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Abstract

Hepatocellular carcinoma (HCC) is a common malignant tumor worldwide with high concealment.
Most patients are diagnosed at an advanced stage, resulting in low overall survival rates and poor
prognosis. Ferroptosis is a special mode of cell death characterized by iron-dependent lethal levels
of lipid peroxidation, leading to characteristic mitochondrial and necrotic-like changes in cells. Li-
pid metabolism has increasingly been highlighted for its importance in cancer development. Cancer
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cells rely on reprogrammed lipid metabolism to support the large amounts of energy required for
survival, growth, proliferation, invasion, and metastasis. Existing studies have shown that ferropto-
sis plays a key role in the proliferation, migration, and apoptosis of HCC; lipid metabolism is closely
related to the occurrence and development of HCC and has become an important target for HCC
treatment. This review summarizes the recent research progress of ferroptosis and lipid metabo-
lism in the field of HCC, aiming to provide reference for exploring new targets for HCC treatment
and to offer new ideas for improving the therapeutic effects and prognosis of HCC patients.
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1. 5|

JH-4H i J& (Hepatocellular carcinoma, HCC) /2 5 WL 14 J5 i Ve AL 25 2820 . iR (e BRmdE S ik
&), HCC R ATBREE /SR H IWBPEMR, 2 A BRIIE A G T 1 58 — K% LR [FI[1] [2]. BT HCC 1E
A BOREIRPREE , 12 B H R E M A A 12 (3], R AR 2 RHA T R MR RS HE ST SRS R
JRIHE, TEFHAIS W R P ok B ) AR, {H HCC B AR A A7 AT SRR AR [4]

BRACT I W) R P2 erastin Al RSL3 7E RAS ik (K19 41 i o 75 5 HA 1) — Feh bRy 4 sE T2 T 20 3k
KAV AE T AR B AT T R AE, S0k caspase I FI#E[5]. MBLE] EF&, ZRAET: ek icmiie iy
FFEAKT i T SR 51 R, 2 S50 0 S AR 1 () 2R AR A8 A RIRFERE AR A [5] I 45K, BRAET-/E HCC
KA REFNAIT IR 52 2 T BSRER 2 1000, A RN HCC ¥R YT I TESE 5

TESERERI 0400, 5078 F) g oA R P Je i o (1) 2 B IE A5 BRSRBR VZ (A R [6] [7]. JARfER &
BEFEA, iR AR A, HITE . R RETR, TEKERE, 7 g AR AE Sy R 4
THIILFF8]. BRI, Jdt 235 08 o o AU A G oA, RIS, R AR o A ke 1 45 58 o 4
R A G2 AR, TR ST HARE SR [9]. IR AE 4 15 4 By R 6] B2 A0 1 17 2 (Fatty acids, FAs) a7
T R FE 3 B I [10], X AEE AR Z W TR AT HCC. AT 2R iR 412200 7T o, A g ok A 3 7]
FAs [ BERAE B ZE WA, FEIN FAs MBI 2810 5 FF AT AR Ak LA /] HCC sk e LR fiRg K /N5 )
FHIE[1L] [12]. H AT, ¥F2 DAIR AR N AZ O B IE 5D NI SR, A A Nt Bt HCC (148 R0 .

JFE A A kit A7 AR G R B i, 302 AR A 1 B B3R B [13] 0 ACLRIR AT [l ol 1 kB 20 i
JRARHTE HCC I b, B TRV AE TR AR T AR AR S B RV E N AE b 4, 7E HCC JR9T Al
HAWR AR, DAANIG ARG ST S 4 0 B A 5 1)

2. R LTHE HCC RERRPHIER

IEAFR, R 2 A AR THRIET. 5 HCC Z R R, S5RRM, BRAE T RE NS I8 52 M 240
PIMGTE . IR A TSR AR F R E, X HCC HIR B B EH . Zobifki%ia & A 7E HCC 20 i 4 v
EEREBEMO, EREMIE RN T E2 #1552 (Nuclear factor erythroid 2-related factor 2, Nrf2) 4% &I fi 24k
Bl R Ge kAN HCC 1A FR KA TS, MMk HCC (3t B [14]. 7 %) HE-6- R it U R B 5 HCC %%
PIAIDG, Homaik 5B E AR BTG M 9E[15] [16]. WFFIESE, B2 5 HCC RN K45 R AH < (15 o7 KU R 2 .
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FLAE MR 85 S0 40 i . 3R P450 EALIG JE /G, IR s AR K L R BRI, IR BRAE T [15]
A, WAHEYFREMH HCC i, EREE | ELHTz— E/DREALET, YEESE 14
2N 1.5 mglkg i, 5xFHEZHAHEL, HCC Myg AR Z /), JF Hext HCC 4 f)3bsh .. 1R 2 M2
B AR RO (30 o JLAE LR i 32 5 ROS ZKF . R iE M kB T (Fe?) B L JH#E GSH,
PLR A GPX4 FIZiK /K, MIiE S HCC ik se T iR A [17].

