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[#EE]  BRILTS (Ferroptosis ) A& — F R AR 59557 B0 240 g 2 3 M A 1= 05 =X, FURRAE J2: 3 M 4 (reactive oxygen
species, ROS) MG T AL AT BB, PIET e S VAT IRi/E FH AR 3T MO AR £ | 1T S 2 A L R WA S &R
Gt b BB — PR, AR SCHIR BRI T 5 0 58 A0 i G R AT 5 00 i, 1 20 ) IH R B0 T A 0 A A e H R R Ak W i 4
(glutathione peroxidase 4, Gpx4 ) 7F 45 Fh G J8 4 b 7 R o8 S 07 Hh AO FH, JELR  4 AM e A B T R B B B 3%
A 5243 F A58 ( damage associated molecular patterns, DAMPs) 282 F1 43T, iX $543F 58 52 10 S 28 40 i 1 43k 5
TRE , E TSP Y 2 A TN, [RIE , G 40 43 Wb o i R SO A L RE S i AN B T R A . R,
FATRT AR FTHEAT T T 200 25 TR SOR A B T8 S50 8 YT 7 1A .
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[ Abstract] Ferroptosis is novel iron-dependent programmed cell death characterized by excessive accumulation of
reactive oxygen species and lipid peroxidation. In recent years, an increasing number of studies have focused on the roles of
immunomodulation in ferroptosis. Immune cells are the most important part of the immune system. This review discusses
the current research progress on the relationship between ferroptosis and immune cells. The role of glutathione peroxidase 4
(Gpx4) in immune cell proliferation and the immune response is summarized. Ferroptosis releases various molecules
including damage-associated molecular patterns, which influences the differentiation and function of immune cells and
thereby affects disease progression. Moreover, immune factors or their metabolites secreted by immune cells affect the
occurrence of ferroptosis. This review concludes with a brief summary and outlook for future research, which may be helpful
to guide the direction of disease treatment.
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JETE Fe™ sl lRA A B AE T T, AL A B A 1 3%
IR i 5 R , & A M Bt 484k, DA 375 5 20
i1 o S 1 7 NN A N (U1 [
( polyunsaturated fatty acid, PUFA) FARIGF A1 AL L
FAtEM R G I T i E R R, W & —
IR IR, s R R SRR E R %
P& (transferrin receptor, TFRC) ¥l 2K K % 40 Y,
51 1(solute carrier family 40 member 1, SLC40A1) X
Y ek 4% 32 5 1 (ferroportin, FPN) | DA S A7l R AE
FHEYERER 1 (ferritin ) &5 | 52 W0 22 AN 4000 i 1 12 A 4
HE AL W B M A R 1L (acetyl CoA
carboxylase, ACC) IKEEFRIESHEG A A B 4 (acyl-
CoA synthetase long chain family member 4, ACSL4) |
WO WE M mE OAH R Mt A B OB M 3
(lysophosphatidylcholine acyltransferase 3, LPCAT3)
FIPES A 1 (lipoxygenases, LOX) &%, DA BT 4A L &
Gt B E A A e K S SE AL P 4 (glutathione
peroxidase 4, Gpx4) , 0] DL EAREBEAE o S AL b )i
NIRRT

FEIRA b AT 2 5 3040 M SR AR L 1 7 2
PEARL A /N | R 3 g U el (E R A M A% 5
B BRIETS 5 ANZBR BB, e TS S
AR GRATHEBENG | Bl il M E TR R . AR
W) S R SE TR S5 40 v A BIF 5T 0 TR, 2 40 AT
(SR AN R A O N VR S A2
Gpxd XG5 4 M i 1 FH LA B B 98 40 if 5 R A T 1
MEAEHIEITISIE , 8 7m BRIE T 5 S AN DG 2R

