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Abstract

Lipid metabolism is one of the important metabolic processes in the body, and the liver is the central
organ for lipid synthesis, storage, and metabolism, with a mutual influence between them. The local
environment in which the tumour cells are located is called the tumor microenvironment, and the
metabolic changes that occur to adapt to the tumor microenvironment are called metabolic repro-
gramming. At present, the relationship between lipid metabolism and liver cancer is not completely
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clear, and the specific process of lipid metabolic reprogramming in liver cancer has not yet been
fully elucidated. This review introduces the lipid metabolic characteristics of liver cancer at each
stage of its occurrence and development, summarizes the latest findings on the lipid metabolic re-
programming process in liver cancer, and aims to explore the role of lipid metabolism in the occur-
rence, development, and prognosis of liver cancer, providing new ideas and evidence for the pre-
vention and treatment of liver cancer.
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1. 518

Ji P e (DA R SRR ) R 2020 AEAXBRE WE MR 2 —, R A BREM MRt T R E R H 2
—, FETCHRLOK Tl UL s B[ 1]. H 2004 fELK, FRE @ ML REG R R, (HIL 5 e )
TR EEAL TR KR (2] H AT AME T 2 s g . st B iR 1 SOOI S5 e
TSGR R TERINEW 5T B 44 1E (metabolic syndrome, MetS) 5 A KUK & #4156, R
MetS ] BE M Z iR 122 5 R i R R HERR[3]. MetS & —4 L bl . i s . BERE LR I g 57
S RAE SRR G RAE R, XS D R L . AR OCHE, ELREEk A B e 3k T A DS HBOm 1 R A
R, MeEE N4 B AN 20T 0 R DU S IR DL R R 2 (8] 06 R D), R e o
PR RE S EWUA KA T B S R8P0, BIERIE . HAUSMEBEERAS, AT i iFe 2 42 KU 1 BT
S 5 1A 2 B s U 2 (R O6 & H T A e i 2, B Rdk— B0 5C[5] [6]. HLAREACH 9 IE 5 AT 1K
TR S S5 5 ThRe, AR AR AR, FHRIIRAENE R 2 2 BN R, T 2 AR
IR, AT RE M UAE R . PR AR R e 2 ik 1e . 2B, ZRERY, ERXANE
RIS AR TR PR RE A = IR AR (7] A SO M AR5 T 5 P e 2 () AR D % JH s (1) A AR
Gt AT A, BRFIRAEE AR A RIBLLRTS R IER, I Bia S aEH 10 % 5K .

2. ZMBUREARSIERENHAE
2.1 B Z TR ERR

S 5B (HBV) 2 % WL I 2i 2 —, 180 2 0 58 & Gy vl S SR K AL T8 1 2R
NI AR = AR50, KR T HBV G A LAA ™ A5 22 ol SAE S S5 1 fish A AL 788 s 2 B B[ 8]
FR, FEARAE R O35 B, A5 55 DR i 50 B AR KRR FE s i 5 IR 03 (1 & 1 A7 S AR 2
HIE R R HBV Gy 5| A s, AH R IR SRR & k2B . AR, a8 HBV
JRGLAH STt JE v, R AR 2 — KBV I T8 R Tt IE B (ly soP C) 7K ~F- & i T eI 14 [AJ I 72 HBV AH
KA FT HBV AHIE HCC 211, 5 Child-Pugh A Z¢A11 Child-Pugh B ZiAH L, Child-Pugh C %) lysoPC
KPR, X 2R lysoPC 2 Wil HBV AH ¢ 5 2t & IR 72 bs 25 4[9] -

RUE BT V2 B ERE HBV HH5C HCC KA, (2 HBV AHC MR B SRS L)L A 45 a3k — 2 ]
TR . HBV FHOCR R AR A%, Horb ] B A0 45 5 U B S S SAH Q1 1 = DR 380 5 0 2 dR 1

DOI: 10.12677/acm.2025.151145 1085 Il R 125 23k i


https://doi.org/10.12677/acm.2025.151145
http://creativecommons.org/licenses/by/4.0/

