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Abstract

AFL (alcoholic fatty liver) is a chronic liver disease caused by long-term excessive ethanol con-

sumption, which seriously endangers people’s health and increases social and economic burden. The pathogenesis

of AFL is complex and diverse, involving the regulation of many signaling pathways. Among them, lipid metabo-

lism disorders, oxidative stress, and inflammatory responses are involved in the development and progress of AFL

to varying degrees. AMPK belongs to the Ser/Thr protein kinase family of eukaryotic cells, and plays a critical role

in coordinating cellular glucose and lipid metabolism. Numerous investigations have shown that ethanol can inhibit

hepatic AMPK activity and induce AFL, and activation of AMPK pathway can effectively attenuate AFL. This re-

view focuses on the current research progress of AMPK-mediated lipid metabolism pathways in AFL to provide

new ideas for the prevention and treatment of the disease.
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591, B EALD 58 ABOE DUS R BT,

JH I 2 N A B oK ) fife 2 48 8, RIS 2
R EZ I . IEFEOT, NN R KE 7
LT A E v 3 3 £ 1 Bt & B (alcohol dehydroge-
nase, ADH)FIURIAAR 2. 1% 5 40 2 Gt (microsomal etha-
nol oxidizing system, MEOS) ] 41 Jif & 2 P4501F. 74
2E1(cytochrome P450 2E1, CYP2E R A 2 BEAIIE
44 (reactive oxygen species, ROS), I &5 b 40 itk
R AR K HE AR A . (H Y S BRI B
AR BE I B, ZBEFIROSEEH FE W it 2 K 8
ENETERRT ERERN . Ll 5N GRS
G EGE B INE Y, AR AR 5B 135 1 9F 51 &
S ) S 9% 2, ROSIUAT g 175 R S84 LR 9 5T
W IS ST BB SRR 55 1) B R JERE SN, e 245
mi A5 7 R AL T = A R T L REIL 23 i B
% 5 g 5 A (very low density lipoprotein, VLDL)
()73 W, VLDL 73 WA e/ BEAIS 1 I F i A, 32 5
EHFREAR RO b= AR BT A 23 1 5 i
HM, R T ARG A, WAk S A, EAR
2T R 52 PN B A A5

AMPK (AMP-activated protein kinase)+& ) 2 4
i T EAZ AL ) — FhSer/Thrik H I, N SHEHA
R AR L, B FUIESE, AFLIF R 4 K Jé
5 AMPK A 3 (I HEAQ U IE 2% 32 L E A K . OlE &
AU =22 1) T FIROS S5 H ARV AN [ AR E
A I AMPK PR 3% 14, 325 1 (2 2k AR T e B, 417
il R DT AR A, SR SR AR A E. BARH AR T
AFLIHEFT A R EEARIE, [H VR0 ) A0 HL ] A
TERE . ARE HEt H AT E N S AMPK A F IR
PR AT T AR, £5R HAEAFLH R 1EF o

1 AMPK&HSHE

AR S0, AR AR I AR A i Bl AN T IE (1 RE
BEALR, FFEEAN A, ReRfa S HEX R B4 m)
ABEAE T, AMPKE 4 i e & L) 2 38, 2
YERFYN I BE R RS I O . AMPKSZ —Ff 5 5
PR5F I Ser/Thrk (¥, ol (63 kDa). BIE3E(38
kDa)Fy V. JE(38 kDa)ta plt ¥ — F A4, Hoovfifh
T, BRIy T HE FEM LN, ol K S A
Fhal/o2 248, 43 5] HPRKA(recombinant protein
kinase, AMP activated) 41/A24if5, BV F:AH5Ep1/B2
2N RS, 53 59t PRKABI/B24w RS, vV 3L 43 Nyl/y2/

