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OB KAEREILEE A & % 4 (long-chain acyl-CoA synthetase 4, ACSL4) & 2 ANHIAIE TR (polyunsaturated
fatty acid, PUFA) i (B 2B, |2 A 4E T 5 R EIRE I 23 . DIERT FIRIE ACSL4 Dhfie 2 B £E
TR AT ITHARE FE R B ACSLA SHUAIE B 0 Wh B LR 1T ARU AL 90 Js B 55 22 Foh AR ) 2
R YIAR, H ACSLA W] Beid i v R0 T 2 e e A1 R LV i 26 v S S S i R Rk R . k4,
ACSLA4 75 RE 14 8 7 FH B e vh ik 01, FFiEid B mTOR R K ER c-Myc 2k i {i ik -4 i 1 5,
P27~ ACSL4 A B2 2 Pl VAT HE fle AT ZEXT ACSLA AR BE B BEAE AT 2708, DA AAH G
FANGIT FRAE BRI -
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Abstract: ACSL4 (long-chain acyl-CoA synthetase 4) is an important catalase for polyunsaturated fatty acid
(PUFA) metabolism and is widely found in tissues where steroids are synthesized. Previous studies on ACSL4
mostly focused on its roles in regulating lipid metabolism. However, it has shown recently that ACSL4 is closely
related to various biological processes, such as insulin secretion, skeletal muscle protein metabolism and
inflammatory response of the body, and ACSL4 may regulate the development of cancer, ischemic stroke and acute
kidney injury by mediating ferroptosis. In addition, ACSL4 is dysregulated in nonalcoholic fatty liver disease and
hepatocellular carcinoma, and promotes hepatocyte proliferation by upregulating mTOR phosphorylation or c-Myec,
suggesting that ACSL4 may be a therapeutic target for a variety of diseases. In this paper, we mainly review the
newly reported physiological and pathological roles of ACSL4, aiming to provide theoretical basis for related
research and treatment of diseases.
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w Yy ACSLS fERFAE .+ ¥6 o 2B K s € iR i
AR RILFERETE S © s ACSL6 - BLAE i A 8 L
igeik M T ACSL4 FHS AT R, S AR 4
P PR RE I 2 A, DL 12~20 Mk 2
AN A0 7 1% (polyunsaturated fatty acid, PUFA) iy
E% [6-7]0

1997 4F, Kang 5 ™ 25 YRR B3 B LATE A DO X
% (arachidonic acid, AA) &4 15 B4 Bk S 4 I A
& B 5 fiv 4 9 ACSL4. 2015 4E, Dixon %5 ) 1)
5T R B, ACSL4 W] RELEFT 4l At T X ——
PR TR R EEAEH . MEMR A RRBAREN,
% J CERE ACSLA WA 80 1 B AE T iR T e
i, (BN AR . SRRT R 2 KT
ACSLA X RRARHI BT, HITFE iRy, ACSL4
EREA RO TR S = e E VU (AR wh
2 ARG RHUR 9O w1,

TEREAR U, ACSL4 il {2 ik AA JE N B8 5
(phospholipid, PL) Ff =4 i 84k 7= 4- F2 208 T )G 1
(4-hydroxynonenal, 4-HNE) {2 3k it & 36 pt 'Y, 7
HEUAK RS, ACSL4 jf it {2 i mTOR
IRAE B R A R T YT B B LAE B, 3 T R E g
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ACSLA4T] LLIE T AA/4-HNE/PS 334215 A5 B 241 Ay o J6k 5% 2 aUdvk
VL HAL S U i
ACSL43ZmiR-130a-3pif~7, EiFPI3K/AKTI&ANH #2501k o

