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Abstract

ACSL1 is a key regulator of long-chain fatty acid activation and metabolic partitioning and plays
essential roles in fatty acid S-oxidation, triacylglycerol synthesis, membrane lipid remodeling, and
maintenance of oxidative stress homeostasis. With the rapid development of cancer metabolism re-
search, increasing attention has been paid to the role of ACSL1 in malignant tumors. Current evi-
dence indicates that ACSL1 is not only involved in lipid metabolic reprogramming, but is also closely
associated with lipid peroxidation, ferroptosis sensitivity, and therapeutic response. However, its bi-
ological effects are highly cancer-type-dependent and context-dependent. This review summarizes
the molecular characteristics and basic functions of ACSL1 from a pan-cancer perspective, with a focus
on its role in tumor lipid metabolic reprogramming and its emerging significance in hepatocellular
carcinoma, ovarian cancer, prostate cancer, clear cell renal cell carcinoma, colorectal cancer, breast
cancer, glioma, lung cancer, and chronic myeloid leukemia. Overall, ACSL1 tends to contribute to
aberrant lipid metabolic maintenance, enhanced metastatic potential, and therapeutic tolerance in
hepatocellular carcinoma, ovarian cancer, prostate cancer, and breast cancer. In contrast, in clear
cell renal cell carcinoma, ACSL1 appears more likely to exert tumor-restraining or protective effects.
In colorectal cancer, glioma, lung cancer, and hematologic malignancies, the direction of its action
remains incompletely defined and is still influenced by molecular background and the strength of
current evidence. Available studies also suggest that ACSL1 may participate in therapeutic response
to platinum agents, lenvatinib, and endocrine therapy by modulating lipid peroxidation and the
threshold of ferroptosis. In addition, this review further discusses the translational challenges of
ACSL1 as a biomarker and therapeutic target, including discrepancies between mRNA- and protein-
level detection, functional post-translational modifications, standardization of expression thresh-
olds, intratumoral heterogeneity, and the current lack of isoform-specific inhibitors. Based on ex-
isting mechanistic evidence, several potential combination therapeutic strategies are also proposed.
Collectively, ACSL1 should not be regarded merely as a lipid metabolic enzyme, but rather as a con-
text-dependent metabolic hub linking lipid metabolic reprogramming, ferroptosis regulation, and
therapeutic response. Future studies integrating functional experiments, spatial omics, and trans-
lational investigations are still required to further elucidate the cancer type-specific roles and mo-
lecular basis of ACSL1, thereby facilitating the evaluation of its clinical potential as a biomarker and
therapeutic target.
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1. &

KEENRI GG A & S i (acyl-CoA synthetase long-chain family, ACSL) 2 g i B2 A1+ ) o< B il
R, FEBIKEERIRSHE A 2554 BUETREE A (acyl-CoA), AT 85 i i B3k N\ 5 224X 158
% WL ACSL F %k £ EALHE ACSL1. ACSL3. ACSL4. ACSL5 fil ACSL6 TL /M, XL
2 5RIREN, (B REE HR 040, WA E A 2 B D Re I A IF[1]-[4].

ACSL1 ZZFEF s NIRANRIR 2 —, HAE R JEER + CoA + ATP — JIE#%-CoA +
AMP + PPi, #UCHRIEBMRIIRREE. S5 NS M E N . WIheE L&, ACSL1 4k
aiguE RN “RMPAIH Y , T E TS S5 IRPIRAE gAML H I = ERA BRI A it
(T 23, DR AEG mT e MR i B R AR A 12 23 BC R R 205 R[S ] AWIRWIMR TG, ACSLI B9 5 K EE AN BR
BRI BT RRARUR AR DG, T ACSLA4 T BE A ) T 22 ANV AN 107 BR R0 vs 4, TRt — 3 7 IR AR Y B g A %
BRAE T OB R 4% A B AN AL B A R B A A BB 6]

