R A DA T AR P T Y S A
Fo BEAERFSE ™ ELRIESE T4 GPxd Fihfs 4
J R U T A AU L T L IR GPxd 38 14 0 55 4
X ERPET B SR . WFIE Y R AR BRI AL
F1 TG Piezol B3 T8 , 175 A& 40 9 5 B 8
A, HEITN ] GPx4 15 E R BURFET & A b 0 5
THEfE G 1% GPx4 TF M, W% AL I i Ak AE T
SR F BACHI &5 VDD [ % J&, BE % {2 ik
IVDD & i, #E— 5 ™ % 31 BACHI RERSES &
HMOX1 F GPx4 3L AW 12 31+, 1 4 HMOX1 Fi1
GPx4 [k, AN BACHL R\ f% 11 ] 5 4% 40 ffg 2%
BeT-, IEZE IVDD, [A it BACH1 /HMOX1 /GPx4 1] gg
J§k IVDD 75 BVA ST B S . B R E AR X
REAS (2 6 A2 T 40 M 188 5 5 B 400 B A0 o, o —
AW oY kB ok 8 LINCO1535 1 4] ACSLA4.
PTGS2 [k e iE GPx4, T IR FE T, H it
EARZE T RO T AE IR YT 259 AR 5 2 — 2B 1l
PRIFFEITAL FL A7 7o R 780 >F B 42 2 ( homocys—
teine , Hey) REBY 5-FF 35 U &0 R 41t 25 Y 6 ki e Ak
WA, 2 5T RAMRIGH. Zhang et al ™ i@
TS I PRECHE % B i Hey IfiLAE A1 IVDD %% Y1 AH
5%, IR I 0 S 58 & Bk 5 9 Hey i SD KRR
A% AN B B R SN FER BB T 1 — 45 &
it Hey 94 DNA H 3 #% 2§ ( DNMT1 Fl
DNMT3) ,fi¢ff GPx4 HIFLAL, NTfiT T GPx4 FE113%
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2.2.2 Nef2 5IVDD  #%HE AT B2 A1 T 2
( nuclear factor erythroid 2-related factor 2, Nrf2) 24/
A L PN A4 S A 3 T 1 8 1 DG B R T PR, LR
T A A 45 GSH-GPx4 FI System Xc ™ o Shao et
al ™ & B TBHP 1 TNF-o 7T 8 ¢ B2 4K B 40
GPx4 I SLCTALL & R IK, LR BRILT 4R
FRTN % ( malondialdehyde, MDA) , ¥ 2F 72 7 i 1
PO Nef2 39605 PR FE , DRV =R 28 1 1T RE AR
7 IVDD HETER Y - Bidir e Rk IR 2
Yy A SRR BRFE T3 50] , & BRI i Nif2 K 3A
FHE R Nef2 1514, d 2 Nef2 /GPx4 5 % ok 31 i 4%
Y BRERFET LA N 4 M RS 5 A, T A sl TVDD #5
B IE I BLAT $0 4 R0, 0] BB R R ok TVDD 11
VFERRIEZ ™ o BFSE R IVDD S b A
FETTMBRIE T AT B[R] 02 R 15 1, T 48 2 ot e 0 5
T Nef2 72 A0 R4 S B A N2 78, AT
i B 2% A M R A6 T AN A e B T, DR A S G vl g
B IVDD P TERNGYT 25 . AR SRR RE 4% 410 1l B 4%
AAMIERAET NI RESE TVDD , it — 25 K I A Sl 1ot
Nrf2 /HO- il £k 58 1, PA 1 R R R 7T 58 1 R iR
J7 IVDD [ W7 (0 2 o FRAA 2 A0S 48 28 1
LR R A A A BRBE T, DT AT ) R 1 2 AR
AR 2 I, HE A O Nef2 J T T B,
TAMHIERIE T2, K A8 R R R AT BE A TVDD §f
FERTRYE G Y o BFSE R VO-OHpic AES 1
W R iRl 5 7K 713 (M [R5 %) ( phosphatase and tensin
homolog, PTEN) 15 3 Y #1 B 2 M iR 22 #1454k , i —
AW KB VO-OHpic 18 i3 s Nief2-HO- 5 % 411
T A AR i ROS, pig 0 1 H A 385 | ke 1Y
ZHRE AR AE T, A itk VO-OHpic 47 2 A {6
S HER SRS BRI . B2 AR EZ
P VE FHE 3, Nef2 76K 5K AT 68 1 iR 9T TVDD 11
AR R