AA T Ak S 48 A T I 15 46 B A (arachidonoyl-CoA,
AA-CoA), I Nt =#Iai 5IliE % E2 (prostaglandin
E2, PGE2) 4y b /b s B ek s ' s 18
RAE SN, ACSLA RESH 11 Mg 41 i 7 e v
P I HE ORE IR PR M 5 i Ah, ACSL4 7E AR TH
5 B B A (nonalcoholic fatty liver disease, NAFLD)
e DA B At 22 ol fiE £85I R 4H 4 3R
ISR E SO AR, Jf H ACSL4 DNA &
AME A0 R 1 AL R P IG5 NAFLD = % AH
5 DBl R, ACSLA AIE A2 NAFLD
B TEAR YD, FRTE I AEAC I M s v k3 2 24
FHo DR, ASC6 ACSL4 78 AH 56 A BHw B b i 4
F B AR ML (B 1) BHTE0E, BN IR I
W AG ST R HE B AR o

1 ACSL4tHZ4IBTHAEE

1.1 ACSL4FTFBREES

Ji 5 2R A A H R C A BRI AA i — 2 i 4 P 38
=, HIEWE WS HUAR RS R CHE, i
FFRW, ACSL4 Al Bl AR HEY AA K3t
N A BOR AT R s
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Ry S M R RN BRUIE WA Aesi4 Je KB, 1
NI EMFRAFAE T, SXTRRAAALE, mbR/N R 218
IR A P TE W A Ak, (L A B R4 R 7K BRI,
75 G LT IR S Z K T R U E T, A
AR R = RS S 75 min A1 120 min L ifi
7R RN S KT B 2 A, IR 4y
ESINE W g0 ke A B A A S e R AR R E G 5 It
Ab, WEFERIL, FE RIS ALY 4-HNE A kb,
P53 AKCFREAE M. XAl BEE T ACSL4 7] LA &
AA NG, I B A A & 4-HNE" . 4-HNE
AE % 0 DNA 514 5 2L 35 5 -1 P53, 1 P53 (1)
WO fe 9% T SO 197 40 M AR % 5 & AR BT (insulin
resistance, IR)!"",

DLW 9T 2 B ACSLA {8k 5% R4 bt, i
SRR I R I R 5 U7 AT RE 32 #) Rictor (RPTOR
independent companion of MTOR complex 2) [
5 U8 Rictor /2 41 B mTORC2 [ X4t & 1 2 —,
NS (2 A 5 B 4t 84 A 3 v 2 i i B 2% i s
Wt 7t 3L ACSL4 &5 Rictor 25 [ 75 I 2 M 1) 28 KL 1
JiEg b3t g i B, H ACSL4 E A4 Rictor T i 1%
A U, 7 Rictor i 57 M Rk 10 B 5 B 4l Al
(BRicKO) ' ACSL4 &% i, S5 MafA & H (i
JE B s ) KPR BRI, H MafA 2P £
P U820 B R, PRicKO H ACSLA4 i
LB 2 AFE A M H K A 1 (glutathione
peroxidase 1, GPX1) 7& A H it S8 AL W75 Bk 771 /K ~F- %
G HVE M= AE 1S 0, R EATESR Z Rictor [1H L T
ACSL4 21155 p A bisafbre 7y, =45 %
(1735 1 4K T U8 MafA B [ K 5 1 7R X HE 2 A
MafA & [ /KF i ", X378 ACSL4 AT G il ik
S B 20 A i 1 S A ] MafA SR it i 5
Wi JB 0 25 43 Wb, FL ACSL4 %o 3% P 4 1 Y 4 7T R 52
21| Rictor [FJ521H o

Zi b Frid, ACSL4 0] §¢ 7& Rictor 11845 T i#
REEAT AA KLU, W 4-HNE (172 A FUR] A
SRR 9 I 8 2% 43 W R I B R AU, (H L B AE
BLETEH AT AS B, 8 R — P R 5 5800E
1.2 ACSLAE#RIER N

