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The latest research progression of ferroptosis in colorectal cancer
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Abstract: Ferroptosis, an iron—dependent form of cell death characterized by lipid peroxidation, plays a crucial role in
the development and progression of colorectal cancer (CRC). Ferroptosis is not only involved in the proliferation, invasion,
and metastasis of CRC cells but also significantly contributes to the remodeling of the tumor immune microenvironment.
Moreover, inducing ferroptosis has been shown to overcome therapeutic resistance to chemotherapy, targeted therapy, and
immunotherapy, thereby improving treatment response rates. Therefore, a deeper understanding of the mechanisms and sig-
naling networks related to ferroptosis will provide theoretical support and a translational foundation for the development of
novel CRC treatment strategies.
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Il PRIG T 32 2R A T AR DI 32, B G AT ik
I7 SRSEIRTT FHE IR S SR AR R R
SRIX LB AR YT RS 24 = 1 AR R Y AR A
Mg, AR CRC A H 1Y S AEAF I B 5 K, R
IB Y7 AHOCEEIE  (E G AN &1 CRC B BOR YT
AT e BB, SR A A A AR PR, #R
FHTHIRY T RN WA I i ).

20124F, Dixon 5 1 YCHRGE T —Foli AR Pk
YU AET 5 3K, FLARRAE 2 0 A 200 i P 2k 5 - i ARt
P FNE 48 (reactive oxygen species, ROS) A1 &
L, TETE A8 27 R AE AR REAE L 389 DX % 496 1 240 i 9
TORIRAE , 4 Hodir 44 9 “BRAETZ” o BRAE T B Y
LD Eay PR DR A RN &N U U RIE NN
LA RS B RS o A, ML ROS KT Tt i
FOEAL IR IR S R A, R I e PR A SZ B
JoE H B (glutathione, GSH) A5 G 2 e 45 e H B
E ALY 4 (glutathione peroxidase 4, GPX4) {4 [%
I A 2014 442 H DL GPX4 %0 R FE T I 7
BL DA, R T 0F 55 0 B A 1 22 g e
Doll 258 F 5% & B, 2k ki AR A SC PR T2 3% 5 H 7 2
(apoptosis—inducing factor mitochondria—associated
2, AIFM2) AT {5 R 257 F GPX4 AYARFET-# i 5 7,
5 GPX4 H1 GSH Py Rl A5 i S AL kst . it
S TSR BT A AR B B AL T IR AR R AFTE
(B HHARI 23 AL i 1 B B X SERIFTE R A
PRAR BRI T B9 P 42 L) S AL 1 R S A BRI Bl
H AT, BRFE T I AL 322030 3 28 IR Bt
SEALBEIR AL FNZACH o BRI T Y fik & A T 4
A ROS Y R . WFFERIT, AR e JEE 19 ROS ]
A BRI AL 27300 - 35 7K B ROS AT 752 2k
FET 0 A T 200 i S S0 L i K e B o 5 R K
Y ROS 1] B8 5 2t S 2 M2 iR ( deoxyribonucleic ac-
id, DNA) 575 13 1 ARG e (8 2 L4 26 B L )33
i e 240 B 24 50 R RS DRI I 2 AR L
BRAET L AR T, ROS il ol (8 IR i 80 A S 1 42
SEHEVE T, 1M GPX4 5 GSH 4Ll iy 4t 8 1k 7 46 U 3
SURCIREES SO P R S ) ISR =R A7 Y TR

REWFERI BRI T A 22 il e g 19 & A
R TR SRR AE T, RE A 2 TE CRC Y4 AE IR
SPHRHURI A e 6 i 55 5 T . 45T CRC B FEF R
(R EFVEFRANE IR NS IE=REANA C T A R 7R A e
% L BRI S O TR R . SR 2 AT XL
RSP UCE 5 T AT B R R 40 8 5 O
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SEHAETS, 55— 7 i T REEAE CRC X BUA IR T A Tirf
itk AIEHER I, PAE TS AL R IR
PERLZ , W3] CRC A/ B93R 7 24 13 i 2% 1
H s P, PABRSE T AT BRI 7 SR AU R] 4
i B A B R, A B S R AT T B
WK IO P A 2 s SR A i PR U

