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HAJEHIR Erastin 35 S8R AR ERAET -R PRy T B AL

S, E

HE Br WITHARESEL(TAR) X Erastin i 519 €28/
2 BE MBI T-RMER . 3% A Erastin 55 C28/12 3Kk
BN R AR PR SN KB AN M4k FE T A A SEEG 4304 Control
ZH FErastin 40 .TAR 40 .TAR + FErastin 41, CCK-8 =4l 4
ML 75 FLRR I ZUA ( LDH ) 1230 £ A1 Calcein/PL 41 7 4 5
29 6 B A D) A O 4 L B D A A S i
PR (ROS) F 5 25 e H K ( GSH) 257 & 46 0 41 il 9 GSH
Fra;JC-1 Ye o M RH123 %@*ﬁ{ﬂ'ﬂéﬁﬁ%ﬂﬁ%fz, Western
blot A MIRFE T JCHEFE AR Ik S50 B A & B S B 0 A
B 4(ACSLA) A B H ko AL Y Bl 4 (GPX4) 3 [ Rk 48
fb, B8R TAR T LIRS Erastin A0S EAY C28/12 HeE-4i
T4 3% 7 [ ARG DL R 06k 20 Erastin 375 S (0 40 M 35 1 (P <
0.01) ;5 Control £H FL#¢ , Erastin Zb 35 20 g 4 ig Bt ROS 7K
IR (P <0.01) ,GSH & BRI (P <0.01) , i TAR 7] LA
WP BE BT ROS 724 (P <0.01) , i1 GSH & (P <0.01) ;
TAR W] LIYRERIET 10 C28/12 %58 4 o 42 b 4 S v 57, Vi
/b ACSIA B FAHIZRIE (P <0.01) 340 GPX4 & FAMIEIE (P
<0.01) ;MM TAR ] DIKEE T1-1B 30T 3000 0B 4N e ik
JIREAR, 518 TAR FTLUH] Erastin 35909 C28/12 CE 4
MIERFET X — i FE V] 8 5 IR 45 ACSLA \GPX4 HEHRBH
Ko

KBRS B B AR R T R R
FESES R 966
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H TR (osteoarthritis , OA ) & — g MEIB 1M
TR U5 SR B B DG 2R AR e
RIS TR i — A AR A 5 OA 1Y AR
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FGWH LB 8RB S (45 : 2208085 MH215 ) 5 L B4
[ 25 R BRI I B (451 2020cc2d05 ) 5 % B T 05,
WFFE 59 &R0 H (45 :202204295107020035 )

PR B R E R R 22525 BE , &I 230032
SRR A M I R BE 25 W I R R B 5 b,

IE 230601
SLEE TR — M8 B B 25 Pl R B B 5 v o0 i
B 232007
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W ORI BT e RS W) AR e

BRI & B VA OC, BRAET 2 — Rl kAR, LA
B Al LA 4 4 Ay S R 0 R
AIMAET K2 ATAR SR AT Y R B Al
JBRFET- A2 OA R, PRI, 9 il 4 B 400 4k 3B
TR REAE OA Bl A 1Y — FloBT (0 SR W i 2 0 £ B
(taraxasterol , TAR ) J&—F DT A B v 43 55 M 110 LA
=AY, AR PR PO S 2 R 2
FRVER ., TAR 70 40O 14 7 X il g 2 9575
() RAW246. 7 /INBUHLAZ B0 41 i o 2 5 IR 1) 7=
Az1O0  TAR AT I i i 4 0 JEAR 40 MY Keapl/Nrf2
{5530 B LT R BE T, DI XS 85 i 25 2 R B
75 509 % SR QT 20 M AR Ak B 005 e B AR AR
WF5Et % & B, TAR AT #4140/ 25 -1 B (interleu-
kin 18, IL-18) 5 5 1% A 1 40 i v 3 I 4 R 2 1
fiti-13 A G EE-2 19774 I 0A KESCTTEK
BB AR PR TAR X OA B —& W
PRUER . {2 TAR 2 75 30 2 30 41 4 4 i 2k At 1=
K RFEXT OA ORI VER, AR DLRaE . BRI UL, i F
ARSI T 5 7] Erastin 857 A JFE % 405 40 M
(C28/12) BRAET-BEAY 4557 TAR XK A kst T
(RS S HILARL, DT R I PR B ¥ OA B2 4158 A 312
A