FE S S S AT, T A 3 5 T s A
AR TR AN AT IR 716 P9 I &R P S KRB DA S d i
TVEZ MR GRE DS, X SRR AT A 20
5. & PUFA NG (PL) I G INE R R s, B
TR 2E 3 4 ) i 4 . Kuwata 5 U2 R B,
SEAERUNRA LG, 1E desl4 milg /N BTG B BE B

21} (bone marrow-derived macrophages, BMDM) H1,
R 0 T T A I A R AN R RO S TR e Bl A R R 32 3
SO, ABACJE KT 20 AN LA 1K) PUFA 774 (1 i 15t
Wl A K 23 RGBT R I, Acsl4
(RIRRE 2 k2> PUFA £ PL (U AL T g I HE sl A 1
NEME 2B ) RE N, S BB NE G 107 R 4 ik AR
. te4h, FIH HE £ B (lipopolysaccharide, LPS)
¥ Acsl4 w5 H BMDM 2 {2t AA 744 PGE2
(RERHT) MR "™, UL ERFf#EaR, ACSL4 fiE
fi% 38 1 04 PL F PUFA [ LL 5 & PGE2 [ R il K
s BRI D) BE 535 30, 11T 5 M LA 98 RE B o

W A1 . 8 SR 0 I — A B L R e R R 2
PUFA &6~ A (MR A i ™. 1) W] ACSL4 7
5% 40 ff 7 PUFA AR 1 A1 28 8 (1) /E A, Reeves
e 0 0t S5 e A /N B O I I 40 Y (resident
peritoneal macrophages, pMAC) Acsl4 FEH KB, F
W 20 . Acsi4 B T3 PL Y AA T Z> 90%, I
AA R TR b 5 AN, fE LPS i %
(1) Acsl4 2R /N BRIG IS 2 S TA],  H A4 Py v MR 48 i
IR NG AT A R D, X R ] ACSLA £ 41 3
SESRER R R IEA . BBAk, TS
ik, R e 1 e B s T R £ /N BRUR D 4B M Aesld )=
R I PUFA Jig Jii 3 46 7 4 4-HNE [ 7 A5 5 2
b, X T Aesld @SR ZEN PL ) AA HE
b, kT o A A ) 4-HNE kb, did] T
O JOE R F PS3 f S U Rk, Acsi4 FR R
P Rl B T i A B k) SO /R MY, X5 Singh
2 W PR i Aesl4 1w AR BV 92 1/ BRI Hh i
RIN—. LLEWT TR, ] ACSL4 ()35 7]
B e — MR MR ML A4 S 9E S B2 (A7 %8007 2
1.3 ACSL4iATBEANEAREK

BRIV EERIEARSAN, HEKEFER
FREREACHAH CIE B AT, RIS RAGER NS E T
B BEWLIE 8 A BRI BE A 4 R B, WE R WA Acsi4
WEEFHALPRE ), K TIARER, A
M ACSLA mIRefEE MK K E R RE—EI/EH.

NEMIRRE W BB IVAERK RS, HAmFigb
TR 30 5 2 L 15 5 LA 32 UL PR) 2 46 R 2 1 o P
T AN PRI R 1 1 R 7 22 AN TR i i
AA 7] #  4EH A BF (cyclooxygenase, CoX). 4H ffl
K P450 AR LA AL (lysyl oxidase, LoX) = Fifi
ik, i CoX-2 BEW ¥ AA F54k Ny PGE2P. #ff
FORI, X/ ECE B UGBS N AA REf8 A R N
JULAE B g T AR DA S LR (R B &, AR R AE A N