2.2.3 R BR/S R BR A E K (System XeT) 5
IVDD Bk £ b 5% UE S % 5% 3005 X1 (activation
transcription factor 3, ATF3) 1] 4% 55 M #1 45 &
SLCTALL {02 T L B e 39 9 2 0
BKFET . Li et al ™ BF5¢ & 8L TBHP B85 51 A8
a3k ATF3, 3551 ST T m bk ATF3
AR TL-6 R8T 18 SLCTATL SRk K-, i 0
B A A P e A R AR T L AAR A S 6 i — 2P 5 i

B ATF3 TT4EZE IVDD Ry HERE. (Rl o — AR5

R miR-8743p {E ATF3 ) L Ja 4% K+, 8
it 5 ATF3 B AR5 5, W ATF3 (5% 533k, A
AW IR FE T & 4E , 1E 2% TVDD. PR (45 E 1 1)
A&, miRNA FE5E SR 5 KR R AE T A DG B R i 3R
ik, AT RESE AR TVDD 45U 2k A8 T B 52 19 FE 22 7 1]

T R B IR T 7 A i HIFd o REREZS &
YTHDF1 [ 5 34 i H 2235, i YTHDFL J) 38 4o
m6 A AL HE SLCTALL (3255 , H T 4001 6 4% 200 ity
BRHE T, $2 1 HIFdo/YTHDF1/SLCTALL i & 5
IVDD. HATEAHFIE " i SLCTALL fE K40 i 25
YA HERI AR AR A 2 S ROS [ H
IKEEE( PVA-sPBA@ SLC7A11 modRNA) J&# 73 &t
FI 3K A8 ME ] &%, B ) SLCTA11-modRNA, 38 3
SLC7A11-GPx4 fli#EZE IVDD. Wizt Wos AJBEAHr
V) 70555 1 400 e SFe VR 1 i 47 0 76 1l % 0 o A A 4 2k
FET-, IMTEksE TVDD; I AT & B0 A &1 26 760 38 1
MALAT1/ miR438-5p I SLCTA1l ik, il
HERBET A AR, i S 28 BRI T A B 4y 18] 78 o+ 41
JRLR R A L 1 B8 W AE R T TVDD 5 TH 8 1, AR
BITRYT AR T AR AN R - 25 LT
&, System Xc ™, JUHJE SLCTALL AE KPR 2RS0T
(AR L R ARIRYT IVDD SEZE 0 H AR AN .

2.3 REERKE IVDD i PRFIFEREAF 5T UE 52
HRAESE IVDD [ L 22—, fig 5 P A f5 1L-6 .
TNF-o %51 IVDD 5C R %Y1, SR M & R Ak ot
TR M A SE AW Sheng et al ™ % B IL-6 W]
R AR AN M A T R PR R Fe® T Ak
- ESE T ILA6 5 AR AN A R A S A
PP ERAET S i —2 & B IL-6 3@t T % miR40a-
5p KV, AL AZ SR GE , N5 A N kst
BAEINT 5 RERIET , i ik miR40a-5p AJ L2 IL6
ZRN SR AR AT R, 7R SR 5 7K
AR R IR 32 A DA R A ME ) S 20 M kA T ]
AESEIAYT IVDD [ —FAg mi 52 19 7 3 o

2.4 Hfte WP RBUEWIE KRN E T 1( ear-
ly growth response 1,EGR1) 5 IVDD & &%), E 48
HEI] 28 508 ZM b EGRI (% 32 34 B | 14 him, 170 Bk
EGRI BefBI kst kA, it — &3 EGRI i i
MAP3K14 By#% s ik, it NF«B A3 , dE i fie
HERRFET 10 & A, TR I EGR1-MAP3K14-NF—+«B %l i
SHER] SR AR AR AR TR« Zhu et al " & BURH
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% IVDD FEEE RN, Sirt3 (Y3638 B Wi A% i —2F
SR Sire3 J B AR A S AR N SO R O & AR R BT