1 Gpx4 X 2B HMEAN1ER

1.1 Gpx4 Xt T HAERI1ER

BRFET AN Gpxd X 4ERF At S RS B A
AR, T f# Gpxd 75 59 40 M rh i/ HI e B 47
HA P G S8 A i & AR R AE T B AR I 25 Il 240 i
FEORIE T 88, B R A 2 R8T 40 i (A dE
EAE T 20 BRI EL A T AR ) 43 Ab A 5 2R I AH 48
JL, TR 1) B 2R 4% 22 D I A L, 45 3R D 4 24 i
TEAFSEAF R T 32— 20 & A i s 8 14
YA, IR VA T 20 2 0 R P A M R, A R
HSE R T AR R B LA BEJS T 20 i e Rk 1 ok
B2 WU RN 5 531K . Matsushita % #8595 Gpxd
X T 4 A1 JE 3 B 1) 57 ], S8 S 9k L 92 BIK 5 1 5
JINERURE Y B B A RO Gpxd Rt A T 40 i ik 4k 59
AN AL B A RO A0 B RS AR S T 40 M O

BE, T Gpx4 SLFEF CD4™ Fl CDS T e §65 J5 7
d G R I L JTERIE T, R Gpxd X CD4" Fl
CD8"T 4w 34 58 A7 1% i I FEAE T, AN JA T 40 i S
SR OB T W R A A T 4 AN SN T 40 i
HIREEEC 3T T AN E RS 4R T 40 i 7E
RS T AT 2 [ T MHC/ BRIR B2 Bt — > 1R
T1ES, DA S —Se 20 i 3G 2 7, 78 F e Stk
AR E A O Y S T X R E S AE F T RE AR 1S
B &, Rl MHC/ BRI AL T — M85 5 S
{55, FE S E0T 20 1 4 B 50 4 g 7 A
LA ROS YE R T A Z A& (T cell receptor, TCR) 17
S R R SR A 0 X A A A5 ) i A 7 A IR
WEET AW IR, 75 R [F 58 B 59 BT CD3/
CD28 il T 453219 CD4A™T 40, i% B ROS Fi4H
L ROS FY 7K P B %% A OG 1Y, I FLAS [R] R A 1
TCR FNIEH A5 5 2 18] BT 75 5 04 i o aod S8 A Ak
FET-I IR M A 22 1Y . IR, Gpxd4 7E T 41 il
TCR [ 1 o 28 56 fE 2, HonT {47 T i A e 32 Bk 3E
T, HHBLZ Gpx4 i CD8'T Hl CD4™T 4H 422 9%
BEO A A UYL S Y R RE R A, T4 DT T Bk
BT,

A, B Gpxd RNEMCAZ R A CD4”
M CD8™T AN AR S ARG T AR | X B
VEERACN A0 A2 A0 A 6] B ARG 2h A 5%, 2%
7 4 AE RE R L DA SR b Iy =X, imd a2 4
JAR S A A B R 1 , 5 4550 I 40 B AH L, 1212 40 ff L
AR AL FIRFIRE 7, 7 A 5/ 1 Ak
Pyt o Ak , Wang %[10] Y W 4E 0120 CD4' T
AN i AL R I IR Y, KRB R LAY 2
( mammalian target of rapamycin complex 2,
mTORC2) [ 22 212/ 93 2 BRI 52 & W 5 0 25
RS PEICIZ CDATT 40 A 0 4 15 28 G T 22, MLk
I+ mTORC2-AKT-GSK3B Hli T GE AR ki A i |
FEARHSEBH 2 130 38 A TR BOIRAS | de R R IR IE
() ROS 7K, [R] B i A vl DA _E A% R F B2 A0 56
“F 2 (nuclear factor erythroid2-related factor 2, Nrf2)
23k, Nef2 7] LB 3 Gpxd mFesst