Ed

IR, A KEEBEREAHNEA & U4 00 A0 2 SO B 2 D RERIT Uit e 897

CoX-2 #IfilFf5 Z 24, HAEHEFIKE CoX-2 i
PG T8 PGE2 KisF i, R AA Refigild CoX-2
W% E K PGE2 #E ML HE B B AL AE K R E U2
Golej %5 PO 75 N B fik ~F 15 L41 i (SMC) Hp iid £ ik
ACSL4 & J, it &8 ACSLA4 fg % #1 #) PGE2 B %,
] ACSL4 ] {ff PGE2 4334 fin. X v e i T
ACSL4 il i ¥ AA g ik v AA-CoA, ffiidk X PL I
SEEIEH A AA BN, BRI AA WD, TS
;5 CoX-2 &AM AA Wb, b2 PGE2 (18
. 52 A&, KA ACSL4 #1] 2> 5 5 PGE2 B
WO, BT S B SMC AE K AR P, X R
SMC 4fi g ACSL4 nl i@ i 15 AA 5 CoX-2 B4
AR PGE2 MIfEM .. A, ACSL4 5 PEG2
WAE N B AL L B2 X AT B N i 7T ACSL4
FEH BV R E H BIFE SR AT i L

mTOR 1E N 4ERR 8% VLT & 1) SR T 7), AT
R B AEKE T2 SR ZRRY -1 B
Ik LB -4,5- — T % 3- WG / B (U E¥ B (EGFR/
IRS1/PI3K/AKT) s, S8 5 10 H FiFH -+ p70
W HEAR S6 B (p70-S6 kinase, S6K) Fl eIF4E &5 &
% [ (4B-BP) fif R th, 33 1 4 2 2 A 5T AE R P
AMP i 16 & [ ¥ B (AMP-activated protein kinase,
AMPK) fgf% il i B #% 1k Raptor (mTORC1 A 51 4
B ) LEES TR E A 2 (tuberous sclerosis
complex 2, TSC2) F i mTORC1 & B, W5t o,
ACSLA4 n] 3 it 22 Fl g 4% SR 1208 B8 1) 755 H—,
ACSL4 GE6% B840 AMPK I Thr172 47 5 [ g
A T ] TSC2 3P, 395 LIRS 41 fE mTORC1
Ser2448 fi fUBEIR AL, FEHG5E S6K BEFRIL/EM, HE
i fedh A R A R U s e, ACSL4 mIigaE AKT
BB EE AL, 0] TSC2 By B #1438 mTORC %
PP H =, GSK3 {55 S Al Ea (e dk TSC1/2
WAL K] mTORC1™Y, 1 ACSL4 [ % 3% it % 3l
ik 3% 5% GSK3 1 B R Ak SR 0 t) JL s, S B R
mTORC1 Rk IEH. &Kk, ACSL4 i@ it #
i mTORC] {5 5 38 4 30F 1f 18 5 2% 19 o & il (1) 1
e Vb BB, HIZEmEE BN SR IBE 2
AR, 75— B SO LA IE .

WHC R, B B B AE = IR & SR
HE Rk A B B IS b ok AL B B AR 1k B, ACSL4 1
SR 5 i AR T 11 G B DR 78 LR R e A B
T Stierwalt 25 P xof i P4 /N B EAT v AR B R K
IRTE, FINAES 4 RN R A A A B 4T
BERIESTWMA, FHAEF 12 B E/ R

Hh Acsld WRIETE NG K, Acsld WRIEFEE 5K
BHENILK, 56 REsl/N A AN Acsi4
FIk KRR, £ ACSL4 Tl Ee 55 B LAEK KR
B A2 s sl . AR, A ATT SO B Rl A
NE BB THE AR, S5 T h L, Ll 65%
RANEEERE AT K2 A hEISE
15 min A1 120 min, AfAE #4000+ ACSL4 [
EACFH T RARL B FEMIX T RE S . 185
SREE . RRLLET [ AUS S G FH &R H LT
REANJE 20U ACSLA [ EZ A E, AR ZFE S5
WA B SURN ML HEA TR R B @ L ERF R
B, ACSLA fEH#NAEKKRELREFTRAS —E
IR VE R, R R i B AR AL M AN TS I .
4b, ACSL4 fig 753 3d mTORC1 i B #1323 5 R 5
FA MR35 E #IUE S 3 — PR R
1.4 ACSL4HHHEARLE