v3 3R, 3 B HIPRKAG/G2/G34wt5, 3 it b
AMPK A AELE 12FPAN R 2 A 0 08,

AMPK I #) 72 16 I H 4 73 B 45 2, 2 Ja it
FOR, H iz oA TaREAE. OB B, il
B BELVETE N S AR B, S 5168
BERE MO R AR B IR R, B
=N 1 LA NN S TS i R R N
i, 21 g 1 AMP/ATPI) ELAE &= 7, & ik FE (I AMP
iy A H A B O I A AMPKE 4610, 7
Fe LB b, B EEB 1 (liver kinase B1, LKB1)8k #
CAMKK?2(calmodulin-dependent protein kinase kinase
2, X FRCAMKKP)tH 7] LA it i fb AMPK a-Thr1 72
i A T S AMPK Y . 58T IRTRIE 50 R B, i P 3B A7
TE— 2 58 AW L AMP/K AR L [ 45T AMPKE 1L
T, BRE A 34 A5 1 TS A i v 3 e K 5 W
KPR EEAMPKY B 5, WO FAMPK RE @ i
150 7 BRI R N OC P FERE L FE (N Al B I 2R K 1
A AR O3 1 (R 1) R MRS B2 i B~ A

2 AMPKNTSHESHHEAFLAHIER
2.1 AMPK-ACC-CPT1%H

JIE 17 R A A0 A S B AL A it i 0 ik 22 el s )
MR E ZRS . AT E A, 408 A 8908 7 IR 43 AKX
W 32 AR SERAAA S I, RISk B ot v 1 i I R i
BERARTE T, IR 5 1EAH KB HEAL T 20 LTk
WA, o Bad =RRIEHFE— R AN
SEIAIR AL . BT AR EE AR IR GRS H
JBE, 5 A B SR 5 b 1 PR B3 0801 19 4% 7% 9 1 (carni-
tine palmitoyl-transferase 1, CPT1)5g %, #CPT117%
MEHEXRBIEIR ST 5ZHREIZ,
T % B AR K B (acety]l CoA carboxylase, ACC) &
JIE 7 R AN Sk 52 ) PR P, A7 T M Ak £ Tk AT B AT
A AR A, 2 5 TN AR RS ALE Y SRR
REWTEE . P B4l A BEZ G 7 R & B AT /A4,
FECPT1 A 5 RA A 7o I, AMPKGE 1 B2 AL
ACCHE 5 75 T8 /0 T3 19 4 BR AT & 1, 1T 42
HECPTIIFRIE, fe 2k i 107 18 1R BT 38 n g
TR A . 18 1E L 2 58 2 T 120 L i AMPKCRT
CPTLiEE, T F AMPK I E) 71 AICAR A B ] LA 24
WX — IR, A] W, B AMPKA 2 ACC,
PR BB A S R, [FIN S INCPT 1G4, (i g
9 B AT SN
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2.2  AMPK-SREBP-1c-lipin-1%H#

W 15 oA 45 A R 1 2K (sterol-regulatory el-
ement binding protein, SREBP)& JH- A A 1 15 i 7 R «
T Ty A R e ) A S K] Y, £ 4% SREBP-
la. SREBP-1c¢MISREBP-2 3Ff i £, SREBP-1
ANSREBP-273 731} i 47 Jlig 1y 18 A1 AEL o] 152 1) 45 B, G o
SREBP-1c/2 JHF I H A 35 2, = 22 4 Bt g 17 1 A=
Y R TR ik (40, Jee 47 ) T A AL ] A
) #e S LTI — Bt . SREBP-1céy B BLRT R TE
GE R RGN N R B, 2R 2 i S AN R
PO e S 381 v /R A TN T A e s vl A ) Pt 5K,
Z J5i SREBP-1c ANMZ I i A Rk R e sl