XS], 1 FYSET BN HCC VRYT SRS T /1. HAT, A B 70K L A 2R A6 T 4 i K]
TR T HCC HiRYT . AikiEdR, VB OB H 290 Refig ] HCC KAk, AR LH| 2
TS Nrf2 (5 5 ig, (REEAET[18]. [FIFE, o-JAEE g (a-Enolase 1, ENOL)fE N—Fh RNA 455
H, 2 HBRSRTTEA 1 MRS, Sk Zoh g7 S ERSET:, ENOL FI{E N HCC I fEIR T #E A
CESN ) SELG 13 3 56IE[19] .

BT B 4 M AR ) AR R R, BRAETSIE S S T HCC I AR . TR R, TERS RIS
HCC #iifiH, miR-17-92 LRGN 1Y s 2N M3t 5 . £E 7% T ORIMR 28 B8 71 [20] . VB v —Fh 80 155/ RNA 7%,
MiRNA-17-92 il i T R BEMEIL G A 5 il 4 0320, A3 178 N B 4 i 5652 erastin BN ERSE T [21],
TS HCC Hp )8 i 5 A B o

ZE LT, AR SRR AL TS HCC Rk S UIAH ¢ o RV H R B — Lo B T M SR A5 IR 7 2
WEUESERERE T HCC HIBRAET:, a2 msne s &5 A 8 VRS A5 R B 1 [22] [23], HERAE T AR Ao 1
ML NS S IE A A il — P B . TEANIRE BT B SR, BRIE T R TR T SR
TR R

3. REBERRAKHS HCC

HCC kA k51 F ki B g mE %A o¢, SEER o468 8 1 (Sterol regulatory element
binding protein, SREBP1)7E H & 4#35 AN n] sk B 1 FH [24] [25] . SREBP-1 {4 A& HCC BRI AT IALE
Ik, B AR FACIETS A A A S B 1 S R BN R RSP0 20 B 5] I RHE s . 24 SREBPL #410
il S EED FAS FIA R, 30 R AE A H i = BRIk, 15 A s o e s 4 s 1) HCC 3t
JERRES . Yin 2 AR U RBL,  FAMENREEREDS 0] SREBPL. TESZIGH, 45T HF PR /N B (AT T
G, SRTWAME, T4/ FAs ARSI, H HCC giAEisa 2 20 S0k, PERG R, Bk
T HCC ZHifu3g5E b 5 RS il &, A /U] [ 4e it A= K [26]. A\ SREBP2 I EERE, AT
2D RE AL Ui PRI 3-F22k-3- FHBE I 4G A 145 (3-hydroxy-3-methylglutaryl-CoA reductase,
HMGCR)KEME. CEMIF D, % HMGCR 7EH] HCC AMMAE K. FRAR A XU 75 T B A AR E
[27]. %; L&, SREBP1 il SREBP2 A ¥ Attt HCC (B AL 5, NI PRIA T FE 58T It BB AN SR mE

JI 17 1% 5 1 (Fatty acid synthase, FASN) 2 Ji 41 il & il R S IR T 77 FAS 1 X BERE[28] [29]. FE4HMUAX
WL FE R, FASN L ZBEGHEE A FITA BEAHEE A RGN, &4 AFARIR . FASN I RiE &
S FCE R R 7 TR R BN A AN i T R P P S E . FLRT, C75. AKEE . BRI AT TVB-2640 %5 FASN
T ) IEAEJEAT I AR B 7, DA DN HCC YR Y7 5 R8T (1) R A [30]-[32] - Huang %5 A\ [ Fi 47 , 7 HCC 7,
FASN R 255 5 9m 20 M (R 4 e i Re s UAH O . i — D50 R B, i FASN 31k, HCC ARt
R 28 6E 11 W35 PR [29] . Li S5 NP AR AER TS T FASN RIA S5 HCC 4l xd 2 bz lE Je i 251 2 a1 1)
KA[33] [34]. WFFCEH, 0] FASN £ E# S5 SLCTALL R N, MR ke e 305 S8k
TS, AN M, FASN I ZRik &1 SLCTALL Rk, MM RMAERIE SIS, S
FEA R A AR AR 27 . O Farrell 25 AR FH AR 14 AR 07 PE I 28 /N BRASEAY, X FASN ) 2 2R 401 il
VEHI T 72[35]. 45 B Eow, i FASN Rl fd HCC iR (171 s s /b 859%, [ A 5 25 ek 2b FF 440 B v 14 i
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TR, R AT AEORDL, FRIRET AR SR KB, 23004 N AR SMBE T35 ], BRI =] Al
RE 2 1G DN 25 40 Nt R B0 AE JE O BUR R [36] [37], #E—HIEW] T FASN fE HCC ¥Ry7 i B 2k, HAH
5 ARTES IR AR BAR R FEIVER, O HCC i i R 4 a7 RUR