Gpx4 SRRHEIAFZNIE 57 M T 48 (regulatory T
cells, Tregs) JHE5E , "] REH Tregs H B BT A4 2
FI=1 0 7= A5 3, 38 58 xk 4801 137 38 10 T 32 1k A7
el RIARTE T 40 W B4 77X Gpxd FR AN
], Tregs J&—JFE MR B B Gsie KW M T 4i
JHIEBE , Tregs 42 CD4*CD25" Foxp3 ™ By T 2 i, BEAE
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HA RS2 M AR 1 0% B g8 13 B b A A7 9F HL
Tregs 75 MR8 PN 40 M A4 Lb 491 5 s 4 1 5 45 i o AR
B RIS PR A AR A 5, X Tregs 1) Gpx4 ¥
SEVERER , BUE T Tregs MR DI AGAEIG , 38 T 41 g
FifrgaE v BRI, 1 iR T 0 R e R, o Y
Gpx4 4E5F T I8N Tregs MY AAF AN G 22 0 il D RE | LA
PR iR G bk g AR B PE T 40 (follicular
helper T cell, Tth) 254 & F0IE BRI B 40 i 43
1k, Th e & b5 B i AR BAE FH A2 % 252
F| TCR ,CD28 1 PD-1 {55, 51 Th r 41 Hd M5
ROS F &, I fd Tth A9 2k 56 T SO M3 hin, & B
Gpxd 2380 Tth ZRFET-FILE & o0 N 22 )

ZEFRTR, T AR TCR VS5 T 40 i 4
B G E SN A5 A% Pl A= BRI BE , ROS 55 TCR 2 W %%
YIAH G, ROS XF T 2 ff i A= BTl fig A o B 2 A
HH, T Gpx4 X T 40l 2 1) ROS 5 & 1Y & Ak W 3%
BB FEERTER, Gpxd B T 425 1%
BRIETS, T 4HME A BG A T 40 B SR S 8 S v | Tth
S5 R T Gpx R R BRSBTS, T
Treg 5 012 T ANM A E AR TR G T 400 5%
X Gpxd BT SRASSE AT D), AR T 48 A 0
FEXT Gpxd AR —FF, T RE R BE L8 T 20 At T Bf
F B AR IHE shoR TR P AR AL A %
1.2 Gpx4 3 B HRERI1ERA

B 4l e B kR, A2 B 2 bR
ARAAIY , Fifi 5 2 T B B AR, 200 T 3L 9 1B
YA AT 2B 40 M 5L Ak B0 3k N9 IE SRbk e A o v
2B AR/ P AL AR M B A0 U2 X B 4
JitL, B 4nfd A KRR B R U8 B AR
AR T AR G, T B1 AL 2% X B 40 it X6 1fi 5
PP IR I B AR R, P A 7 AR = T 48 i A 4K
P Muri 25U RSN R A Y B 41 AE Gpxd
B B A A O, I B A0 AE Tth fOF5 B R F
FiAE s OB 7 A v SR A T P B, BE 9 B
rEE= Gpxd UL T, K F Fas g Ak
O SN AT AR SR ] P e A 52 B2 T Gpxd 7€ B
X B AU & B RS e RE DL Ext il 4¢ % Bk
BRI AOPLA I g H AN AT /D, AT RE A B1 AN
% IX B MR IENL B 40A B A W AT e,
Bl ALk X B 40 K 2 W AL s 1 LA 4 4R i 2y
RE, Miid Z AR T RTE Gpx4 SR T 25 5 2 id 4
1k, B2 5 kA st
1.3 Gpx4 X ERHEEI1ER

ZH BT BRI 240 T LK B B R ) B 2

oAk A mT DAFE R G & 7 4o B8 AR B, Piattini
VTN /N BB 2R S R AN M A A Gpxd HEAT REBR
JINERPAR PN ) 2H 2 0 B8 1 s 4 o Al R I
HRE(ATHOA N 2 MO R 1Y & SR MR B A% 5%
M, XFERJE Gpxd (1 E WA Il #4715 5 IL-4 55
M2 7 A0 B 7% A ™ E R ) 20 A AR A
fip I D TRRFET, T M1 B S AR TP HI A,
EATRES AERE 40 M 1 2 A7 FN U W) PR D RE IR
ZM/ IFNy JIECAS AT LA MO B0 AL M1, e
AL LILE Gpxd4 Spe 0 B w0 I 75 5 8 — S AL A
&M (inducible nitric oxide synthase, iNOS) B3k,
iINOS BT 55 NO FkHg i, NO W3 41 i #IK Bt
BRAET HE