1 HR5HEE

1.1 &8

1.1.1 @miask ANEFERFAER(C28/12) WA
ATCC ZH )%

1.1.2 KA TAR (AR TR 2E R B AT PR

A, 5% %5 1059-149, 4 if = 98% ) ; Erastin ( 3£ &
Selleck 2\ ], $845-.S724) ; DMEM 3535 56 G 4F 1L 3%
( Bk R R A YRR IR A |, 585 C3113-
0500 2251344 ) ; [ i . RIAP ZL# ¥ . JC-1 X7 & .
Calcein/Pl &7 & . CCK-8 i & . 2 Bt H K ( gluta-
thione , GSH ) i# & . Rhodamine 123 ( i = K4
YA AR AL, B85, 0201, POOI3B, C2003S,
C2015S,C0038 .S0052 . C2007 ) ; 3L 1% i & [ ( lactate
dehydrogenase, LDH ) i 7] & ( % 1+ Hoffmann La-
Roche 23 7, 575 : 04744934001 ) ; BODIPY 581/591
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C11 HEAER (3£ F Invitrogen 23 F), 575 : D3861 ) ;
/NERBT B-actin B 58 BEHTAR HR BEAR 10 1L F 40 A
IG (H+L) BARE R IC LS/ 1gG (H+ L)
(AU PR S A ARA RA T, 575 . TA09  ZB-
2301 ,ZB-2305 ) ; B UTME LA A 5 A I B XK
B 53 4 (recombinant acyl coenzyme A synthetase long
chain family, member 4, ACSL4 ) . 5¢ B HT {4 ( £ [
Santa Cruz A #], 55 :SC-365230) ; Rbi A e H ik
FEALYI B 4 (glutathione peroxidase 4, GPX4) PATI R
Pidk (P2 E Abcam A F], $75 . ab125066 ) ; ECL &%
WL ERHEPARA R, 525 . KF8003)

1.1.3 &&548E Mg TES (M
HFA iR AR A E] S eMMy SW-CJ-2D) ; CO, 1%
FeAt AL AR (36 FE BRI KB IR
A, %145 . 371 CytoFLEX, A00-1-1102 ,800TS) ; H ¥k
A A2 KU A (B R B T A PR A W], Al
5 :EPS600 . FINEDOXG6 ) ; fifit 29 .0 L ( 1 [ SEA &
ey 2 H) B 541TR ) 5 BB AR UK AR (77 8 5 2R
A BRAE] RS . DW-88L626)

1.2 Fik

1.2.1 fZafasdiib oma C28/12 4 &4
10% A 175 R 1% 75 - 5 B 3 00 Y o Bl 57
B T8 5% CO, 37 CHEE R, 2 d Bk 1 K
FEHe, ALk B 70% ~ 80% L& B, K
0. 25% JRBHE AL G F TR 26525 . ) T HFFT Erastin
XoF R 20 LTS ) B9S2 R 4R 23S Control 4 AT
Erastin 20 (0.25.0.5.1.2.4.6 .8 pmol/L) ; & T Bf
5% TAR X HRCE 4 LTS 07 0520 B 48 L 5324 Control
ZHAT TAR #H (2.5.5.10,15,20,30,40,60. 80
pg/ml) ; 4 THFSFE TAR X Erastin 551 €28/12 %k
BYNMEIET-AOVE T, B 408 5> M Control 20 Eras-
tin 20 (2 pmol/L) Fl Erastin + TAR £H (2 wmol/L
Erastin + 2.5,5,10,15,20,30,40,60, 80 pg/ml
TAR) , i€ TAR 5B 45 25K i, Jo 206 40 M 3
Control 2 | Erastin 21 (2 pmol/L) ,TAR 4 (15 pg/
ml) \TAR + Erastin £ (2 pwmol/L Erastin + 15 pg/ml
TAR) ; N T i — W RAER AT TAR X 4K B 4
MIZRFE T BIAE T, K 40 M 734 Control 41 | IL-1B 40
(20 ng/ml) IL-1B + Erastin 241 (20 ng/ml IL-18 +2
pmol/L Erastin) \IL-1B + TAR #H (20 ng/ml IL-18 +
15 pwg/ml TAR) \IL-1B + Erastin + TAR 41 (20 ng/ml
IL-1B +2 pmol/L Erastin + 15 pwg/ml TAR) ,