Cho®™ & Bl ACSL4 B A5 HiFh A2k, it K%
BRI BE AR A R 2 AFAE B ACSLAv AR R4,
P8 R G T I A7 AR i R ACSLAv2 A 44, e Sk il 1
/N BRUVE G 40 B A Y Acsl4 7] F 8R4 4 4k 52 B30
B BT, IF BRI AA =R R T E
Witk —, Z54ER% RG0IEH A H IR F1
Z e o 1k B X BRI B ACSL4 T fig il i
WP ) AA ARETEE TR B AR . (H5 2 A
SIS, AT R IR Acsl4 261k £ #h 440
M4 o6, H 5% miR-130a-3p fififs ™, %
AT FRIEAR PIBK fE4HAAE K. b 5 B H
AKT E24 PI3K 1 2 R F T ReE AT A R4
kB WM. i PI3K & 1Rk K AKT B R 6K 7 7E
ACSLA I FRIERS A%,  HAXFIHI/EHE miR-130a-3p
IR IRTS, F£ B ACSL4 GE7E miR-130a-3p (171
R, il PIBK/AKT 38 B kM # 2 e i o016

2  ACSL4FE<RIBINRE

2.1 ACSLASHEEHEBERL AT & AT

ACSL4 FZAEMG . B LR, O9 555 55 WA 5K [
B2 R E IR, TfE B iE R4 (BHEHE)
TEED. HBFFERKI, 75 NAFLD F1H 8 835 1
HFHEF, ACSL4 FiEW S il W, X Rby 2048
L% ACSL4 ] fig /2 NAFLD & 2E & J@ i & 1) &
BUEYEEbR Y, R TR

UTAEoK, DNA FIEAL BB A 2 NAFLD
PIfEk R &2 —, 4MNE A 400 DNA i H 210 5 1
ZH it J& (hepatocellular carcinoma, HCC). | if J& 45
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PR R A B N R N, S AL
NAFLD ##4 863 4> CpG 17 /5 (DNA HIIEALA7 15)
F AL P2 A 22 5, Hirh ACSL4 FE R R 30 IR H Rk,
H LAy 8 B AR EYH T VPl NAFLD & fE Rk
TERE P HE W PE BT 2% (nonalcoholic steatohepatitis, NASH)
T REdE . fE S —T s, 1 X T NAFLD
1 NASH f3 2 [0 41 JE A 41 DNA F 2L 2 53,
RIVELHE ACSL4 1E N ) 6 /2 57 F 34K CpG A 1 1,
F W] ACSL4 A ¥ RN NASH B I br E4, 121k
PRAE LA o B T e S AN E

HCC 72 % W e 8am WiE < —, kiE
H 2020 A BRAH CFE T2 N AL A 3B 0 1k iR A T
NEHEA 5 = W IR AR & HCC R AR
HIK K 2 —, Duan & "KL, 0 H] AT 40 i
ACSL4 3 3% fe i 18 9 42 br A v W O 3 1 TGF-B1/
Smad3/PGC-la A2 B AL, PRI 4H M fe 52 it
AN mAe T [HAEREME, ACSL4 7E HCC
W RO B3 T AR, ATH T X 2 HCC 5
HASRA B EE . R, mTOR S ik BAYE
AL 45 HCC 18 PY If 988 RE AP kS DG B 4 9 B0, i £
HCC H, ACSL4 HE%5 3 5% mTOR B f& b /K F, ¥
% mTOR {5 5% Sk, (R HCC 241 i 1 58 I 4
BT, X5 SR 07 AL et T A
ggi [15, 52]o