1 $T-# CRCHMIEH

RIS R I, BRAET 5 CRC Y A A R R4
DIARSCH o BRIETHY 23 T WL 5 K e BRI TR0
EERACT- Wi R GEZ W] B B 25 . — 7 1, fle Bk
FET ROV 8 i 5 5 IR i B A 7 A KA T
73— J7 T, BRAET B0 28 0 W0 3l 5 v o4k Jx e it A1k
Yook 4 R AR S o YA BRI T RN A i By A
FRGERYTE BRAE S, o i A i A ) 2 R A
MR SE B, e A B EUBRIET R K A o AEAE BIDIRZS
TP T USRS R CHE, R
17, 76 CRC H, BRAE T V-1l 2% ) 2= S 204 MO SE T 0
/b, AT A e 40 e 06 35 AR SR A RS B 1
AR
L1 BRI CRC 4BHaiE5E

UTAE , PRAL TR ST AT 1 B R R i) 2
TENR i S PR Al ik A2 R AE T 205 BILAR 7
GSH 1 Ay 211 P S B A PN DR A, TR 4Rk
LA S Al 30 T e 285 R M 42 4R I IR R 4 G B
(B3 BN il R 7 7 20 W 79 N K 24 S R e
FW]  7E GPX4 AET , GSH AT 38 ik 340 Ji 52 g 410 il

R A4, DT REL Tk JE T R , 2 2 P 240 i
PESEA ), GSHAEBRIET 145 v A AK 2 o7 i I
TR bR S AL ) BT A R

TP53 75 5 Ay W % At A1 08 1 98 55 A 5~ (TP53~
induced glycolysis and apoptosis regulator, TIGAR) J&
i ¥ed £ 1 53 (tumor protein 53, p53) FY R fiF#EIE A .
TIGAR i 5 4 AR 2 A G, R e e i A e 1) AR
TSR g A, 398 T s D 2R T e Mt R e AT TR W TR
(nicotinamide phosphate,
NADPH) f 25 B, B 1748 =5 40 P GSHUK - BF 5
FRWT, TIGAR J [N it 5 7T 8 3 % (K CRC 20 Jig
GSH/AE AL e H K (oxidized glutathion, GSSG) ke
(B, 580 i oo A8 Ak Wy g B, O R8s 400 O )
BRIET I BB . RS PR T 2 A BRI v 20
B B PR TSR A o . IFSERI, 248
PRk T AL BRS A9 CRC 4R, 36 ) FIEE SR RE ) ¥ 1 3%

adenine  dinucleotide
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TR X5 AN GSH KA Bz ROS .2k B
(ferrous ion, Fe? ) Fll N . [ (malondialdehyde,
MDA ) 7K T8 il & 19 B FE T2 % UIAH OG2. BE&
BRIy 24 IR [ %% s IR (cystine/glutamate antiporter,
System Xc™)J& FH A i 2K 58015 7 A B 11 (solute car-
rier family 7 member 11, SLCTAT1) Fli% 5t 2 K 5 %
3 il 51 2 (solute carrier family 3 member 2, SLC3A2) 4
B S R AT R, i A T e R B 4
NN GSH 95 nL PR HEOCHEIRY) . SLCTALL fE 2 Fif
SR v R R AR IREAS IR R BRAE TR (R
i 96 200 P P S B . BT bR 4 B e
SLCTAT By INAERF B R K-F- /9 GSH, LAY A A
B ARHHE PERG SR 5 | A i AR N . TR
10 75 gt P ALl P 325 %% B 1 2 (1ysophosphatidylcholine
acyltransferase 2, LPCAT2) A i o #1 il 25 F RS & R
FH JL % F2 i 1 (protein arginine methyltransferase 1,
PRMT1) (4% 5 {3 T I SLCTALL (9 3k , I 75 5
BRIET, FF AW CRC ARG FE . Rtk LPCAT2 fy 45
Ji7n e /1> BB TR 3 B B A 722, T PRMIT B
SLCTALL il 50) ] g 25 9iE 2% Hoppfg ik e ™ o o) —
I, SR AR A1 225 FR 2 11§ (high tempera-
ture requirement A serine peptidase 1, HTRA1) i 1+
5 SLCTATT AN EAR ] BRI , b mi i il 2k
FET:, I E CRC 4 it e 3 >0 . FEZORLAA T
o7, B L5 RS i AE 25 11 17 (methyltransferase—
like 17, METTL17) 6k 2k 23 ¢ R 2R (A D BE 5 BE ft
RT3 i 2 Zoki i i ROS A iR B Ak
KT, B Ml CRC 4R EIE 8 > BREAARR
AN AN R R WSS T RIE T SR
FEVRYE o 20 AR 9T 2 1 A M B 1 (eyelin—depen-
dent kinase, CDK1) AJ 3# 2 {12 1 ot S 5l il A 45 ol T
K 5 F % K 5L 4 (long chain family of acyl-CoA syn-
thases 4, ACSL4) 13z AL , 401 i i S AL A
BRFET- SRR, NI ZERE CRC 4 M Ay 3 s RE 128 . i
B~ A T ) 2 B e J3E RS A 1 U A T AT v 2
i, AT 58 R 9 CDK1/CDK6/4H il 43 54 5 91 4 14 20
(cell division cycle 20, CDC20 ) BH #ir 41 ffd J&1 14 , & 4%
PrImAE R e kBRI, D00 3 T A R AR 1 R (ferri-
tin light chain, FTL) Fl I+ 2k 7R M (transferrin,
TF) BREELHE S ACSLA 5 FERIET, NN CRC
YRR AE >, AR BRI L1 25K 380 11 (ribosom-
al L1 domain—containing protein 1, RSLID1) 52— Ffr
RNAZSGHE M, 2 SA ML HFHAE 1255 2 Fi