JI 2% 1 (lipin-1) 72 — Fofr e B i 7% A4 A0 4% o i 4%
TEPER 2 DhRE R B, FEA R B4 45 4 v Ok A5
AN T B4 i B AR 42 A P A2 40 i 5 b, lipin-1
T BER AEM TR B B TG R W IR /K A i (phos-
phatidic acid phophyhydrolase, PAP)J £, fi# 1k
JIE TR AE A5 I e e A g T T, BE T S R =
TRV AR, TR 20 L AZ P9, lipin- 145 D4 % Sk S
T R 7 b o S A ) Bl A 1 5 A 32 AR aperoxisome
proliferator-activated receptor o, PPARa) 1 it % 1k
) i A B4 BV 4K 52 ARy 3R B0 R F-1o(peroxisome
proliferator-activated receptor gamma coactivator-
Lo, PGC-1oo)HH ELAT I i 2t IR M R 1) 284K, [0 4100 1)
SREBP-1 3 1%, Jak /b Jig 7 18 1 & RS20 72 I
wh, lipin- 135 A A 3@ 1 m] A2 547 77 A lipin- 1ol lipin-
1P 270 AL AV AY, I 200 Y A A7 £ V.40 i 7€ 57 F1 Ty
R I M 22 222, Lipin- Lo B2 40 A7 78 JFF 41 A% 1A,
e 2 I 7 1R S A 2 R (1 308, T lipin- 1B I 3= 2270 A7
FE M 53 vy, 3 A i 2 R 0 2 TA 2, WU 4 i
lipin-1B/oc bt {8 A2 4 B 42 52 ) 380 JH B A~ 187 YIN
SEUST TR, L IF R Fk 2 51 iElipin- 1/ U F
T+, SEUH ISR ZEL T 51 K AFL. A fRIERR, WEh
2P A0 NAR AFLETE 1505 I B B lipin- 1 55 [N ) 2R 08
225 G 9 A lipin- 1/ 5 I PAPIE M i 35 A 6,
E /I BRI M85 5% (0 4 P b, T 2 R 4 R 2D
lipin- 1A ANAZ 5, [R) I3 9 15 7 19 Ak &k, 8 1T 51
BRI F34b, LB R FE o B N I lipin-1
(¥ 215 Ak 7K T 17 6k > HESUMOAK 7K -, 4R T SUMO
i lipin- I NAZ BT 5 B2, (Rl LB RIS
2 PR BT 40 Jalipin- T\ A% B 98/ AR BT fiE Slipin-111) Z
BEALAISUMOAL A AR ELAE I 57 8 A7 K

W 5T AF 52, AMPK-SREBP-1c#ill 2 5 2. F# 5] 2
(W)lipin-13% R {1 35 5. 9 a0, HUZER R B, 78
AML-1241 il & 1, F| FIAMPK ¥ 3)) 7l (AICAR) THi
A 3 B ok R0 B A0 2 T PR I AMPKAE, A A
FI(AMPKo*"), A LA ] 2, B 5 5 Wlipin-1)3 8)) T
()0 S HmRNAZK - 1 88w #H &, i R 5 #
P SREBP-1c(nSREBP-1¢) &R KR E % T ix
— RN, % W AMPKA T SREBP-1-lipin-1%t _F i H.
AMPK-SREBP-lipin- 1§ 7£ AFL & 7 H [ 2 — 72 145
ER . A% IR, i Fiklipin-123 B0 H] T
HVLDL-TGHI 7, sm e . {65 2, Ol
2 PN AMPK /K 17 _E il SREBP-1[1) 3R 1A, M {2
1 AMPK-SREBP i 5 228 fi lipin-1 11315, 39/l
R 1 & AR, S 2 INRIAFL. B2 A 3 E
RIE, 75 £ 5 i R BRI, I SREBP-1¢f5 51K
[H 7T {8 o AT AR AR %, 1X 7T g 5 4 B X SREBP-1c¢
TER IRl 2 e el S R E =R A
RS X F AR T AFLARALHI & 44 F 4L,
A SCHERIR L, BRlipin-141, lipinZg i (1) H A% ol 52 (45
lipin-2Fllipin-3) B [ 6 5 5 T LB B R 2 R4, 5
AT EAEZ SPGB A .