Chen %5 1" R 94 ACSL4 G, JFF 41 i
AR K2 B W E ), JF H ACSLY 59 AR E A
c-Myc FJRIE R IEF G 5 dE— DRt 7L kI, ACSL4
i i3 ERK/FBW7/c-Myc il &K ¥ /E . & B2 5 70
PE4E 4 [ 1 (SREBPL) J& —F 2 5 g i 4E it =
FFATR T, B HCC KA — e fmi ™, w5t R 3,
1E 9 40 B ACSL4 G988 i i c-Mye RS2
Xt SREBP1 ({345, 145 HCC ¥ fig st '
2% b, ACSL4 it ERK/FBW7/c-Myc/SREBP1 %
s HCC 5 thAh, ACSL4 0] 1E A — Fh A 2k i ¥
JEbRER, FEATRERCN HCC HITBAE VAT HE A

Abemaciclib & —FG 21 R I6 T 259, H
AT Ll e A T LR R T B JRRi R R,
Abemaciclib 3 i 4171 2 i J&] 191 25 (3 406 1t g 4/6
(cyclin-dependent kinase 4/6, CDK4/6) 3k 4171 ] J& 4H
F i JE A B (HE S 70 & B Abemaciclib Xif
NAFLD t B4 R 4P 76 I7 3 H . Duan 5 9 &3,
5 S Mk BRI IE ACSLY M 3 SGE R IR B A S
R LR 4eqt, BOLRY HFBE %52 NAFLD (12 2% 5 X%t
/NGS5 ACSLA 4l 5) ( HhAs BIER . 24 51 A ik

¥4 %1 i ) A1 Abemaciclib T~ il J5, Abemaciclib T Tii
ZHF PN B4 1) ACSLA #il Rc,  HLH g s A2
P S NAFLD K% fe 52 2 B 2 i 90 . X $2 74
il ACSL4 3 ik 5l H 85 33 M 7T F 436 97 NAFLD
(I 7E 7755 F B, H Abemaciclib A] {2 ACSL4
BRLENEIFH TS R EAEENE, XS
2 [A] S Lenvatinib ( A&7 ) 55 Abemaciclib
A {2 42 15 Lenvatinib (158 HOR B HISHR 1)
&, HHEIAR W Lenvatinib 145 ACSL4 ) AH <k &,
It Abemaciclib 5 Lenvatinib & 3 15t /- 5 37 1) 38
HE P [F) T ACSLA, 352 id 3t Al il ACSL4 &
FEVREEF B AT A B, 75 a i sh s R AN 4 i
S8 N PARAIE o
2.2 ACSL45H(fthiEfiE

ACSLA AMELE I Hh Rk TH s, (8 HAh 2
FE i FRA B R AEAR L Y SR A 4 A B A
R E R 2 —,  7E SE IR A T B i eI 40 e 75
B 22 1) IR R R AL B AT B B BRAE T A 2012
TR IR — e i ot S0 5464 (lipid hydroperoxide,
LPO) FH SRR AC U 57 51k R e P 4 i A1 T2 T2
AN AA FIE SR (adrenoyl, ADA) ()7 15
L. T i% (phosphatidyl ethanolamine, PE) J& 7 3 41l ity
BRIET I B ERE Y. ACSL4 REWS I 1T 250728 41 i
() I o 2H Rk e Bk AR T B OB, AR e ik
AA F1 ADA 1ERJED ™. WFR R, BRIET 0T fE
FENLPAR I —FhiE R AR, A R P & R Y,
1M ACSL4 xf L AA g = 1) 22 AU A0 i 17 I A X8
W KA GIC T R R i E H$E 7R, ACSL4
Al R L PR R R R AR K R . I
WEHE R B, ACSL4 1EAN [Fa0E 1 (4 FH 2 AR
WAE AN, ACSL4 FIE Tt iy a8 ik 3G m 4 i s
HMJEYE PUFA [ ERBOR (3 g 12 28 % s fE Rt 41
i, ACSL4 i, il p-AKT. #a e
P2 LR 1 (lysine specific demethylase 1, LSD1) LA
J% B-catenin 253 /2 (e HE AN G 5 7. (H 5 2 MR
(e, TEflE, ACSL4 Tk, iXJEhT ACSL4
R A% 38 15 S Ak A0 T v 0 PR 4 A Y s AR
JoR e v, ACSLA4 32 151 3R 15 1) 2R R AR B IS 2 TR
i #RME 1 (protein tyrosine phosphatase 1, PTPMT1) 7
[ VR T IR AL T, AT R e i 1 %
BRIET- X TR $13EJE (Sorafenib) [ R VA T RUR &
KEE U, WU R, TE AT A P T ER ACSL4
21| Sorafenib 75 5 B 1 &= 2, FHFR I H X
Sorafenib M1 24 M, HIgIa T 2R Y. dhAh,
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423 ACSL4 15 3R 1A 1 i35 X Sorafenib [1)75 77
T R 97 2,