0 f i AR OF AT IR Y CRC AR A94R8 . RSLIDI
AL R B AR 32 K 1 1 (transferrin receptor
protein 1, TFRC) i &K U Fe* & B, i & fish e Bk
FET:, M) CRC 4L 8 . R b R, i
it AR R A T R FE T2 AE CRC Y 5 3G 3 vh &
FE T OCHEAENT . PRI, 0 ) R A0 T i B 1 AL
JO7 I AT 52 1 T R B A 41 ) CRC 200 i 4 5 A A A%
HME
1.2 #ETHNCRCHERE EBMER

7E CRC R 78 EB AL ot f v R BE T
PEREA AR BRI, 5 D fie e AH
LY, 45 H 1998 I 56 %% (colorectal cancer liver metasta-
sis, CRLM) /)y FUREBY 1 i) GSH/GSSG HeAH i % P
IR, MDA K-V 3 T X — G 505 3 L
Hﬁﬁaﬁﬁfﬁﬁ(aryl acetamide deacetylase, AADAC) i 3
SLCTATTARAAEAIL il 70 1) g o ik 4R Ak 5 DI AH O, DA
MRS o ME CRC 4N S T 8RS8 T2, IR ik HAENIT
EHE R R AE R I Ah B M 22 PR B R
5 A7 1 (APC membrane recruitment 1, AMER1) ikt
e ] S5 L P D R K P T v, SR AT B R
A v AR A S SECPRE TP AT RE ), T M
TR o A BT R W, circCOLSAT i 3 I %
miR-1287-5p/SLCTA 11 3 BN il 2k FE T~ , DU 34 56k
CRC £ il ) 384 5 MR 22 E T 5 cireCOLS AT Y #5 15
5 CRCBFH Y TNM 73] R L2556 B m A e 7% 1%
i Ie o3 AL AR BE S A OGS A SRR RE AR DG 2T 4
2 Bl (cancer—associated fibroblasts, CAFs) 3 I f4 4
WA T i B B AL Il A 2R T 3 (methyltransferase—
like protein 3, METTL3) nJ i i /5 5 ACSL3 ) N6—
F 3L B (N6—methyladenosine, m6A) & 1fi 1)) il
CRCANMIBRALT, (et il 3 S AN e RS 0