48T, PHE

FIEAN I EF R K [10] [11]. 7€ HBV ZE =4, HBV X 2 (H(HBX) &M 7t i) 2 I & H - Hyun [12]
LRI MG i R 7K S 23 38 I HBx (AR e P, M55 HBx i AT IUE 8 i Je PR ik o 7E— T3 HBX
FESEIR /N RS TR 7 [13] 7 W 5 I g JoR (H oe = JOEL 351 B0 g R Wl 2 e 3 A 3o 2 v S 7 R U e 7
B, BIRHIN B, MRBUKFA BT B, TERSOITIE NG, 8 R A RIEAME 2 RS ATEG T E e
BB, MRBUKFRET S, TERCE R, 1IX AT Ae 5 e U ARG 5. 7RI 7 ik
ISR B 22 g o AU AR DGk Rl A8 AR DU AR 5 g Il (ALOX5) . #RIREE 1 A-IV (APOA4) L. K IR 2
IR i (LPL) 5 4 12 2 s, OB PR S R R Y Rk K, TRAR B HBX 5 4 S M FE I 5 8
/b, HBX 5 0] i 0T A 35 ) 52 10 14, DR I 938« e b, A5 0 Fidid 7 HBx B 759 4 i % R+ 38 (HNF34)+
CCAAT M ¥45 5 H a (CIEBPa). IE MR IEFAYIBIE Z1E& o (PPAR) VA RGNIFRLS G HEA 1
(FABPL)MERIE, SEUFANMIARI AR M, (Rt FFATRE FRAE, AT 34 0 e % A2 U [14]

HBV 18 B 22 T EW UK HIAL T8 M 20E KA RIBOIRAS , i mT s i 2 Rl S S RE A
WAL, AR P AR R 2R 5 SR A BT AL B R A R A

22. RHIBZER

WM R MR E RN R, KR E R s, B D L BUE .
A5 R BL(AFBL) AT i & d R b S tE o, B0 W IRFERGE I, WA R SRR, 2
Pt 7 AR 2 B RE T S WL 81 A | R P [15] . B 78 (161K I AFBL 2l ik T Ht T4 i 5 g 1 it
H IR A LA R H B B AR T BUF AU A wT I 45 05, A B O AR DGR B B s . kA, i
FSEASIE . g B AL A RE [ B KV T m, AFBL Rz AR T BE IR B2 P R, 4 e 8 AR 1, B i
.

2.3. B

JHE R A N A AR B, S R0 3 AR 3 48 G 20 RS (0 B4 T, (R FE[18] R I R
BN BT 80 ml Bl S EUBFE AW =) CBEAEAR RS, X3 IR RS Y Re 0t 2 A IR .
A, T O B A IE S SO PI[19], M R BRI AN 256 FF A i B3 495 38 T g 389 355 (R 5 AR A
SRR, I EFE A R 5 PR R DI AR O

T NG 2 5 B0 P — ol S 25 Al Tl 0B T e R P 4 A% 1% (Niicotinamide Adenine Dinucleotide,
NAD+)B#{%, NAD+L AL NIk JFZE(NADH), NADH/NAD+ELGI I, 4K WAL T8 FURZS, R
MUY T5 2 NAD+HE B R 116 25 AL B 07250 A 2 (AT 25 OB, 3 R0V 2 3 B LT
EAFRAEPFEPE, 1 H3. AMPK. SREBP-1. lipin-1PCG-1. PPARa %%, _Fil S AR 4k 2 i g
AERE AR, TR AR TR 1 E A AR, DRI Bl 5L, FREIR KRR RN X AR AL [R] T B4
FOREGAE, FEAERE PR E, I A0 MR SR T, 30 e KU [20] [21] . EAh, ENR IS 2 SR R4
A, SRR KA TIRE RS, ATP &l Mg i Ew Eik, (R ERE AR, x5
18 PE PR BN 5 BUTF T B 3 DA 9C[22]

2.4, TR

TR R R S Z R EOEY, IR ALAR BRSO S o K R R i
B, BN SRR, 3 n s KUK o B T R BRI S I RR VA G, BRI R R
FEUE R AT R 5, PR 03 AR 8 =i (23] A, WROHH 5 T 7 e XGRS, o B P R8O, IR EAE A AR
WA E ) 53 1 e i BA S [24]
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VB3 SSCHT g RS 18 o ) EL AL AR T v A S8 0 28, AT TE[25]) R B ) 2 5 T MR S BU P vl g
TN 51 TR, 51 DNA $5i4)5, LG5 — 0 S BN ROAE R 5 R8I0, 2 Mt
RIS AR A i, T3 8 A Ak P [ B AT A R g IR