2.3 Adiponectin-SIRT1-AMPKZ%#

JIE K 3 (adiponectin) & H i 157 200 Jid 7 4 1) — A
TEEE O, R ASIES RGP R FE RN
A7, AT DA 2 S 5 7E R, B 2 M A2
PERIRO, A K AR Z AR M A RR 2 A Wi X
TEH, OIS T8 =R, T o TEANREN S
VR TR, IX AN [H] 1) 45 7 ke B AT
PLIA AN [E (045 SIE B AN S SV e, AR g
Bzl SRR ARG S, HHERRZARN T
U R, SRR DR IRERER Z A
ffiadipoR1ladipoR2, H HR1 3 £ 7E & #& L S H
fh 2 AR A £ Rk, TTR2 U A2 B i 3
LA, Z2 AN AFLIF G 45 Zh ) B i 98 2R B, IR 5k
K H 32 RadipoR 1/R238 A 2 1 43 5] AT g A5 22,
I £ B2 AR 78 5 5 M 16 3K B adipoR 1/R2
J& T LA 20 I i A 350,

SIRT1(sirtuin 1) — Ff f& 57 FINAD 4 8t 14 1)
MR B [ 5 LWL, /2S5 PR 5 2L
W5 7, J& Tsirtuindk H KR — 715, L3N
sirtuin£ [ 5 % 3 A 74 5 51 (BPSIRT1~SIRT7),
HISIRT1 2 H A i 7t % 2 1 — Phsirtuinis . SIRTI
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SR Sir2 B R v BE [RIR, Rei b E %
dE4HE A, Wp53. NF-kB(nuclear transcription factor-
kappa B). FOXO(forkhead box O)% 1] Z. [ b #i = IR
B2 A, S50 2 A5 RO, G0 B
DNABE . WERRARW . g, TSR,

LS R AR R R (1) 1E 5 A5 BRORH 73 Wk, [ 41
23 $I I R BC 2R 52 A4, 3F 1T B AIKSIRT 1 A AMPK ) i
P, MBS . A #HIEFR, SIRTIAMAMPK
ATLAH %, 25— SR E S, s
VF 2 A8 [F] 80 2580 Sk 1 B4 A 05 37 40 M 1)
WF TR W, — J71H, SIRT1 0] DL #% AMPK | Ji% i i
LKBIREIEAMPK; 73— J7 1, #0% I AMPK X ]
DUAE BILKB 12K 34 48 B ANAD 17K T, Bl J& B0
SIRT1{5 5B, 7E 2, B WA ¥/ R AL i, SHEN
SR, TR 23 2 2 1 | PGC-1a i mRNAJK ~F,
Ml & ¥% %1 i (rosiglitazone) 7] LA ¥ 300 #% 48 1F % /K
S, (7] B8 3 3 5 AT jadiponectin-SIRT1-AMPK
I % DLIRAAFL . JIANGZESINF 50 4F 52, i 2 Fh
adipoR %3 5¢ 4= FELWT IR D6 2575 2 (1 SIRT 138 I, 177+
KRAMPKaW A BB 5200 . 5346, SIRTIHE SR )5,
FLHE hnp-AMPKIFRE )22 R AR W 35 R . it ik
B, B4 A b AR EC 2% AT e M ik b IR SIRT 1R 2 i
AMPKE % o FABA, 76K BRIK 25 2 B8 R I,
CEEH KR A S H fadipoR2. SIRT1 K AMPK (1]
mRNAFE H 7Kg i, 1A= g 2£ ISREBP-1¢
FIACCIH) FIE ) B BT, 78 A0 38 I JE7E 9 1
Z AR A, BOE SIRT1-AMPKGE #% )5, SIRT
FTAMPK 2> 43 5l il ik 25 ZL b AL A B A0 1 75 R Ui 1)
PGC-1a8,SREBP-17& P, i 1fi {12 2t g s B2 1) S 4k,
] g o R 1 B B4, (ELAS —F2 1102, SIRT1BR S
5 7 AMPKAT T 0 5 A U 26 4b, 38 F]RENF-xBH)
MR £ S A, TR FESTRAER™ . G|l prid,
SIRTIFIAMPK AJ LAAH BAR i K ik, ik, LBE4 24
51 R B 9 RE N BR T HROSTE S 1 5 I B A %
Ah, AT RE 5 2B AMPK B30 51 62 A SIRT 135 P
iR YIS, BliEid AMPK/SIRT 1/NF-xB/{5 5 i@
B Fo HIE S N Ik, %08 B EAFL A (1) 504
Hikid.
2.4 AMPK-mTORZ%H