B JE RNA 45 & & 1 2 (musashi homolog 2,
MSI2) J2& — 7l B B 1) RNA 45 4 2 11 (RNA binding
protein, RBP), H:7F CRC 31k [, FF 5850140
il xR IEAR G . MST2 Bk al i 22 24U AL A
P [ (mitogen—activated protein kinase, MAPK) {5 =
i P T AR, 98D #K 58 2 1 BI (heat shock protein
beta—1, HSPB1) F B % 1k , 5 B0 7 241 i A% DL i
(proliferating cell nuclear antigen, PCNA) Fl Ki67 $i
JF 35 T U, Rk  ACSL4, AT 9 il CRC 41 it
B A KR AF 1S . Kriippel £ K 2 (Kriippel-like
factor 2, KLF2) ] il i 9 ¥ GPX4 i 3Rk i kA0
T, JEAM ] CRC AN A28 1L /% S b e~ e
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1k (epithelial-mesenchymal transition, EMT)HE /1%,
BB 4 (9 A10 (annexin A10, ANXA10) J&—Fh 45
HPERENESS G E A, s Rk S CRCEH A R
JEAHDGE . WFFE B, ANXALO Al i 40 ) F o
Y55 2R B 32 AR (transferrin receptor, TFRC) FEfif 175
SERFET, NI CRC 40 ML i3 FE FLERS . 25
LRA, BRAE TR A e CRCFE A i e b A 44550
SRR B 1 AL T T RE AL AR CRC AR ZE RS
TR AER T T SR
1.3 $#IET5 CRC&ZEHIFE

Jid 982 4 4 52 (tumor microenvironment, TME) f
i 96 200 L B 5 200 L | A 5 200 i 45 2 o 4 i 2 A
V7] 2 J8C , A6 e o A PN B R S5 S 7 o A 4 O B
YRS A g8 46 A 4, 401 57 (immune checkpoint
inhibitor, 1CT) B4 I A IR VA 97 S 43 18 siems
{BHAE CRC Y7 R EZ R T PR & AT
%€ (microsatellite instability—high, MSI-H) o¥ & i (&
2 B (deficient mismatch repair, dMMR) iy H
7E CRC 5 Y LLBIARE] 15% . TR i, ey £2
1o 1CTs YT R0U8CH T OT ST S . RAE Tl i i
Z LT 2 5 4R TME th g 40 i o ae' . Bk
M7, CRC 4 M & A= BRAE T TS0 B0 5 TME rh i)
B ST T TME HhAS [] 28 Y £ 72 40 i 1) Bk A
TR 2 322 S A Y S e PR 350 . (AR T
M2 12 3R 57 1% 2 11 8% 8 (ubiquitin specific pepti-
dase 8, USP8) 1l fill 71 nJ 3 it fie i GPX4 iz 2 AL
fiff , AR5 CRC MR LT, [R] IR 43 o i g 422 1)
CD8+ T ik % 41 A %, AT i 35 1% 5 PD-1/PD-L1
BELUT7 V5 AP R OR . SR1A7, TME A B Pk
1l 41 2 (polymorphonuclear—myeloid—derived sup-
pressor cell, PMN-MDSC) (19 Z 23 3 428 H 92 10 1 £k
PRI R S e b o BIFSY A I, N Tl e A
e /K f# T (N-acylsphingosine amidohydrolase,
ASAH2) R i 4l pS3 15 38 FE 4E+E PMN-MDSCs
FRAF TG, TTHE 5] ASAH2 (97173 - i 57 NCO6 REAT
27 F PMN-MDSCs & A2 BRAET -, 10 5% FL A 72 41 il
IIRE™ s PR, SofriE e W, PMN-MDSCs [
F R PR T 23 B Bt e 4 ol A5~ , 6 i 1) 5585
T 4 LA 5 BT IR SR BE A S s AR R E AR A
T PMN-MDSCs BRAE T 1] RELE S e U E1E 7 /)N
Rl HH S A ) T SR TR SR

o A W e AR W 1 1CTs i 25 v g AR
P52 WFSE R, 45 1 18 B 18 7T il
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I PR R AT B CRC U . Li %53l 3 4y
BT CRCHEAS 1 B S 20 R I N A= 48R 1 1 &2
BEPA 5 I U ) B S 2 A ELAE T O T TR
HIRIT RS o W EAZARFT B (Fusobacterium nuclea-
tum, Fn) R8T 18 GPX4 iYKW CRC 404k
FET 5 11 gy T DR AT A o o D) 3 A it £ R
7 3K =315 W P 45 R (trans—3—indoleacrylic ac-
id, IDA) KA CRC 40 Y BRAE T, 2 2 i 114
PRI ok e S 3 Sy 38 sk B 1] R 4 Gl AR AR
PO 245 S 38 SR BT R VR T RO BRI TR LB AR
T, R ) i TGl A ) o A5 2 52 T TCs 197 2800) 3 5 3
1t IR AL B (1) .