RSN, ACSLI g gl. FFAE. O, B8R T2 S R R R I & . Ellis
(715 KB, NeWrHZR 1) ACSL1 AR TG IENIRR 5 W p-Adk, HSHIEAFES™H: Li 815 —PiE
B, FFARARR S PEBRR ACSL1 W] 235 5 = I H v & e e 7 R S Ak S i M g P IR 2 Ao R 2 SURs e 1k
4b, ACSLI1 HIThBEIE 5 W4 e hr 3 ViAo o (EEAHPR /KT 1, ACSLI ] @A F 2R R AH X . P i
W B HAh RS54, AR e 5 AR ThRE B DIR DG . — RN, LRRiRAH I ACSL B 5 5 REWT R B-4A
PRHREEE, 1T NS AR DG ACSL W EE AT e 2 5 R A 5 40l . Young [9)55 8 7i#€7R, ACSL1 mJ 5§40
Jig e AR R OB B B A, TS S5 IR R AE A S A7 2 [ /3 Bid . BRIk, ACSL1 BEi@E &
Bl BR AR — AN 52 2HZ3T5 SR 40 M e 67 3 (R R 42 PR IR AR AL, 1y A 7 S iR A B i T 401

2. ACSL1 5EBE RIS ESRTE

ACSL1 /T BB AU B g g oA B g A IR AU I L ) B B 2E i 4y, OB AN R 2
JIi 7 B B S AR AR DT A S N, TR T MR A AR RS 7R IR R A 25 [ 1R BE SR I RE 7, ACSLL A T
R B R, RS BENR T RRTE AL A TR kA e A, M v Hodk— B IR g4 1
= BEA R TG SRR RIS AN [FE B . PRIk, ACSL 728 A 1 FH B8 38 & 4 A o i 7 1R
AU is 7 B i) B E AR, AR Al R S BRI 20 T-[10]. X — “HHOST S BRI
Et (synthetic versus degradative pathways)” fIZ2 HIAIH, B Coleman [ 11155 ZRRME G EP 42 H, 1M
Ja#k ACSL1 ZhREWE 7t NIt — 0 IS SR i T PASCH -

ACSL1 58:FET: K EA R AaZs: IR4ER, ACSL1 5ERAET: KB AaZs 2 (A (RVE AR R 2 5
W2 RIE o« WAL Dixon [ 1255 5 SOA— MMM I T T R 20 BB TS, HoAZ O AR AGRFAE 2 IR i i
AR ER R, BEJ5, Doll [131% 1 Bersuker [14])%573 HIEN], FSP1 &7 T GPX4 2 4MK) B Bk
ST AN, SXONERME ACSL1 SEAETHIOC R Peft 7O 5. ACSL AL T ARt g miid Ak
BRBET 5 IR 6 7 I N RS Ak s ANid, ACSLIT 5 ACSL4 fEBRFET /R AR B AR X BE A AN [R], ACSLI
EERBET: Z )08 2 3 AT e AR P A IS SR i [ 15]. BT BUEARR Z IR IA2: ACSL1 mlRgiEE
Wi g B A o G i Ak 2 SRtk L R BT IIRAS s 255 075 i 8 4 Rt 2804 R 5 s 77 1) 3 8 R 41

DOI: 10.12677/acm.2026.1662462 2394 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1662462
http://creativecommons.org/licenses/by/4.0/

3. ACSL1 EAREEFFHER

(—) WLRNIESE & 7855 iR

1. 4

FEMF 40, ACSLY AHIRHI T B et b T W IR PRI 4E+F . Cui [16]55 K3, KHEAEmIS RNA
highly upregulated in liver cancer (HULC) R[] i@ i miR-9/i S ALY B4 1 FE W) 0 5244 o (peroxisome prolif-
erator-activated receptor alpha, PPARA)/ACSL1 #H 38 B4 2 12 /-9 40 B P JH [T B A H- il = BRARER, AT =2
R MGG . X — 25 RN, ACSLI 7240 B 7 1 = S Se AR BILE S35 G I A A7 AR T2 & iR Y
YERE, TMAEERAL R T ER TS AL o

FEf5, Yang[17)53F—DHiE, #%EF xB (nuclear factor kappa-B, NF-«xB)-ACSL1 %l 5 g R 2 &
PERR P& AR AH O, B w] DL AR AT I P02 A5 - 40 e 4 e R AR . SE S IRIE 2 K ACSL
HRERIGIT IR 25 R oK. Zhang [18125 R L, 455 T [F Y54 2 (enhancer of zeste homolog 2, EZH2) rJ i@ it
H3K27me3 FMBAE I ANH ACSL1 #5%, /b R B A IR A2 B FRACLE ML R AL T2 1) B S s BT
RARE R B Ui AR 515 S BT A DG, Rtk EZH2 A3 09 ACSL1 R ] Hil 55 SR AR B B R A R
N, MITEHE 25 . R, TERFAHAusE 1, ACSL1 SIE SN 28 IR AT . AN & M
HRIT SN ) RARACE 1 R