Wi 7L 3 V) 7 0 % 2 #8285 I (mammalian target
of rapamycin, mTOR)& ¥ #% 48 Jiil v &3 & O) 57 1) —
P Ser/Thrik 1, 7] 73 ¥ mTORC1HI mTORC?2 2

RS R Thfe 10 2 A 4014, mTORIH % %5 40 i h £ Fh
AW R, iAKW IR E . 7
IR L 5 ¥ 7, mTORC1H144™ T 2 #4) i, RPmTOR.
Raptor. PRAS40. mLST8(S FRGPL), 4~ 3L 7E &
H O IhEES T, BN, Raptor 3 B AE A X 424
N U S A WAEBP LRI Z K A4 S6 1 i (p70S6K 1)4H 5
FImTORCIE &, mLST8N 55 £ 5E B 1% 1L 2R
AL 25 AR 5, mTORC2 & FREUR AL E &
Wi, MM E TR R R, FORTEOE AR BOE AE TE
HEA M A K AT B . AMPKAMImTORC L2 4% H
M0 P12 5 B DR 7 L 43 ) 0 5 e A 1 AR e o 4
7] I5F AMPK 7t ¥4 ##mTORC1. #f 7T % B, AMPK
T8 R TSC280 & B 2 1% IR fk Raptor [¥] Ser722 11
Ser7923K #l #lmTORC1, mTORC 1 #% 411 41| J5 2> B i%
NUFHIULK ] (unc51 like kinase 1)E &Y% S E
[49-51]

G2 40 B 1 — i B R B A 2, RISk e
ST B 0T AN 0, 2 TR OO R A T
A, SRJE WA 5 A PR Y T R 5 G G A
2 Ja 1 B B AR R () B PR K R B L B PR,
LSRR AN RGN W E AR, AR Es
WEZEBENEYEE N, ARKIHSE T ANKER
PRI 0 R A, ALHE AR IR AT VR A RE ) 5 4b,
0 TV ok P e 22 1 g 7, T 4 R 400 L IE o T
CE MRl e N S U = R G
RHEAFLI R B K

AN BT 78 26 B, mTOR 3= B3 1o 401 1) 5 W >k
RAEFAEAFLH AR AE o A, o A ) =5 2
F 53 W R (caffeine) FT LA FH Wrm TORGE 2%, M M 7%
W AR T A R AL AT IR S8 AR 1 L
H R B RS R R (corosolic acid)7E — & F£ B s ik
BOE AMPKCE A HImTORC, 84 2 B 4001 (1) 1 Wi
TETEVRSE, JET RS I I e S PR MR 4 55 28
ekt M2 H 4 BUI) 1 ) BR A(salvianolic acid A)
TE CTE MR SR 1R KBRS 2R mhoid I 18 5 1 W A g A
il G SR Yk 2 7 RS I D7 AR 1Y, LEESECR I, —
Tl 3 458 A (D TIIZ8Y 98 e — 16 I 440 ot 751) G 9% At P4 (cilo-
stazol) M]3 i 1 Fl T AMPK-mTORGE i £ 3 4 I Th
Re, 1E— &R E MR YT NE AR SR A GH M R
(A ., AMPK-mTORAY 5 (1) [ W 75 20 3 AFLid #2 o
RyEEBEEEM,