1.2.2 CCK-8 Hivmlzmpei® s ZE 96 fLik
R, i BR AL 53 ZH I A AH R 259 2 BN i 24 h

J& , BALINA CCK-8 ¥ 10 wl, 78 37 CHEFRAHAkEL
WECIEE 1 h, HEFRACR 450 nm ARG it
A 1A
1.2.3 LDH k4 m e  HE = 24 fLik
rhit 7%, #% 18 Control 4 Erastin 20 .TAR 411 TAR +
Erastin 241G AL FRAAM 24 h, SRJ5HF 50 pl b
T3] 96 fLAH, A 5% Triton X-100 &
30 min, ZRJEHF 50 wl LV AR EEFEE] 96 FLAR
FRAE LDH 3570 & A R AR I35, il s SRS
M 492 nm 1620 nm AL WG,
1.2.4 Calcein/Pl X 7 &4 | 20 foL & 1 5 4a o7
M T2 12 fLAPad &, F I8 Control 4 Eras-
tin 24 . TAR ZH F1 TAR + Erastin ZH 43 2H 175 {0 Ab 32 40
i 24 h, PBS WEEANAL 1 YK, JH Calcein/PI Kl T
VR A M R AT Y (0,37 CIEH 30 min, RJ5 1
PBS Pk 2 W, 90 B B WA ISR A
1.2.5 AKX 2w e A A& Bg Ji 7% M A (reactive oxy-
gen species, ROS )42  4ifflfli = 6 fLik a7k,
¥ BR Control 41  Erastin 41, TAR 411 TAR + Erastin
LML DL AL BRANMI 24 h, PBS VESANML 1 Y, N
A 2 wmol/L BODIPY 581/591C11 %¢EAREE 37 °C
TIEE 30 min, WO A0 O O S A R A AT 4y
Mro %t H Flow Jo BfAb3E
1.2.6 GSH & A &#n GSH 4% s = 6 fL
Merhad 7%, #% 18 Control 41 Erastin 20 - TAR 2071 TAR
+ Erastin ZH/ 205 0 AL BEAN AL 24 h, PBS bR
1R, F B T Ak B M SR 20 B, 57 T VRO A 41 i
DUVE 3 M M8 R PRIH S ., SR )E A
FI37 C AKX FE AT 2 IR B R, 4 °C |
12 000 r/min .0 10 min, B E B T & GSH &
E 412 nm AT EEIROGRE o A I35 e i e 1k
R & UL AT
1.2.7 JC-1 &A= RHI23 $ &40 LB R & 15
MMEEE 12 LA P a3, #% IR Control 4H | Erastin
2 TAR ZHH1 TAR + Erastin 41420 175 (0 &b 3 41 fifg
24 h, PBS BELAIML 1 YK, RH123 Jeklag JC-1 4y
BT AR HE T T b AR e 2,37 °C 1EE 30 min, 2R
J& H PBS Pk 2 K, 50t B AU A - 315 B
1.2.8 Western blot #m| & & & A K-F  HiMEEZE
6 FLA P 7%, # B Control 240 . Erastin 41 . TAR 200
TAR + Erastin 2170 2018 SUAL BRAR AL 24 h, PBS ¥
VRANB 1 WK, A RIPA 24 f W AE VK 1 24, in 5 x
SDS _FAEZE MR, 100 °CZEHE 10 min, &AL 10%
SDS-PAGE #E i L ik , % & PVDF B I+, 5% Wi fg 2F
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Wk 2 h, 5% 5% —$L (ACSIA 1 : 500, GPX4
1:1000)4 CHFF LR, (1 :5000)8F 1 h,
A ECL W9 6, 12 K6 G e 5
ffiH Tmage] 34 257 #- AT AL 5347

1.3 Zit=4E R Graph Pad Prism 8.0 {4
AT B DL« + s 267, 4RI 25 55 % FH B
HE T 2001, P<0.05 HEFALH =X,

2 R

2.1 C8/RRBHEMBKETHEEME MU
75 Erastin F4HE A IE 5 4CH 40 (C28/12 4 i)
BRIET- AR AL . CCK-8 45 % 7% (& 1) , Eras-
tin DA B MO PE 7 XA 40 B 3% 1 (F = 69. 85, P
<0.01), NPEUEA 986 1 (0 40 i k17 J5 25 5K
55, B 2 pwmol/L ¥k FE Y Erastin 7E 415 T C28/12
BCE AR IE T 1 55