2. YN ELE

9P 53 2 H AT ACSL1 LI W 7 S MR AN S8 2 — o Zhang [19]55 56 KL, ACSL1 nl@ i 34 n
W IR e (e h B 1 N-PA G5 e AL, AT B 5 N SRR A SRR BiRE /0 IR RO e R T8 g . IX — 45
R AET, B ACSL1 BV AL Gt 5 SC 0 g o A gk — 5 1 i 3] 85 1 08 S A5 1 A6 e 4 e ]
VR Z 1

TEMEIEAE b, SRR FiiE— P UE B, ACSLI1 & n 3458 FSP1 (1) N-P Bt tb Az e vk, femop
HUm N AR M LA RE S IR BRI 245[20] . 454 FSP1 MO HLRIE T M 4ilix — 15 5[ 13] [14], ACSLI
FEON S h A — MEHH 1, ErReS B “RITRIEH - B NRmA - BT Hh - 17
M 247 31X — 1S A B AR U R 42 A7

3. HIA e

FERTFIME T, ACSL1 FERIUNEMEBERIEM . Ma [21]15F 70 57R, ACSL1 A [A)RS 3458 /I 5T
AR R p-EAk, TR e HEER R AR TR A ATP A= S BRI 5 . B8 AR N R AR K. 1IX— &
BARR, ACSL1 FEANE g T r) B — AR SCBK, 17072 T2 [R) — R i 55 N RN ROR & RS 23 il 2R g o AR
BHEZ .

DAL, w51 B ) ACSLY B30 T AR B AR UE 2 AR HOR 28 o e B S o5 g 2 R4S 1 S
JEAIR] B, AT [ B R M A 0 O AR A I RE R 5K, VR R 8 AR KR AR S HF . 456 ACSL
FIRAE AR TT LR PERHIR[10], ACSL1 TEHTF i it B — @ AL 788 71, B H AT B3R
F B B BT .

4. 37 B2 R 4T

5 2N EFANFE, 17540 S 409 (clear cell renal cell carcinoma, ccRCC)H A ACSL1 T £ H 0
TEREAFIE . Yang [22]553E T2 40 H KB, ACSLI 7E ccRCC IR Tifl, H5HREHS . MEHErss
R FAIFAEIRIT A G . X — 45 R4, 78 DUIG o HERR RN AR 25 L E PRI ccRCC 1, ACSL1 SRIA Sy
A eI MR I LA EE AL R — B 7

BT B S B STt — D4R R, ACSL SRAk ] @ i i P 4 (reactive oxygen species, ROS)-pS53-1# i %X,
S 7 A 11 (solute carrier family 7 member 11, SLC7A11)/GPX4 it 522k s T-#EHT, MPKE ACSL1
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RIE NPT AR B Al S AR e B AT IE#2 (23] DRIE, £E ccRCC ", ACSL1 FEAZE Rl it 88 3 J
PEE AR “ARUEHHEI BN 77, FHH KT BRI AR R P A D R s R T s v, R R A
J g FF A R T AR R EPIR A X —fE AR5 ACSL1 78 U1 Sy A AT 51 i vh 2 RO IEE R . 1Q
I B ORI TT I 52 (02808 B AN R

(=) UEHE IE7E AN B e ol

1. & E

KT ACSLI fE4S H i h It 5T,  CNTIUE M DSPE M 521500 Kk B RN ThREIGIE . Vargas [24]55#)kIH,
ACSL1 3 JEF# 3 [X (3’ untranslated region, 3° UTR) % #&51 rs8086 5% MRk /KT LR Z Im IR 45 kR, 2
/N ACSL1 Al e B — @ FEbr MM . X —85 R e WsE 48 e 5 RIA A ETH SR | ACSLI 545
Bt g 2 I ek . SEUTIIRE SR HE— 53R, ACSLI R4S B b s aRis, H5REAFM
X% UUER ACSL1 J&, 4RMih N AMMEERIEFSGE ) R %, [FIR Janus kinase 2/signal transducer and activator
of transcription 3 (JAK2/STAT3){& S if LIk 35[25]. X iiHH ACSL1 7E 45 B e /E i E A R BR T8
AR 5, RRETR I ] 5 2 U (5 5 B B AHRR I AR R 1. AN, B AT ICHE A
HEAIAERA R, HAE B R 2 M A — P IRIIE