3. AREIMBERE S EFEPHRIEFR
3.1. fEEEE

A JIE % (Total Cholesterol, TC) 047 JJE i 5 B A5 25 AH [, i 21 2 by E T I AR e U T PR AL A 1)
EW, 15 TC 11 70%. AFIEAERREIRE AT 0 70l 5 BR DL RAR R th s 2 A G, [ R 57
W2 I B S5 A 5 T RE P AL AT LN, L A QU R 4 A T R A A P L B B . AT
W FE[26] 7 AL, 308 =188 B I 107 R L P B AT v L [ B O R IR s I L T 222K/ B AR P B T e
MMt Bom Y G, 27 AR N R . BBAh, FEBRZ NK ZI /MR, m B
BRI IR S8 RS I e o 2T TR 7 v L35 L P 7 1 T e 5 B AR AR AR 5%, HLI (P T g i
T 38 58 N L 1) 7 P8 i 1R SB[ P IV 22 Wt S35 B L T e 7K 1 5 P XU 52 47 AF DR [27]-
[29], X APREBIG AL 7RISR . Krautbauer [30155ACHL,  FHH £ 38 AL 335 v JEL [ A2 s - 9 12 L ] e
T bE R 8 2 T RO MR NP AE AL R o IR, ol B Tt e WP LRI B — s i, JCHR LA 26
RIS S T EAOR AR A IE [ o RN, IRELERRLATh e, 3 BURAL N M 2RI A28 e H IkAE s, (AT
WA AN 0, 3K e RV £ SE 6 A 21 [31] -

JFITEA, - LT A~ 5 P DR 2 T 1 5% 2% i AN 58 A TR, et 7 UL e T e e e 9 2 5 B SEEE
UM AR, Hoh T 52 2T ARG B & 2 PR iR 4 i e i 75 SR N &5 BRI, 197 AL 1] 7 1 /T e A
JS2REAR . (H G R AR S2 AR, DA AT DA v 30 L] 7 2 e A A R R 2 B2 B, 3 K B e 2L 2 3 R
ARG BRI BEHEN MG, 7T RE T BTSRRI B AP AN T o BhAh,  EIRBT FLEE R A — Bk AT fg
& T Eh IS8 5 Im R ST Z A AE — € 22 . DRIk, JHIE RS e =3 2 (B iR R AR5 E 2 07T
Keitk— WAL .

32. HB=0s

Hh =l 2R TR A0, tRNUA TR BRIz —. MHVATFERE RN, Hil =K
fige SONR D B AT H i, IR D BB AE 2R A EAT B A AR S R 5, 224 e 44t e A 75 SR B SR 34 i
S EHUARRR TR J . EAME =B 321 B, AR T FEXT HR3E, 191 93 55 e 28 2 19 138 H 3
ZEEACER TR, RN H I =R KCE AT BE S 18 PR R A U B — e A e tkAh, TS
YK AL TR R B T, B4R S S IR 2 (hypoxia-inducible gene 2, HIG2) 1 57 5 i, %S H i =g
(6 RS KR, AU P I = EE R, OV AN RS E AN BE R, 3R T 4 SRR AR
W REBHCHT T, AT 3R e 40 M () A S AR 98 S R RS TS RE[33] [34]

3.3. BEH

JE B 1 i E I rp ) B B, AR ORI AR (R AL Rk, B3R (AR 3 5 AN [R] 40 FLBEfiRE
(CM). FRAK B G 2R (1 (VLDL) iR B S 2K (1 (LDL) % & g 2 11 (HDL) A ) %5 S 2B 11 (IDL) . BE
A WA [35]3 7~ HDL-C /K5 2 Pl v il gg AU 52 A, (H PRI M AN 58 AT 4 . 75— Tk
[ [ BA Z BF 72 [36] 7R R B, 5 FR 457K P () HDL-C AHEL, AR 51 1K) HDL-C /K7 #-5 e XU 38 AR 5%,
IXFPAE S VETE R R4 8 e P B O B35 . BRE — T R AL [37] R B BT HDL-C /KPS o A&
17 H1(DFS) J s A7 HA(OS) T B4 ARG, $7R AT HDL-C /K V- H R e e A I 26 1 70 4 i LA
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HERE .

HD L Ff ML 657 o F JIE [ e 30 1) 2 2 PO, 28 PR A D JEL A R i A e 2 O ] e 7 =Bt R - LR A4
77 1k JE ] A A AR, PRt HDL A “ MAEEIE R ” 2 #R. tkAh, HDL-C AU sz 40 e e+ 715[38]. H
il HDL-C HifHgi i A2 4ii bk, M9 7C[39]-[41]427~ HDL-C FiMR b vl GE@E P s . Sy iy,
55 i L ] AR S5 1 S

4. R ERE AP HEX

Jif IR AR 35 (Tumor Microenvironment, TME) & 8 88 41 B B AL 1) R 38 3R 852, BEALFE PR 4 A & , ik
PR BRI AMRA R M g . TME & /MR 2 EAEH AR R
4t FURAPEAARAC R IR AR A L 1R 28 R SE R AT MR R T U A B R . HLA N IE R TME
kA ERYE DS TR Z SRR AS T H IR AU B g R A 2 O, TP B MR AU B S 2 B T i 2