B 1 ARERE Erastin X C28/12 %S 40 B 20 A& 11 O 8200
5 Control A" * P <0.01

2.2 TAR X7 Erastin 55 #) C28/12 & 40 i 20 i

EABFN  HN AR BE Y TAR AbHE C28/12 4 Y
24 h, @3t CCK-8 R MG I, KB 0 ~ 15 pg/ml
(1) TAR XF 405 1 JL-F-Jesemm (8 2A) . 1 Erastin
FUATA] e BE B9 TAR AL P C28/12 4 A 24 h, 38 i
CCK-8 R 21 i 1% 7 , 455 W7 Erastin ZH 40 M9 756 )
A B AR, T AS [) 3R B2 1) TAR RE W8 AN [R] 72 3 ik &2
Erastin 21 C28/12 Z4HEHG J1 YRR (P <0.05) ,
HIAE N 15 pg/ml 1 TAR ISR - (1 2B)
PRI FSZge 45 8 H 15 wg/ml TAR $E47 )5 255
5o

2.3 TAR Xf Erastin 558 C28/12 3 & 40 a 40 B
HHEMREMmM  LDH 45 £ W/R (K 3A), 5 Control 4
L3, Erastin A0 P25 2O I FE 38N (P <0.01)
M TAR 7] DA FEAK Erastin S ECAI 4 ML FE M (P <
0.01), IAl, Calcein/Pl 42 4 25 g /% (& 3B),
Erastin A0 B 5 8 40 MO ZE T B W38 m, TAR W] LABA
IH/D Erastin 75 5 I ECE 4 BIAET

2.4 TAR ¥ Erastin 558 C28/12 3B 40L& HL
RRERAIRIRINT SR AR f O BRI T R A
bR 2 —, ABF5EE T RH123 4o (& 4A) Al
JC-1 Jeta (1] 4B) R il b AR BB LA, 285 2R R,
5 Control 41 35, Erastin 4035 40 Jit0 28 k7 44 5 B A7
B T R, T TAR AT AR &2 2ok 4 B i 67, $2 7
TAR A DAk /i i MR BT

2.5 TAR Xf Erastin iS58 C28/12 3B 4 BE /R
ROS =41 GSH 20 &M 4R Bon (B
5A B), 5 Control 41 L%, Erastin 203 J5 4 fifL N g
5 ROS /K V-8 .7+ (P <0.01) , 1 TAR ZbBH AT L)
A I A AP 4 L A S B ROS 7K°F (P <0.01), GSH
ZERER(E5C), 5 Control 4H 5, Erastin AL B
B FERANIEN GSH &5 (P <0.01) ,1fi TAR AbHi 5

B2 TAR %t Erastin iS5 C28/12 ¥ B 4 B 40 i 1 9 521
A CCK-8 MM TAR A4 25 245 4b BE A 0B TG /15 B CCK-8 LA TAR M1 Erastin Bt A 45 25 40 BRAY A0 ARG 773 5 Control 41HLEZ . * P <

0.05,** P <0.01 ;5 Erastin 41 L4 . * P <0. 05, P <0. 01
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B3 TAR %t Erastin 558 C28/12 2B MM H R 20T x 200
A:LDH #4570 TAR F1 Erastin 25 2540 309 4 i1 23 ; B : Caleein/PL e (A kil TAR 1 Erastin 25 24 20 35 ) 241 il 58 7% F1 31 5 a: Control 2H ;b
Erastin 4 ;¢: TAR #H;d: TAR + Erastin 41 ;5 Control ZH L% * * P <0.01 ;5 Erastin 1 IL%: . ¥ P <0. 01

B 4 TAR ¥ Erastin 5 S8 C28/12 2B MMM L& H KRB LIHIRNT x 200
A:TAR F Erastin 2525 b B9 40 B 40 H0 RH123 444 ; B. TAR il Erastin 25 25 20 B A9 4B 40 MY JC-1 Y455 a; Control 41 ;b Erastin 2 ;c: TAR

2H;d. TAR + Erastin 2

Al DA B C28/12 R 4N i GSH &5 (P <
0.01) . Z554E/R, TAR AT LUH0 i #E 40 M BRsE T,
YIRS A M A A3 ST A

2.6 TAR X{ Erastin 558 C28/12 BB KL
THXEBEARIEAZIM  Western blot LA ELIE

Tohradi & 1 ACSIA 1 GPX4 IR IAKFE, 453 W
7N, Erastin A0 B 5 ACSIA BYR KB M (P <0.05),
GPX4 HYZRIKFEMR (P <0.05) , TAR AbFJE a] LLRFER
ACSLA MFE(P <0.01) , 381 GPX4 335 (P <
0.01), WKe6,
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Bl 5 TAR %t Erastin i§ S C28/12 2B