2. FLAE

EFLME S, ACSL1 HulCRAE AWML MBEIHIZ 2. Wang [26]55 K3, HBXIP n]@id#
TSR IR T Spl B ACSL1 RiA, #Emife ik AL A b i FER, $28 ACSL1 Tl N FLIEAH C 1)
BRI 2 . B BRI AR AT A, R T — P 3UR, ACSL1 iEF[Re 25 20
FHOC R PR 9834, Thomas [27]457E MDA-MB-231 40 &% ¥, ACSL1 5 TNFa i% 5] GM-CSF
FeHE, 35 p38 MAPK. ERK1/2 J NF-«B {5 S UAHOG, 1X 278 ACSL1 AN 5 M JifJed 4 i A< £ (1) A= K
TR, T ARl Y RORE N R IA S SR MR A 4 . AR T U ACSLY 5 4R T
LR K. Fu[28]54iiE, 7£ ER FHVEFLIE T, IDEORRE p 2R nlid it 5209 PPARy X ACSL1 H3)¥
Moy L ACSLY, Fit—DWuE STAT3 (5%, MRt B SR 2 i 0 o] 76— e F2
SRR AR X — 2R ER, ACSLI fEFLE F I/EH A F R R T R ai g mACH Emfs, Ml g
I Ry T M2 s . AL, BUAIEYEIR R, ACSLI EFLARE Tl e RN 2 5 IR 40 i i T/ . &
i AH ST 5 58 3 S A 43 W YR YT T 52

3. s

FERR B F, 9% F ACSL1 KIBFFE H Al EZ4E T IDHI M ERE . W5 02 KD EHLHIE
To BARWHERE A% SR, 5 IDHI BAER G FREMLLL, IDH1 AR R+ ACSLI,
ACSL4 Fll ACSVL3 KiK. FEAIK, FEAF: BE NG 7 e 34 e ek /b s i3 — 2P L T TCGA H¥E )73 M7, ACSL1
RFRIEEBIFAAFAEG, 76 IDHI AR B X — A7 1E, B ACSL1 Rl At IDH RAZ A
2 I 968 i S A R B 2B 1 — 0 53 [29] 0 LA, ST EE MRG0 e TURE (M AR 015 B 7R 9, ACSLL 7£ IDH
B AR, MGMT J3 81K B R s goiw il h ik s, HmRik 5REREMHEIG: F—RER
B, ACSL1 RiX5J33)FX CpG & FIEAM/KF 2 B3 AR, 35 2 M i g iE & 7554
K[30]o e B A2, XA G B A DG S5 10 H AT =Tk B ASEEIR /b, vk = S0 e A7
S IhEe e SR IO I o

AT 5 EL R I LHRRIE I I8 K B R 5 BE4H R 1Y) IncRNA PRADX 78 . Xu [31]% K8, PRADX f£
)i GBM "Rk, @B STAT3 BRI L AAFE ACSL 76 N H R IEARIEE, AT in s o
AU AR E— DA R A, #If] ACSL1 7] 38431 %, PRADX i 33 BT Sm AR U 38 it R e I8 20081,
$&7~ ACSLI TERHE R 77+ 8 5 N RS 5 MR A A ARUNE B . PRI AE HATE >k, ACSL1 ]
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Wi 4

REZ 5 e BRI IDH AH G R B s S o (R AR AR P 4 RF, S IRIREE R ARG, (R E AR AL
HilAT = — DI .