25 I, Gpxd Xt G y5 24 (%) 338 B R 4 28 240 it 1) 2
REA A B R 1 AT, (7 i 2 6 g3 40 i ST 75 0]
B LM Gpxd LRI, X AT e 5 AT AR AR
S S AT AL A O 5 A SR 1 P T 40 i
(1) Gpx4 Rl , *MREIG 58 Tth £735 T REHE &
TRERE ST, R Gpx4 7E 5 9% 21 il v 7] 58 W] A Sy
UCTORGEIE LY =48

2 ERIETENnEE A Th e

2.1 SRIETEEMR X S FE NS00 5% 5% 4 A
Ihe

BRIET AT REAE N Sy e 4 i AL T — Rl X
o S 20 M ST T2 ol RO RS, AT LA A
XFFET AN BT 3 1 B 928, AN A ZE T AR OC
T I AE IO s SN | [ ) 4 38 TP 40 i 26 T P
TR AN [F] AR FE T A 473 40 O 73745 50 ( damage
associated molecular patterns, DAMPs) B, 3 24
i 2 B AE 4 i 22 1T 9 85 M 25 1 ( calreticulin, CRT) |
i 95 20 10 1) S0 553 W0 Y v 3L A% AR K 1 (Chigh
mobility group protein 1, HMGB1) . 4 Hg B8 il %) Jig 122
WAZ AT —WEMR ( adenosine triphosphate, ATP) 43F-LA
KR TEEE 71 (HSP70 \HSP90) % | X 46 Damps fE5
Pl A MR R 2 IR 45 & R sh— R PR 40
PR 2 WS e RO T . Efimova S X2k
FETHY S B R IT TR, L5 B N R ik 11
SRR ZET 240 0 LY 0 30 Bk E T A B A T R Y e
JEPE, ATP Al HMGB1 JEERAE T2 5 o i 4 4 M
FET 1 EURFAE A 4505 A0 G 70 TR, L Bk AE
TAIMIRIR S — D Wz 7 7 5 ——CRT S 24K
200 _E B LRP1 324455 REAE 7/ LA SR R 58
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RN A A FEH R, I TE S BE 15 /N B 51 &
FERIRE T SR, $E 7R BB T FT REAE Ry bR G B2 3
¥, I ATP (92,3 — EAT AR Wy BH 40 it vh
RIS REZ IR P, X, KI5 4 IS ATP DIy BE Y 5 W,
F55S 1 B A S s A0 ) 5 AN e e R e 8
XL DAMPs 3K 2 £ % 9 240 il 1 S 5 I ng, I B
DAMPs FZAEZRIET- IR,