Tz Z ¥ 5% [ B 11 ( ubiquitinspecific protease
11,USP11) B 45 &I L3z 4k Sint3, 1] Sirt3 [
fite, TR 2R FE T, USP11 A RE KA IVDD ¥ 75 1
VEITHL S . Yang et al IR O ~ 1 pg/mL [
22 UL e K UK BE 1% 35 B ROS.EE & Fe? IRl
GPx4 1z Z bR, JE M ] TBHP 75 5 1 B 4% 4H
BREET, T EZE IVDD. BF5E ™ ok gksE T
7| Ferd fEM%iH 13 K I8 Toll #£5% {4 4( Tolldike recep—
tor 4, TLR4) , T #0 l NF«B {5 53 % , 310 6l B 4%
GMMLRKIET:, I LE TVDD. HATC A BF5E * IE S5
R RNA( circRNA) BEf% 454 microRNA SR 845 F iiF
HARIEH A ik B9 BIR cire_0071922 ] fig
L hsa-miR45a-5p I 15 A% 40 M 4L T2 S84k 1
sk 2% IVDD & B HERE, 3 AR cire _0071922-
miR-45a-5p-mRNA 5 53 % & ¥ 78 IVDD 397 4
Mo Yu et al ™ % BB B 6] 72 5T 40 M i 43 48
¥ cire_0072464 1 I A3, 98115 /)N BRURE A% 240 o 2k
HET-, cire_0072464 1F J 5w 4 PE N IEE RNA 5 mi-
431 FEgPESS G, T mid31 ik, 5 EBEZ AN
Nif2 il GPx4 2R3k b, M4 il 240 M 2K A8 T
I, circRNA-miRNA 7] fi8-2 K3 IVDD 452k 78 T-HfF
FEHNAYT WV LETT ]

3 BEMREE

AR, BRAET- 5 IVDD [ 5E % 52 XevE. R
ORI 2 R T AH OG5 538 g & 3 5 IVDD
A AEEXT TR BE T4 IVDD h i ML A 5247 5K
b F R B . BHETIVDD rhERFET- IR AT R £
SE TR BERZ AN , T XF T £ 24 20 240 Bt A 20 kB 4m
Wl B 58 B Hi % 4. NAD( P) H/FSP1/CoQ10 il
GCHI1/BH4/DHFR i@} & X 31 T GPxd p&k3E -1
il 38 %, HAE VDD rp B9 /R 5 22— 2P i F 5.
H ATTERG 5 5 /K- B 92 8k B0 1 10 I 5 ML 22 31 ¢
L AR A A5 E— 20 i 58 F- 4R il TVDD [y i
Mo BT HHAWARDE X A st T A &
AHE ST Y, T EAHER R , SRR p— 1 25 45
UMM BAET-S5IRT . AR E D], AR
AHAEAGAFOME ) BB A R BE TR H A 0 B ST T )5
KR DL HLE, XA B T VDD #93R 97 .
[i) 72 5T 4 ML AR YT IVDD — RS 7E BT 3 A

PACT RN Z 5 Horb LU AL (A AR i — 25
WFFEEAIE. f)m, H AT k2 Fh 28 B A BRAE T4
) {EL 330 A7 2 R B AR L B 22 2 Bk
A5 PRSI RN 1 AN RS2 /N A 0 R D E v PR
TRUAI R 70 LA K Hp 24 70005 TR BRAE T iR T VDD
BRER. L5 EIA, BRICTAE IVDD 7 35 &
ZHA A, RIGIT IVDD ARG T LA (EA5 1 —
AT
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Research progress on ferroptosis in the intervertebral disc degeneration
Liu Jianjun]’2 , Yu Shuishengl‘2 , Jing Juehua'?, Tian Dashengl‘2
( 'Dept of Orthopaedics, *Institute of Orthopaedics, The Second Affiliated Hospital
of Anhui Medical University, Hefet 230601)

Abstract Ferroptosis is a novel form of cell death characterized by the iron-dependent accumulation of lipid hy-
droperoxides. Since it was first proposed in 2012, Ferroptosis has gradually attracted attention and developed rapid—
ly. Ferroptosis plays an important role in cardiovascular diseases, malignant tumors and neurological diseases, and
has become a research hotspot in the field of life science and medicine. Ferroptosis is closely related to iron over—
load. Iron overload and the accumulation of lipid peroxidation jointly contributes to the disruption of intervertebral
disc homeostasis, leading to intervertebral disc degeneration. However, the specific mechanisms of ferroptosis in
regulating intervertebral disc degeneration is not yet clear. This review discusses the relationship between ferroptosis
and intervertebral disc degeneration, their molecular regulatory mechanisms, and their potential clinical applica—
tions, aiming to provide new therapeutic targets for intervertebral disc degeneration.

Key words intervertebral disc degeneration; ferroptosis; lipid peroxidation; iron overload; iron metabolism; ami—
no acid metabolism
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