ZRAEfE R ROS F=4#1 GSH &2/ &N

A A MR E 553 B7 3 B TAR 1 Erastin 45 25 40 38 ) 45 2H 400 ROS BH P28 0 A6 5 C - GSH 7] & 4G TAR 1 Erastin 45 24 40 35 /) 240 it

GSH 1% ;a: Control 41 ;b Erastin £ ;¢: TAR ZH ;d: TAR + Erastin 2 ;55 Control 2 H03; *

* P <0.01;5 Erastin 41 1% . ™ P <0. 01

B 6 Western blot i%#ill TAR 3% Erastin i5 S/ C28/2 X BT EHRIEZHZIE
a:Control ZH ;b : Erastin 21 ;¢: TAR 4 ;d: TAR + Erastin 2 ;5 Control ZH L% * P <0. 05 ;5 Erastin 41 %% . ™ P <0. 01

2.7 TAR X IL-18 F5H) OA HEMRIFIER
CCK-8 Z5 3 57R |, 5 Control £ He%E, 1L-1B 2H 40 7%
JBEFEAR(P <0.001) , 1M TAR Ab B AT 2Ly /b 1L-
1B S AYLHMIE SR (P <0.01) , Ak, TAR i
A MR RAEARZS T Erastin i75 5 A0 80CE 40 i35 11
FEAR(P <0.01) . WK 7, DL 45 R W] TAR X
OA B AR AET A — E R VER

HIARAT PRGN, H AT

W JCH BUIRIT ik . AR E Y A R 4
MUERFIET -5 OA By A AE %5 UIAH OC , 41103 5B 44 i 42k
FET AT AR B A0 3R, PR LR 54k OA
BB AR AR IE T 1) e A= AL A R A i B 2 i gk oE
T-HIZEY B R H B, TAR E—F L =mE 24
Y, BABUR DA 5 L R 2 AR, A5 2 F
ﬁﬁqﬂﬁfﬁiﬁﬁ AR 2Z WA SCHRHiRIE TAR XK
BV G R IOMET (B TAR 76 OA B /E AL
WARNTEAE, D, AR AR RS T 2 A 5T T TAR
XF C28/12 #E A AIER
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E7 TAR %t IL-1B BX& Erastin %S890 5 404 B & H 92200

CCK-8 A1 IL-18 ., TAR Fl Erastin 25 25 40 38 () 40 0 3% /75 a:
Control #H ;b:IL-1B #H ;¢ IL-1B + Erastin #H ;d: IL-1B + TAR #;e: IL-
1B + Erastin + TAR #41; 5 Control 4 L% ** P <0.01,*** P <
0.001; 5 IL-1B £H L% . ™ P <0. 01; 55 IL-1B + Erastin 41 L8 . 4¢P <
0.01

AT H Erastin #4 2 T R SNKCE 40 g 2R 0T
BRY | J IAE— VR FE VS Bl ) TAR Ab¥ 5 vl DL
PR Erastin 2000 MG S F#AK , 98D Erastin 5%
FEAE R I EE P O H Al B TAR X 4R 40 M
FILF TN, 3% W] TAR X 40CH 40 se - —
SEMPRFYERT . SR AR i (7 R AR AR T 1 AR s
Z— AWF5E W 7R Erastin 175 5 5 48B4 B8 L A7 R
R, T TAR AbFRS v MR B B, #RAET I & 2E
WA TR ROS MR, AR WF 5T 45 R B/, TAR 4b
PG AT LAVS /D IR B ROS A 724, W TAR AT LY
I ARIET . GPX4 BA TR R SE T (Y
F R, GPX4 LL GSH ik JF 7 vl LKA B 19 g i
S AL AL R O I R T 4R A i P A Ak
W rfa st o AWFFELEE BN , Erastin AR5 4 i
P GSH S [# I, GPX4 & 1235 T, ifi TAR 4b
IS, GSH & & TF i, GPX4 A %35 i, R
TAR AT DAV BB AR BB T, & N i g s i
KAEBE R IR BT AL TR IE T h i 5 AR,
X — 1 PR R A S SR B, A S ACSIA FIIE 4
B, ACSLA J&AE = AN Fg 5 R Wi g T A0 75 19
T 1 S8 A5 TR AN TR R IR 7 7 W i S Ak A AR 7 1) ek
SARTAEY, BIIR Fad Sk . il ACSL4
% 3k AT LAk 20 4 M gk pE T, AT 4R BoR
TAR W LI /D Erastin 175 5774 19 ACSIA KK
Hahn, X #E78 TAR A LUA ] 3k s BRE T, A X
kLR E & O 5F SLCTAL1/GPX4/ACSLA