2 HRILTFE CRCIETHRIEEER

EREAE R A BRIG Fl N 32 B BOE B | HoAF
SERR PG TR T T R B R BT A A
PIE . B T o R L BRI R
W TE IR R I Hh A 1 — s 1, A T2 240 i %o U
T2 S 7 B 7 AR I AR AR PR 25 & o i 200 97 4K
R CHIRBT . TR 5 R RRIF T CRC 4
R IAMIETE NV ATE S TS
IR AR, 18 AT PR R CRC 40 M X BUAT IR 7 B AR
PES PR B A BRAE T B A AR OR CRC I KRR
IY I SCHETT 1) 22—

2.1 SRFETXHMLITHIR I

BRALT-AE CRC ALY i 257 b B 98 2 L 1 2 1
YRS AR R R A TR A Y
B ASA 2 1 i e 40 XA o7 25 W it 245 1, 3
23 1 F ARG IR YT R AR RO R, 4
o] 38 5 175 5 O SR R AL T AL DA v AR T 245 4 L E
K ASKBT IR YT B I D W . 2T AR
B, #8247 25 W) R] B 45 5 CRC 40 i Kk A kAt
Too QRUEA AT 3 R S PE AR S GSH 75 5 AN 45 B
J65 4l S & 116 (human colorectal carcinoma cell line
116, HCT116) &£ 8K FET , I H 5 8k AL 1215 5 71
Erastin B 01 FH B, A7 7 2E 5 25 09 D3 [] e Jie 97 2k
7 o i A IR S YD ) g R LA S A o A% A T
E2 #H &K - 2 (nuclear factor erythroid 2-related fac-
tor 2, Nrf2) 551l 7 5 CRC 20 il £k A8 T- Al AL 1k
R BRI, R I Nef2 (19 A B A 1
S SRR R RSB TR

e AN | W BRI TR OC I B RE A8 AT 250 s Ak T
W) R U o AR B B 1 S0 A L 20A (Kinesin
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Notes: (A) CDK1 and RSL1D1 promote CRC cell proliferation by inhibiting ferroptosis; (B) AADAC promotes liver metastasis of CRC cells by in-

hibiting ferroptosis; (C) Ferroptosis of CRC cells affects the immune infiltration of anti—tumor cells; (D) Gut microbiota crosstalk with CRC through fer-

roptosis.

H1 #% %1% 54 CRCHHE

Fig. 1 Ferroptosis involves in regulating the progression of CRC

family member 20A, KIF20A)7E CRC H /£ ik 5
B Vb ) B0 B ik 25 Pk 2 U AE G . 3E 2 T 3 KIF20
A/NUAKI1/PP1B/GPX4 {55518 55 AR AE T, MM
15 CRC 4 i X B8 Vb R B 0 fURRE e . Fn W3 3 |
iFJ GPX4 [ F A I ERFE T, T3 58 CRC 41 A T
PV RV RO 251 . 7E SR BEBE (5—fluoroura-
cil, 5-FU)IRJTH , FAMOSA X% 25 11 A bt A (family
with sequence similarity 98 member A, FAM98A) nJ
T 3 BT N UKL R xCT B B, 3] CRC 41 i ik
FET, T A 2 0 i 3 GE R S-FU TR 2450 . BIF5 R
By, —H XXEJRTU Wi FAMOSA A5 1) CRC 41 g Xt
5-FU ATt 245 . Ak, BEES 28 11 2/ R 5 kAR
?‘&E’Jﬁ%%&ﬁﬁi%é}ﬁa , ] 385315 S GPX4 F1 xCT
R IR IR T, A AR AT 3 58 CRC 20 Mg Xf 5-FU
FA T 24 7
SR, BRAE T 55 47 i 24514 22 [B] 4 AH B4R FE AL
HilATy T 2 — 20 R A S AL 46 ANk o R P gk sE T
B S 790 KM OG0 1, DAl A o 1E R AT A 4240
HETTHE THIE 7 00 ) A0 AT A0 | 3 X i T I )
FEPRR . AR MBI ] R A TR 2R E T
5 AL T IS4 LI & B R A 8 A e