Liu % AN S5 42 U AR B N A48
P SR IR THP 55 E WA, F NS T
040 M P9 % 32 AR LS T 4 (nuclear receptor
coactivator 4, NCOA4) T} &, NCOA4 2—FpA- S48k
AT VE R 24, SR (B R s R B R
B NCOAS BEMNAR R IR, IE 25 Fe HE 24 F 050
SR 1870 NG g o5 & = ] UK T A
NCOA4 MR 2 75 M2/ M1 F I 40 i HE R
4 B KO ORI MBS E, A
J& NCOA4 iR S E A T 4] 375 5 5 i 40 i iz Ak
B A B UE P 2 07 B U (E R AE S b S
AUV & DAMPs (4345 1L-33 F1 HMGB-1)
SR, 1L-33 A4 E M2 #e Ak, 1 HMGB-1 #] LA
i 2 E M S b &7 W A7 AR 38 72 (advanced
glycation end-products receptor, AGER) f£ #f M1 #%
b, B0 7T BE R A Hi Al DAMPs 22 5 I 40 i i B,
1k, Wen %5120 SR FE T 40 o HMGB1 B st #IL il ik
17 7058 , HMGBL J&—Fal L gRAE T4 LA 1 W
WA B DAMPs , BLHI_E A WA S92 5 A
JIit £ BERE HDAC #i fi2 i HMGB1 £ BEAk, 5 Bk
FET-I HMGB1 Bk, HMGBI1 3 i AGER & 445 | #
I W5 201 Jf 2 SR S 07 B0 TNF, 3¢ HMGB1 Hp Al 44
¢ AGER FEM HI 55 1 4k S T 40 i 175 5 1 1 155 4 i
A JRAE LI, BEAME — TR 5% 6 W HMGB1 W] L3
i RAS-JNK/p38 42 b A 3 AUl 2 A% 2k 85 A
Pk, NITHEHE erastin 5 FAYERIET-™ 5 Liu %51
Xt Gpxd @b/ BT B cerulein 75 5 20 IR 2
38 FHBTIAGE R A AGH I 20 B4k SE T4 5& DAMPs
FERL, A IR —FPAZ 0 3 1 2R BE (decorin, DCN) 7E%K
FET- I BEg R, ML DCN 040 W BR B
WA S (BRI i A2 6, 3l 1 I A AN B A
SRR T Y DCN BEAL, B0 o] 3 i 57 45
() T BRI, B B9 DCN 5 B R4 i 9 AGER
gh A e UE E RN e M1 M1k, L NFKB/NF-kB #K
Y 5 2k 2 A8 A P 1 TNF (IL-6 25774 | x4
P T 2ot R g%, i Bt DCN $t ik 3 4t

AGER U] LIEY Gpxd #il%E/IN 3 cerulein 5
SRR R, RIET R DAMPs 34 1] LA
308 3 At 248 L T3] ] 5 5 e B 5 A O IE RS AL IS
FA) B L PV Y 8 403 35 0 L 9 RE %) 40 L AR 3 7 L
il M ASTEAE L Li ST i S o P T B I e 4
JHLAE 1L A5 % By T U I RG B 2 am A RE b ML
O IR RS R A R A B T 2 fish R B ) B AR S
B DAMPs , DAMPs 5 45 N B2 TLR4 3Z ik 4% 4
o Trif A3 0E AL S 1 BT P2 0= AR
TR A0 1) A7 B0 I SRR T L — 2D b
FEf O RS AR Sl i U R R P T 3 1
RIEM FE S 5EMPATH

ZE L U 2 R BRBE TS BRI DAMPs 5 TR
[, F AR HE T f 928 D 1 b e 30 B i, 4 AR ST T
REREILZ Fl DAMPs, CRT , ATP BE {2 #F 4T J5L 52 32 441
MRS #8 5%, HMGB1 , DCN | 1L-33 fi£ 5 5 F i 40
Jat A, 754 DAMPs 38 A D40 45 P9 52 7= A+
MRS PER A,
2.2 HATEMEMSFRIEEZMAMINEE

BRIET IR 2 & 2 RN g R it A, T
HORACA: DU R 5B R R L i W R I & B
AL BB AT AR R T RE S g R 4
FIEAER , Luo %512 K SRR BET 4H M AT LA 05 20
LRI, 2 BRARFET - A0 M b ) 32 A7 A 1 i SR A
HEWE 2, B2 Wi, 4% ) J& SAPE-OOH ( 1-steaoryl-2-15-
HpETE-sn-glycero-3-phosphatidylethanolamine ) & fi¢
AR BR 0 255 HLE - E A AR TLR2 32
RS SAPE-OOH & #F F W 20 i # we, At i] X0
FEEIRRAE T 20 ML 7 30 T U o W P s A, o 0%
A HBLIR T A G B iz R E S —— B R I 22
R AL AR BEZ R