TN AR IR F B, SHETIER A
PR A B R SE I 29T VAN R, L BOE B
SRAE RGThRE RS AN U IR R R, P
R IT R SRS T AL 7Y, X R ACSLA4
A RE T A 5 R IE T G T VE R AR — E
Zhang %5 " B, PKCP 11 REf% H %ML ACSL4
Thr238 £/ &, {3 ACSL4 — %1k (5 F] T ACSL4
WOE ), HEFEICTT 5 B 5 7P s A2 A ) B
W 9RAR ACSLA Thr328, RIS XTIEZHARLL, ACSL4
Thr328 F7A5/INERUR AR KA, I HriB PKCB 1T
() 5 b e B hE /N R R I AR R 45 . X 3R
PKCP Il /ACSL4 i@, JuHjexf ACSL4 Thr328 i
MIBERR A, T SRR IR TT RO,
NFERE YR IT R AE TR R

FR 4 DA b o 90 45 SR HEI, ACSL4 75 Ji i K AR
RS B WEWAER . —J71, ACSLA4 #]
T I R 3 TR A A T T R A S T E R A
F— 71, ACSL4 Refg {2 it e 40 M 25 58 T 3k 1
FRAHIRERE () R A o X T — & 4 I B AT 3E i Bk AT
TR AR VR T A I AH S 250k 13, ACSLA 1 B 44
g T F T 2 1k B A 0% 48 R g A 4H 20 I e 2 )
MRURYE, B SR SR . EREENE, &
SR ACSL4 fig s i1k PUFA 1 40 AT 5 S48 T,
{2 ACSL4 X} T8k A0 1 1 & A S 2 BEAH R 78 40 11 o
R Bk ST 10 R AE AN 7 B S B - A R R,
TG E AL LR g ] T R, ACSL4 fEAS
[F) e R U 4% D R 1) 22 S PR T R 5 AN R 4 2R
ACSL4 FRIL L L PUa R T 2 576 K.

2.3 ACSLASERIN 4 AN ZE

T AR FC K L, ACSL4 fig 1 e I 44 oG 26 o,
AR HEE AT e B S S iR AE T A
S RAESE A ", Cui & U R, fERRZYN
o et 2 ak BR BB ACSL4 W] 43 Sl i Ja) A0 ) e 22
SRR IS 45345 5 AN, ACSL4 3 AT A E
AHMNE T, AR S A S BT, FE A
T8 BRI O A T A A B R O A AL ) 4
(glutathione peroxidase 4, GPX4) # ik [k, X &Ik
& ACSLA S il ifit P A R I 15 0T e A2 I8 i e ik 2k
FETHETT R SHA RN S U, R, fErf
UMM, ACSL4 n] G5 i B AH B AL iRk aE
T2 U009 L SRR 4 B 7 A R kI T
IR S A A A B i 2 97 AR 2 —

Tuo % U™ S il R B, £ A% rp R, 8 I g e 8
TB B S DA i HE T cPLA2a (cytosolic phospholipase
A2a), FFiE BRI cPLA2a (R fE A IR 1) AA
BRI, B0 B AA WKEE ; 1X 48 AA # ACSL4 fi§
R FH A R FE T R B R+ PE, 5 KERAETS,
PRI A (R R o 1B ST B, $] B L -ACSL4
HhT RE S OGS R AE T 5] R BN A A RO