76 RNA R )Z M, N6-F EARF (mOoAVEIT O IESLT 2 2 5 R T 4E 5. M. 228
AAYTHPT, METTL3/METTL14 & &4 & H R #3875 GBM W B A HEEF[32] [33]. 491U, AF127577.4
S Uk AF127577.4-ORF w]@ it )98 ERK2/METTL3 M EAEH . F&IK METTL3 f25E M IEE> meA
BRI HIH] GBM 4H3G5E[34]. SR, BRETIF LR BEAEHR K ACSL1 O IESEg AR
T mOA WML, FFE, /A% GBM H PD-L1/PD-1 4575 5 5 S fH AUAS K15 2 U181 5351,
BARGON 5 R Hitls PO ST 3~ ACSL 5 S22l Sl K15 S A7 AE RHK[30], {H ACSLI s it
PD-1/PD-L1 Hli B/ S RTUR e ik ik, BT BB = B LHNESE . Rk, 5 ACSL1 AR R
VR MR — D AR 5 1)

(=) HAdgm b MR R EW T

B ERIEFRSL, ACSL1 A& H AR o B LA AR R, (AR EA AR YRR A . (2
i, B E 2 M ACSL Fi AR M B 4E ACSL1 B9y FHUEIE I . Ma [36]Z57E JE /N e fifiJee o
RIL, HIEHECRE LML, 2500w 40 R A77E ACSL KRR 0t 1 2 JvE ki, o ACSLI.
ACSL4 Fll ACSL6 FHEBh i Wy AR R iR, #E i ACSL1 Rk 5 it i o A RFIEAR DG, PRIIB AR
Hieth ACSLI1 W R RA — & M s 2 el IZ . it — Bt 5t M, ACSL #01#17) Triacsin C 5
5 PEARIEEIDE A AT 1 5 EGFR (7 AR 20 e 4 L Fr A= KA 08, i 5 EGFR-TKI B FH W) T $2 15 EGFR A%
JIi e 240 BT BB ) YR T R BBURR A, (B2, Triacsin C R ACSL R S PEAHI7, 12 RINEH T 24~ ACSL
FIERIL, EXF ACSL1 ML i B HAER U5 AE X G BR[37].

T 7E 12 1 6 2 1 1fL97 (chronic myeloid leukemia, CML)H, ACSLI1 f 3L AI/E FIAR N B AN [H £
BRI . Liu [38)5 M %25, ACSL1 fEFEZ RN K562 b 5% i, #— P8R, ACSL] it
FOR T AN AR . M58 SA-B-gal PHIEREEREIIEHDHIIMI ALK, [RIRF L BE Y 5 7 5 5 8 13 5
PO, TR ACSL1 MIA M D& R ESHMmEL. Ll L, FHIEHx —IdRs
SIRT1/p53/p21 Hli¥iEH %, #E~ ACSLI £ CML AN S 5 HRFARBEE N, & nl Rk N 25915 S 1
N ariz RSN 2ET, CML ESR[A TKIs (Four tyrosine kinase inhibitors, 5% e, AW EJe. Her
BB Ee)aIT BEMEETUS, A5k A Mm T RRMEIT 24 5 M T RS “ThRett
YR M OCERERAT ;T A LA R AT AR R SR R R 5 5 BUR Al 3 2 AR T TE VR T SR [39]
[40]. PAlt, ACSLI 7 CML IR X, Tl REFFA F LRI R B R 2%, 171 55 n] fe A4 I A 1% 42 6 5t
O 259075 3 LA MU T A0 SIS B SRS T AE AR R, 1X— i 5 HAE 2 S A v i A A % ik
TAHVMERIR R . T B L E ACSL1 FEAN Rl R A A4 FAFAE A A T UE S B, BN A DG i 4%
BLERIESE 78 Moy B AN 2 5% 1,

Table 1. Roles and characteristics of ACSL1 in pan-cancer and the current state of evidence