4. SRIETHMBE RS EREF M EIEA

S S A S AR AE T AL AT b, B R AETE— BRI il R PR AE KRR, AR T IR 4a i,
o 4T IR0 R0 i AR K P BB SR B o AR, X R TR SR AR AR B 2 G el R AT o, iR IAR
PR SET U R e i e rh i s et . BARORTE,  NHIE AR ZS B R 5 T 40 i X 4 e T
PPk R OG, HEMMIN 7R R AR L i, AR T 27-55 J R[] B (— Fh 4 1T
AR B B IR [ R AU =) PR BERT 2008 H 30 A A A, Ik L 200 i 52 300 40 o 5 B3 e
A G IS 2 IS, JF HiBid R GPX4, B & 7 kMR e 71[38]. o — P iH [l B AR =4 7- it
ZUIB[# % (7-Dehydrocholesterol, 7-DHC), [R50 T-HUBME R VIR OG0 A izt 3 L[] 95 A= P s 1) v
AR, 7-DHC el i (R Bl A4 B sh Ak, ik ekstro[39]. W5 RIL, X 7-DHC A4
B BOBAFAT IR, 0TERIE T BURME AR BRAZIRAT, TSN B R AT U ) 7-
DHC 78 fIHL[& B A ) b R AL, W2 BRI PR v . 6N R SRS AR A se a6 rh,  BHIEE 7-DHC (M)
HHUG, MRAZIHR 7-DHC KF B, (R e A2 Kt 52 B4 [39] o X BeffF 5e 4 AL [RIZR B, AH [
A AN T BRIE T G E i 25 0B, SRR AW LA = AR VR s B L] e o ) 4 s R 9 440 i 6 32 Bk B
TSI, X ™ 2 T R AU E S e 0 R A I AR M B R . kA, HI R E R B AR e A Bk
BET 347 B Y A 2 100 1 o988 AR % (Tumor Mlicro Environment, TME), 31043 HCC HIFiIEF LT 32
1 RPETTIERIRCR[40]. TESIYSREG R, MR H HCC MR /NI E IR B AR fS, I 4 gid M2
R WEAM M L) R B, ML B SRR B L) T v, TR WL S Th RE R, A e ey ik A T 2 ) AR
PRFRR/N . BB IRAR o T AR A S B IE S G B 1 rT DU i HCC A igg A 5% B W4t i R 2R BB T AR K
M2 BIEWRA Ry M1 B, et mT L, H0I IR B S TR R TR AR, S SREER, AT RRAE
HCC a7 Hh R PUI R S E

AT G, g 20 B T e R MK AR IR TR BN GH MR T, DAUR IR B B B AR K A R T
ft. Henry S HC[EIZF (A5 R0, pB3 FL s 40 M A0t T 4i M T i N ORGSR 5 S hE T 20 B A 12k 9
SEHUERS[41]. X7 SAE 1520 s 40 M0 A 0 5 B CDA44, I AR AR R A/ 3 B R, IR —Fhog
R PSRIOR R . AHH P9 B IR T T T 4l A5 RE 71, (BRI Al L B 2% 5 R AR R AT T

g EPnR, RERIMR T TME I BUAHH 5 2R 2 B 28 K R o IXFh Ok R BE e 4 i i) A K
PROL T SCHE, RN A g A0 B R AU TR SRR, IR N R AR AE P R SR ML DA R AR BB R T SR
PRAL T H BT

5 GRS RE

AT — PR R I 4IRSt T 77, 76 HCC MW e Ul p 452 6, AR FE G, BAE
HCC IR RIEHEFE BRI AR . R RZ W O EGE T AP A LI R IF R, (R IL 5 iR
BERE IR RAAFAETE 2 RF . AR ERIE T A REW A H T BB TR R b IO RIBA Y, #E T HCC #Y
WEBA . RARMERE AR . MBS HCC R 5% H R IR, 52 HCC iRT I Bl pil 2 —
AR R 8 AN HCC 4 M PRIESE SR (L 1 BT i (R B A o S, S PR AR I 1R 3% . #4678
LB i 245 41k 7 A 28 T R A AR I

WASERIR 7R, BRAE T AR A et J R R IEAE R B, ARk PR R XA R 5 AL
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