FRITIT %
2.2 %9&%1:%1%5[’7 =xrd: 0k
BRSO [ A A 2 R LR
(Food and Drug Administration, FDA) L) 35 {7 A
K K 7 22 {K (epidermal growth factor receptor, EG-
FR) FEBEDT IR 254, nl i i BT EGFR LT i
F o I B ARG AR o AR, JLAE Kirsten BUA
J8d 4 B 9 FE A (Kirsten rat sarcoma viral oncogene,
KRAS) ZE R A2 /) CRC B #% PP IR . BT &
B, KRAS 2725 B CRC X 74 22 1 L0 Y it 25 1 5 8k
FET-IMHPIRZS B UIAROC ™ . BRAE T8 50 (g
M ERF R ) ORI S T 390 % SORh i 2544 , O
R VY A BT T XSRS S TR
] BRAE T e Ik KRAS Z&AZHH SR 25 Fh B . i
A1, H AL 24 Wyt 308 2o P R A TR A T T e B
TOHBIRST LS o AN B A JE T e i O K BE R
JI7i 12 4% K it 6 (elongation of very long chain fatty acids
protein 6, ELOVL6)/ACSL4 3 f% #E 4k S0 T, 7 11
BRI RO . RALARJE S GPX4 i 15 HH
AE 2 35 4 5 BR AU TR P I v i i 24 R ik
BT KRAS Z78 19 CRC L S 40E T8 iR
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VefE. HAR AR JE 78 EGFR L [0 VA ¥7 th A R Ay
B, (IR BRAE TR 5 S s ] B O P . R
K BRIE TR FEAE Sy — PG TT W, 7R = CRC iR
W0 1) IR T RO T T A E I R A A RN R
23 BRI EREIRTHRING

BRACTANAUA] B A T i Jes 4t 41 o 3L A=
Ko, 3 AT i B 9 TME 54 5 A28 20 M f 47 fih 97 e
T1o WFFERE BRI T-IT 20 BRI 9o £ 2 38 3 73
JE 2, X RZETRTT ROV ANE X T RE S T 41 T
HE 52 it M o 9% & A 5 FH Wi (immune checkpoint
blockade, ICB)J7REARA OC ™ o Ak, e 240 ik
FET RS Y AR 23 52 i) o4 PD—1/PD-L1 il 571 11
S ML B SE D5 I, 2% 25 1 L3 (apolipopro-
tein L3, APOL3) 5 ZL12 i S i A (lactate dehydroge-
nase A, LDHA) ) AH HAE B 242 ¥ CRC 41 i
BRAE T Y O B s 2 — . 2T 4 APOL3-LDHA
Al 880 y 48 2 (interferon—y, IFN—y) i8530 , [A]
At AR FLAR /K, M I35 CD8+ T 21 it Y 40 it 757
FEE IR AR AE T BEAh, A3 P4501B1
(cytochrome P4501B1, CYP1B1) J2—Ff & 5164 4
IR A, Hom Rk 5 CRC R RS A 9% .
CYP1B1 5 ACSL4 iy 3Rk &2 fAH G, 9l CRC 41 il
o CYP1B1 (193 35 R A% b 35 3 9 06 PD—1 41 1 541
PR , S e iR T AR AL T TR Y A
TR, 6-Z B K (6-gingerol, Gin) 1 2k FA) #1444
K UKL 25 1 T 5 RSB T IR i A AR
W, A S E ICTs BY7 2, 3% 2K T CRC /MR
B AAFI0™) X e BRI, TE SR IR YT T 25 i 1
OUT  BRAE T 4R ] O B0 TME FH 5 S0 200 T
RORM R SR L . AR AP N PR R W
{38 2 PR BR AT R A T VR YT 7 48, [ of okt £
TWELERRIEH
24 HiSFETHEELEY

VLR AR 9T B Wi 7~ T v o 24 4 B 3 1ot 9
FEERIET-AE CRCIGTT IV AE RN N E . 5155
I 25 A L, R 2GR i A 2 2
AR BIVE R, BERS I i R 2 24 (5 5l A T
BRAETS . W A2 A Rh3 0] 3 i STAT3/p53/NRF2
5 & CRC AR AL T, FE B 25 B4 o
SR, G0 ] PIBK/AKT/mTOR {5 %5
S R A W JR AT Ak B 1A 2R ROS K- T
= I AT B CRC A R A At T s, R B
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Tab. 1 The functions and mechanisms of targeted drugs that inducing ferroptosis in colorectal cancer
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