Ma %5280 5 1o 4 4 % (0 3 A4 BR B L K AT R
FIRG P FE V1] PG A S 1 5 20 AR TR i) 37 e e 1Y
EL R In ARIE T35 5 50, R IR PE 175 3 ¥ ]
15 Bl B W 20 B Be A i 9 B AR ER . WL b E AR
JEYL 49) 1 40 M 38 o TS Nef2/HO-1 A1 ferritin/
NCOA4 PAANRAR T A2 14 248 B P S04k 45 2, N2
JE— PR SR SR A, T L A G AZ 1) HO-
1,HO-1 ] LUK M 21 Z AR g IH 4 2| 2k F0 oM,
T3 A1 38 340 ) 4 L PN 1] B A 3z e D R ) e
B3 3R 1R ZERR A0 i 9 IV A K- | ) R Jk e L
WA Gpxd FIRHG 5, R4 E W5 4H i o 52 2R AE T,
A 2 40 I P 8 A I K T ek e a8 R 1 B s
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AU R D IS 5 T A B kA R
FET-, SRIMTEREYMEI (12 h 5 ), W40 i P 448
TR WA IF RS 24 b J5 & FERSET ARk
IEH K- (AXS 5500 1T EC TR 78 i AR MEDE R FE

KRAS®'"?P 5845 J2 g Ji 95 fc i UL 1) 58 AR 5 A
Dai 257 K BRI B0 T AN 1 W ARt 1 2k A6
T-, T8 KRASY™ #ifu s A SN IR BRI, SR 5 B
Wi 2H 38 5F AGER A48 (%) B 1l 8 L, AGER /i =
STAT3 ¥ T BUR MR Ak, K BE NG iR 2460 &
fik CoA i F WG % A5k M2 FEGE g 274 BHLIT
KRAS®"" (18 R 50 R 48 B RE 10 161 5 ek 400 Jf A 5 19 1k
DA BRI e £ K A W A0 P Kras ' 0 63K
IRV 5 R i B IR A A 3R G BRI T — B
) KRAS #E [a] Hriia sk ms

YHRRERIE T BE BRI 2 Tl 452 ) Ho 132 40 L 1)
O3k WG S P RN LAt G 0 S, S T 5 ) A DG 9
S P S DR MR 6 43— AR 38 7 A S 3 B PTG
EERIRIT R

3 REMEMEAIMEKIET

3.1 CDS'T AR mEkst 1

Wang AV B G B YA T I AR T AL Y
CD8"T £l ifd G % 434 i Jith J2 20 i P K 26 T 4% 5 19 Ml
J i AR K ST BEL U g 98 20 1 P A Ak BE T )
JIeR 240 B 2 2 T R B RE TR T B OB i — 201
WF5E & B, CD8™ T 4il e B¢ A A IFN-y 3 i JAK-
STAT! 38 [H T~ V%] Jirb g 200 0 2 1A% B AR AR 5306 3 b R
2(Solute Carrier Family 3 Member 2, SLC3 A2) ¥
FREARZK % 7 51 11 (solute carrier family 7 member
11, SLC7 Al11) BY33k,SLC3 A2 1 SLC7 A1l 24
IR - WA R W 52 R 50 X, B PIASEBAAT, #6513
T T A T I 2 IR P £ B, T 3 5R A BT A Ak
FIR A A ZEPE T Liao 2502 3 — 25 & 91 CD8*
T AR TFN-y 38 RE AL AL DU T2 19 BIp IR 4 F T
FEAS R b 968 40 B 2 v A R05 Al AR A T, FE
JiRE S8 Y 97 H IS B CD8Y T 41 it BRI Y TFN-y
AT LIS 3 STATI-IRFL {55 53 B b 18 i 98 40 i
ACSLA BRI , 3 3o ¥ 1) 8% A o35 43 A & B, A 2E
VUi i ACSLA HO T AL e A B & A Cl6
F1C18 MEILAE Wi N v, A o) A 12 AR ool A2 i 9 v
PR DL C16 F1 C18 B IITR , IR B3 vit b I 20
LA A DU g 2 - d5 - 4565 19 PE A1 PC Y g 5t i
25, LPCAT3 I LOX 435l Z 5464 DUl i IF AR I