F 1. ACSLI1 32 2P OB MHHE & HENERR A E

ey e Y AL FE/EH
A HULC/miR-9/PPARA/ACSL1; NF-xB-ACSLI; e k575 B AR R 5 AR g A
HUHRER IR B HD - ACSL1/&RBET I 5 AR R T 2 4 26
VAT i O N FSPINWORBRE (LR, IR
R 5 T FET- R 1 B AT 25
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IR &
Bk
(ZP== > ©RS S Rl . EITE'T‘zAW\L ST . ‘ .
gty ORI A SRR s, seas b rmm sk
17 RF 41 , RFIEESARTGAHIE; ACSL1 i
e ACSLI1 {£#i5; ROS-p53-SLC7A11/GPX4 B
SARRBGHE, R, T8
zE I > 5 .
SEEWE 3’ UTR 2451 1s8086; JAK2/STAT3 otk I
UEHE IE7E gy HBXIP/SpI/ACSLI; TNFo-ACSLI-GM-CSF; REIFARITRE, 25 RIEAHRU
ma UM pPARy/ACSLI/STAT3 PREEIR IS J 4N AR TT TN 2
R IDH1 MR EHFE: B3I CpG FIEik/ % 5 IDH HIRACHERA .. BEHE X
” JEEE A S5, PRADX/STAT3/ACSLI 23 A2 R A B R e 4 4R AH K
P ACSL F 5 R M7; Triacsin C BEAIRME AR WIREF T Ml RNE 20 2 IR RSB AR
M - ACSLI1 $§5%) T U
7 P (R T 85 2 ¥ S A B
A ORTUPSIP2I SR 2

4. $8E ACSL1 BB 5Kk

(—) ACSL1 1E AR EV 18 715 Bk

ITAER, Bl A AR AU E Gm AR AR AU T 72 R TR N, ACSLI 3BT B RO b8 AR A 5%
AWIRED I ST, SR, SEMIKEIEENANE, ACSL1 FIAM0 2 AE F B A WA S5 8 R st v A1 B3
P, DRI AR 2 A AT THI I 22 A OG5k 1) R

B, MAEMITRZIET TCGA F AR E ) mRNA Rik/Hr, {2 ACSL1 1E MR R HEE, H
DN AU Z I K52, e S5 R afe e rE. WA e AL & BIIE S B DIAR DG, Fln, F7ERTIEE R 1)
TEYPEE , ACSL1 nlid@id (23t FSP1 ¥ N-PA Gkl fb 3 s Ho s v, A $& m 4l e bk st T e 71 -
BERASRM 2. PRtG, AR mRNA SRIE W] B T0E 78 70 O SR D BRIRAS . ML Z R, |RE/KF
MG AU R (R A 22 BOFEAS ) EL e 1 nT B T Bl HTh AR AS, B H BT [FIRE 78 2 8] M =
G—PuisbrdE. R RS & — B E

HIR, ACSL1 2 EAF{EThREMERI R B IR, BT Resemi A E N A bR E e e . BRHA S
A RE 2RI IR L . 2 RSB HEE4, ACSLL 62 5 A MREMLIERE, 5 FSP1 ZHieksb Tk
EAREERA G, Bk, KRBT FHFEMN “ThRBRESIREY” AR AL “ RISEFREY” 1 B E R
HEfR ACSL1 A 5

=, HETHERZ4—M ACSL1 m/AREEF e bk, AN EEHEET R KA A 8. 1Yo £k
BAEEWHEAT 40, MAREM F ACSL1 RIAE 2 REA, FUHEER S —BET RIS,
RKRFHEHAER T, AIRER S AR R RIA A6 . BRI EHRAE R IE T AR G 7 FIRAS, AL
A B RS VA A R

bAoA T R BRI ACSLL I RS FH A Bl . ACSL1 TEAS A X 45 AS[RIRI
HEEARMABE RS T, vTREIMHEAFMZFIEABA . Filhn, S & e X IR, &
TBIT SR AN RER, ST RS IS R R B (O MR ARG . PRI, BR FRIIE AR SRS I ACSL1 KIAL,
R, RUEEW T AR MR ACHRIRES . B S LA 2RI IG 0T 427 R S 40 il 7 e R e
RKAEEIREUEHARNT ACSL1 7EM R B P S R R i PE . BRI S, ACSL1 1ENAWbs £ 1)
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Wi 4

T E EARDUAT L RENS S e SR B R AR . BRAE T U BB T N, HEEIEAIRIKRN A, 0%
FRUCATINE S . ThECIRAS VAL« BRE AR AR L0 2 iR S5 0 1 S5 DG ) R

(=) ACSLI $B 677 I 45 K4 Lt 5 8 7 PR Al

MIBTT R, ACSLI A T KAEAR I BRI B0y o8, Dk E e F A B E AR E. 3
AWFSER, ACSL1 AMUEWARIIE p-E AR & i, 385 RIS Ak BRAE T RME IR 7 T 52 T %
YD, U HAEBONERE “RUET - SIETTEE - IR B IS fE R A