JHF 9 ) P AR 2 4 00 S IR DT RR AR 86, IR DT TR A AR B R AU L B 5 A ) S R 5 A i
FRORRTECE,  TE I ARV EAT N TR Py S A (. [42] [43]. Je W R AR 32 EEELHE AR W R 7 1l (fatty acid
synthesis, FAS) 1 i fiij 2 L. (fatty acid oxidation FAO) WMl FE . AR R R & e DARH MR 2 A5 1) 2 Wk A 6
A HIRY), S, IR, BMRSE— RV AR R R. MG ent, RmRs
BCH I = FRE N R SRR AEE R o, MR R RIS, H il =B UOKME IR, ey RN
BRARTAT BNV BERE[44] o AF T A B 240 1 R 5T A Sk 65 P RH 5T 1 o 4 M B vy, T 5 2 i
) M) FH AR AR 5T 47 A I TR A J e A R SRR P B [45] 0 1 IR AT 2 35 R R [46] S 4] i TR M\ Sk
B BOLFE ) R 2 — AR TR A BE(FASN), e 4 I 1 AR K A # se A i ), X HROR AR M AR I R
A RSN P 20 L 04 R AR R e R A SRR .

4.1. ACC

R4S A LB (acetyl-CoA carboxylase, ACC)/2 e iR & i <82l , ACC & ACC1 Al ACC2
PR . Wang [471%5 R, EARMPBEAHE T, ACCL (LRt BRI MKk & B, 385 T 40 f 75 X 4
RIECIRAE N HIEAFRE ST, $75 ACCL 72 HCC B HIMOL UG TR R =5 HH i 40 i AL T i S ol ) SLBCIR S
I, o SEE L 5 5 ACC2 P 1) 10l R A K 186 o PR B A Al P9t % #% 18 1 (carnitine palmitoyl Transferasel, CPT-
1)¥&EPE, 1M CPT-1J& FAO AR CHNE, HubEdt FAO ZERE, 5 &1 W A A QI e A2 o I T K it
PEARYS, 3 TF 40 M 7E SOBOIRAS N 4ERE B B AR 75 Kk [48]

4.2. FASN

N R & i (fatty acid synthase, FASN)TE R IHER & 5 7 50 L E4HEE A FS e A A e A G
WHEREF ARG, e MR ER & ) S — b8l . AT AN i Ab T B R BRI, SR SR 4550
455 11-1 (sterol regulatory element binding proteins 1, SREBP-1)#iA, #Eifif# FASN IR is S % Fif, 4ikF
JH-Jee 4 AR A7 5 5K [49] . V20T FT[50]-[52] K30, mic ik slcAtii] FASN mT I A S e i A2 4, FASN )2
ERICBR Bl 24 3 R AN D 1 e 4B B I BT & s, 1T HL i i FELWT Akt A5 5 38 2% I i) s 1R 8

4.3.SCD

TE AR L G A Z RN (stearoyl-CoA desaturase, SCD) & AR i R AE 4 & B 1) SRR, /R4 SCD
ORI Z AR, (HE NP RIS EE R SCD1 1 SCD5 il A [47]. Budhu [45]4 &3 SCD 7&
JHE I I A €, SCD HIZEMZ =) —AFARIH IR (C16: 1) 2 (R ks A it R RE ), @i Fe
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i SCD HIFRIE S k/b gl fiER2 4T R, FEMHI 7 MAE ) FIHE . SCD 72 B 4l R B3Rk 7K °F- i, SCD1
Tk 2k 2 R 5 IR o A AR B S 1 T A A A O [53] . IG5 SCD i 1k 51 S B ASRN HE B BR AR B T
FHEE ) & A, T i@ 0] SCD A5 g iy BR -1 167 25387 [m) AL AN 5 1 3 A8 ] g & I FITE 7E TR I7 SRS [44]

5. RESRE

e R AR AN B R, 280 NS A R E T, HADEBMRE S, W52 L6775
FAHMR, FrehZER G BE NI Em R, BEAFACrRe, RS EN R 2124
ETEES[54] . A AR SR G Ak A I R AU SR 5 R 2 A B AR SR R EAT 2R B AR AR 5 e
KA RIBEYIMKG. IR RIS K2 He. 2B ZHEEZL, TR IS N 4 i fH5er
ST A A= B i A L 2 T R A e A BAT SR, R R A EE G 1) B A R R ATLA 1 R S A
o, BAWIHRE—DIRR . L Lpng, d TR S AP S OIS, ELIEACU 25 2 e AR A 85
2 AU OARE X R AR EE AR AT U 4 W] RE SO T IR YT BT T 170 o
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