T P AR BT T, X O M B R BRI AR
. o4 B B il it GPX4/ACSIA {5 5 18 B 310
HT22 AERFET S UE 2 oA A7 Fniz s ) g
PR AN ASEFSESE B B R Erastin 20 ACSIA4 25 [
ik L, GPX4 IR E T, i TAR 435,
ACSIA FIFIA TR, GPX4 Fik L, B ULHEN  TAR
A e T G ACSIA/GPX4 sk 3 ] Erastin 75 5
MBS R AE T, AN, AWFSEH IL-18 15 33K
B MO AR SR OA BERL £5 5 R TAR 7 LUK &
1L-183 H3 S B0y 508 R IS 7 FEAIK, #278 TAR X
OA HA —E MR ER ., BLAMRDFRAE IL-18 1Y
FLAith - Erastin ZAbBEALHL OA BCH A 2RS0T, 45
R TAR AT AR & 9IRS T i gser, Dh b
Z5HLR I TAR X OA B A ik sE T HA (R 1k
Mo

ZE LR, AR ST UE R TAR 7T LA Erastin
VR MR FE T, FE X AR A i HA R 1
FHL,3X R OA BIRYTHE0E TR SR mg . Jo ek b 4
WF5E TAR 0 4B 4 M 2k 26 12 i AR L] LA B A4
R OA FBEAL ZE/K B IE TAR 1 #CB R P 1E
Mo
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The protective effect and mechanism of Taraxasterol

on Erastin induced ferroptosis in chondrocytes
Zhou Fuli'* , Wang Hao'**,Zhu Rendi'*,Zhao Yingjie'”*, Yang Yaru'?,Zhou Renpeng'” ,Hu Wei'* ,Lu Chao'"
('School of Pharmacy ,Anhui Medical University , Hefei 230032 ;>Dept of Clinical Pharmacology,
The Second Affiliated Hospital of Anhui Medical University ,Hefei 230601 ;°Dept of Clinical Pharmacology ,
The First Affiliated Hospital ,Anhui University of Science & Technology ,Huainan 232007 )

Abstract Objective To investigate the role of Taraxasterol ( TAR) on ferroptosis in chondrocytes induced by
Erastin. Methods The C28/12 chondrocyte line was treated with Erastin to construct the ferroptosis model of chon-
drocytes in vitro and the experiments were divided into Control, Erastin, TAR ,and TAR + Erastin groups. Cell via-
bility was detected by the CCK-8 assay. Cytotoxicity was detected by the lactate dehydrogenase (LDH) kit and the
Calcein/PI cytokinesis kit. Flow cytometry was used to detect lipid reactive oxygen species (ROS). The intracellular
glutathione ( GSH) content was detected by GSH kit. Mitochondrial membrane potential was detected by JC-1 stai-
ning and RH123 staining. ACSI4 and GPX4 protein expression and the key indicators of ferroptosis were detected
by Western blot. Results TAR restored the decreased cell viability of C28/12 chondrocytes induced by Erastin
treatment as well as reduced Erastin-induced cytotoxicity (P <0. 01 ). Compared with the control group,the level of
intracellular lipid ROS increased (P < 0.01) and the content of GSH decreased ( P < 0.01) after treatment with
Erastin, while TAR could reduce the production of lipid ROS (P <0.01) and increase the content of GSH (P <
0.01). TAR restored mitochondrial membrane potential in C28/12 chondrocytes ferroptosis, decreased ACSI4 pro-
tein expression (P <0.01) and increased GPX4 protein expression (P <0.01). In addition, TAR restored the re-
duced cell viability caused by IL-1B treatment. Conclusion TAR can inhibit Erastin induced ferroptosis in C28/12
chondrocytes ,which may be related to the regulation of ACSI4 and GPX4 protein expression.
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