P2 JE S Tt #0 48 2H 2R 52 R U PR R A1 Y051
Bl RAE " B R, #HERES S
M 25 i R A2, ACSLA (g 3k G 1175 5 ) 4 FE 48
MR B r= A, HAEPR G 980T 1t e v k15 AR
F U7, Zhou %5 PV R I, {E LPS Bl /N i 5 4
Jfl R 9E T, ACSL4 RiETH&E, bk ACSL4 ] ]
¥R ¥ kB (nuclear factor kappa-B, NF-«xB) {5 5 it 4%
(R0, FER> LPS BRI 2 28 7 1 7= A, [A]I
ZINJRE A R R AR T A DG FR AR R AR AR s X R
B 7 /I i 5 440 1 98 0E . ACSL4 i 3ot & NF-xB
5T IR AR R E T AR AE R Rk . 2P
WK I, (E ACSLY bR () /N R4 o v, i 5%
PR FIBAEFEEE H 4 (vestigial like family member
4, VGLLA4) Rk, YiER VGLL4 2 i il 8 35 E
¥ -a (tumor necrosis factor-o, TNF-a). [ 4H il /)
% -6 (interleukin-6, IL-6) 1 402 -1B (interleukin-
1B, IL-1B) &5 98 hE K 7K~ FH iy 5 5 5l bk ACSL4
ML, [FIEREFR VGLL4 F ACSL4 J& NF-xB R 1L
/R T ER WA B, PA RN, /N AN
i, ACSL4 FJRETE LPS M) T id i 4] VGLLA4
Fik, MIMEGE NF-«B FHEiE R 9EH 1174, &
2 R it P i 2 A
24 ACSLA52M Bt

SR EARET. I E A R, B
FREW, BT 2SS ERGREERE P,
Wang % 0% 50 /N O B ACSL4 ik vl # )
JUE 5k L P JE 3 IS 2k U T AR AR S 2 E IR B 7 AR
F B ACSL4 fef il (2 dk 2k U T2 91 5 F RORE (2 itk
SEE I R E. XA ACSLA 3 14 1] g
VR TT R PV B S B B PR R i

microRNAs (miRNAs) £ 24—/ 4EG 1S RNA,
i 5 ) mRNA B2 45 A R ER ™. miRNAs
TE BRI P RE T 5| RS I S e 1 b R P B,
H i miR-20a-5p 76 I A A B3 B ™. Shi
2t POV BN ] miR-20a-5p £ N AR SE TS5 55705
SFHVERBET:, FREE X A E B E R T
miR-20a-5p ) #8 5k [K] ACSL4 ; it — 25 5256 R I,
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miR-20a-5p il i 4% & ACSL4 mRNA ff] 3'UTR K #{
) 4% ASCLY 5 1Ak, FIAEK RS 1 (early
growth response-1, EGR1) f¢ 1% 45 & miR-20a-5p J&
T I IEATILRIA . Bk HEN, EGR1/miR-20a-
5p/ACSL4 A% 0] fe A SV B 1 4 I (R 16 97 0 A

3 RESRE

AILEER T ACSLA TEJE B &= oy ih BN
F AR HLAR 20 B DL R 2 R G0k B i 2
A=A T, S L AE AR TR RS 1 AR 7 993 R0 9
LA iE B I o A e RN S B R R A R R
FEHIIER . [EfERRZ, ACSL4 EZ@E L
AA FTHLARTIEE, X IHARRY IR IE R D, X4
7R ACSLA X AP0 S FL A= P Th RE ] e A2
RRE AT, TFEFE—BIRE, ]
ACSL4 15 BE 27 Ty e S L I PR AT B Al B 2 25 5%
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