(B A R SE R AR A9 4T e TNy FnAE AL DY
IR VS 0 ACSLA ARH I e MR FE T, IR o
REVRYT T CD8™ T M i 1 4 R FE 1~ 8 7 £R A0 1~ 300 ¢
ATDLE S T A0 R R4, S 2R 40 AT LLE 1 9 40 i
BRAC Tl ey 1) A

IFN-y FZ i T 4000 NK 280 F1 NK T 48 i =
A RE—Fh 2R AN IR 7, DI E & TFN-y B8R
AL LAAS A3 i 9e 200 B, (EL 2 TFN-y o m] DL 33 b g A
W Gt % e 240 e S i 410 o) S 35 b o 3k o R A2
&PV I & B IFN-y AT LLR 3 SLC3 A2, SLC7
A1l A1 B8 ACSLA i i g 4 i gk AE T, PRt g5
982 A0 i 22k 6 T AR in T BB 2 b IR S TR T
g @
3.2 ERMREZmELIET

Ei W 41 i mT LLRE ik 2 F 4y TS RSB T,
Kapralov AE050 3 M1 A 40 i b MO R M2 A
W YA T IR, WS R B M1 I 40 i o
PSS A A B (INOS 5 NOS2) & & i, g™
A ZH) NO,NO REMIH 15185 A B , X FhkHT 4k
FETHE FE IR 36 Gpxd, 53 4h NO HA By bk, fE
TorAn M1 E W 4 A A FE Y 4 M AP ek SE T RE
Pl e A B L T R DR e 0 v v B AR B 15 K e 2
T DU B R TR Tk £ T e S Ak A st B Ak 15—
A6 0 A7 T 5 W I TG 2 2 i R ok % 1 Rz 440 e v %)
it E A BT [ s o ST T B AR A T Y
F WK B 15 £ Gpxd, A L85 35 BERUIE 52 M1
U A AR NO Sz B 25 AR 47 - R 40 B 2 i 2 A1
PO T ik & B BRBE T NO X b B 4k AE T
(P R 15— S A I A 2 Ak
T4 R I A A S 5 i I 4 2 4 i 43 2k A1
WA Y miR-140-5p BE % #0 1) .0 UL 4H Bl SLC7
AT, PUTATA f 48 J5 28 25 Jo IR 1% 50 L 41 i
BRAET, WA MBS 3 10 O 3 405 vh B 4 T — o
FRTR YT AR S 5 A B R £h 2 P T 1% S)s i Jd 42 75 ol
AR, £ B 22 M TG 0 s g i o R v, 3 o
B3P N = R BRG I p sE B i P A FE B AN
4= AR R IRER (4-Octyl, 4-01) ( IRMEACHRE IR
ER I A AL A AT AR ), T ] Nef2 B g
IR AR I PR (0 56 5% A48 SLCT A1 A AR
JOb SR FE AN Gpxd , I AR IR 70 15 5 10 2 kA3
1310 TR AR BEER A REIE NOCA4 A+ S Bk A
OB, I8 AT R AR T 1 MR AR5 5 N2 2 114 240
JiZRERAE T Wa A5 B 7 AT 1T BELIBTE A4 A7)
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R A R8I 52 T B il 90 TR 1 10 /N B, IR
W 21 B 9 &b B B ( macrophage  extracellular traps,
METs) FIERSL T334 00, o 1 BB METs 7E i 1f £
FETEASG T 20 MO R A6 T v B e P I e 4 i o
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Figure 1 Summary of the relationship between ferroptosis and immune cells
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