SR1M, B ATERXT ACSL1 MZGE 2 T AA A . 28 ACSL #I#i5 Triacsin C HLAR AT HIH1H 4
ACSL ZXJ% BR 53 FF 1 il i S A A op R — e U is i, (B IEA RS ACSL1 Festk, FEHEHT
ACSL1. ACSL3 fll ACSL4 S5 2 MNEAY, R DAAERf A€ ACSL1 A& [ DhReTTik. b4k, AFE ACSL
VYA IR 5 T JE A2 O G AR B T 42 v B AN AR ], 51101 ACSL4 388 i i3 22 AN A IR 1D IR T A4 - 34
SRERFE T RO, 10 ACSL1 £ 2 5K A AN B R A AR DR G, Db AE B BRI v] B 5 802 7%
B Z A AR S AR

MG A F A, ACSL FIRR 2 (R BA R S R, JLHAE ATP 456 X G 7 B A A%
VB AT T AR B B A v, X TR ACSL 5 S PRI 1) 5 ) BB B R 2 — o ARSRFERIATHI 7 ], AT e
fdf: FETIRIIRIEYSS & D482 5 B WAL BRI HI ) S8 ACSL1 545 B A HAE S, ik
AN BT M PROTAC 55 8 1 PR SIS S0 5 ey R e M (1) ACSLL FHil. Ib4h, IE7E %18
ELEREME R . T ACSL1 fEAFHE. O WL B ULFIAR BT dH 2445 IE ARG RS B ) 2RIk, &8
0] ACSL1 HEie B REsZmm IR iR A . AU A B RARAS o TR, SRSk B I SE G IR A6 77
], FIREIFAESE A ME ACSLL, /R4S &4 e iy 5, (ERE BT & N g7 A AU Tl

(=) % ACSLI B TERL AR T g

B4 ACSL1 TEZRFE - IHEEAIE YT i 52 Hh A FE T B, [l 98 ACSL1 MRER AR SRIS, WRELL
FphBR A ACSL1 B HA I SEn 471k

1. ACSL1 #il B A 12525 T FSP1 3Rk U) Hi9

CERFFER B, ACSL1 alid@id 3455 FSP1 ) N-PA Gt Ak Fids e v, 32 v U0 S 4 i i bk st T R
JIFHAE AT 25 . thAh, ACSL1 A5 AR IR A AR ) e S R 5 0 SR8 7 % R0 S s 1 5RE O
I, 7E FSP1 mik sk b T 32 AL 0P Sym b, 4 ACSL1 Hig BT AEHI99 FSP1 AasE it Hnfig miid
AR BRI AR R BURAE o 1X — S0 U S T H A B B IR oA U E g R AR AR (1) B R B S [ 15] [19]
[20].

2. EZH2 #i|7B6& SR A% Je T JH- 48 e

FERTAN AR R, EZH2 "l H3K27me3 i ACSL1 ik, Mk fig sk S fh Jes 4 A s PR 4
FSHERFET RO . R, EZH2 57 B 1S b nl etk R ACSL1 RIAFF IG5 SRR 5 e 75 T BB T2
N, T RAR 25T . X — SRS AT b8 T “ RMBLIEE + YA TIET” BA (18],

3. ACSL1 R T FilE A STAT3 s T ER BH 7L Mg

ER PH 1 FLE 1 A2 7E PPARY/ACSLI/STAT3 i/ S B 25 2. 1T STAT3 MY 5AUHE
JS7, 3B R I AT AR DGO SR 4 R A oG, B A #0H1) ACSL1 A1 STAT3, ¥t ] e [FHS
553 16 O A I LA i 24 A DG I SRR 7, AT 1 PN 20 WAV T BRI 28] [41] 6

4. ACSL1 & HEMEIRA BRAE T2 175 5 FH 1325 HH 4 A ' 4t s

5ZHUEMAE, ccRCC o' ACSL1 e T HA “AlHzhH ¥ FE. BH7iden, ACSL1 Gk
A HE 58 SLCTA11/GPX4 fliE M F IR Mkt T 4P, Kk, 7F ccRCC 1, KE ACSL1 RKikski¥omILThag
KA, BREYIETE T, BIR bAT A H TR s U A R ) 3 i g 4 B AT o U 1 [22] [23]
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