BT A WRIE 4, AFE Ol 277 At

5
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SIEBEMRKZR. —RIEOT, Sk SRERIEET B
755 B R 0 R AR T G2 a4, A B, 18 1k 1 5k
H 2> $0 ) B T 5] AR AR 2T, THOMES 6
RIL, SHE S8 QBRI AR B R 2 5 5
“FEB(transcription factor EB, TFEB) 4% & & AH K,
SE OB 2y EVRTFEBRIAZ & &1 3 98 3 IR, 12
PE ORI Sz . AT LMRR, 722 SRRk
7T, BRI E S T B A2 40 B 98 A FEAS R I
XF B 3 R T I A P — bR TS 2 O 4 AL
SR, A I T FR) 1 12 2 e % g 320 T 403 IR AH 5K 1) JEE 25
o Je E L, AT 7 B R R AR . N R
&, AW — A ahasad 1 H Az AR 2 & 1T, 12
PRGN AN I BRIR AT REZ T T — A
WO B WA I A, X R PR S 4R
k., FEALDH AMPK F 0 7T fig 18 — AN XU 1) <2k
RICARAF B Sk 1 42 40 L 1 9

3 AFLHYBGIARREE

&5 N1E, BIRIRNINAFLR AR IER T — %
0T @, (ARG = 3697 AFLIERAR 259, Ml ik IH
B R AT 2 A BTG %1t . AFL)E T
— Pnr 8 M I, 7R RO ), RO T BAAA R
H Y IX — SRR i, R R, &d LT
& 1K BB — J J5 JUF AT BASE 4V BRAFL . 28
T, 7RIS AR v, DRI 75 B R05R 0 B ) B AE
R g 5| A RS R, Womol ARG TR &
o HAET, BRmG sk, I B ALDIG T £ EoK
WUE FE R ZGIMEIRIT . B IR R E E 24
BN R AR, B4 RngEE ZBIATT
IR). R ILR (W Zn)5E . Z9WTEIRTT H, BSR40
X B HE M 7 5 B E (corticosteroid)s Tl AT T A
(pentoxifylline)Fl — H XU (metformin)5¢. 74, H
AN R & P R B A R AR N /N H 5 1 3R
T 25 52 NIRRT, B34 F1 22 7 i (resveratrol). A2
2 ¥ (ginsenosides). - ¥ # (apigenin)%E®, DL A
T 2% (apigenin) A1, 1240 5 AT IR N BR A 40 i L 2R
CYP2E1r T B AL S, (A 3 L 3 T PPAR-o /)
SRR AU HR [ 20 T 7 RS 1 R 1517

B4R — S22, 1£ A [F] 00 0 R 1 JHF 40 1 A Y
W, R ILER 43 25 W] ad i B ] AMPKOE B K H5E —
SE T R B, i AMPKAE 53 4 3 sh 75—
IR 250405 22 ff TP A 5 1 Jk 2 2 R % JHF I 45

513, 7F 2 BEALFE (I Hep G241 B b, —SUM Y K (di-
hydroquercetin) ¢ 1 i - LKB 181 AMPK (1] fif i {t.
KPR H|SREBP-1FIACCH R I8, 3k i $0 #1] fig A
&, A2 12 T I BAEAL, B 29D IR T B AR 8 K
PRI AT S 2 B i £ R 7R /) BUAR Y AMPK )
T, WA I AMPKGE i i B2 A4 AH OC $E B B B
T R T R S AL AR 1 AR T TR ik, (RIS I 1 5 1 R,
o e . 1A 100 T LA BSUE R AR P 75 AR, 7E L E
TR /N B, KK SEN(gomisin N)Z5 24 1] A 24 il
LI 51 (I p- AMPKOK V- 1) T B 5 i i i #ESIRT1/
AMPKAE 5 DLk AE AT, SR afnt. 2448, &
R AR R s 8 IR T U, (H AR AEAE
FAWLEIATE . BEIE R s E R EA RS G, 7E
TE S HET AT 75 AT R A B R S o

4 HESRE

gk TR, 4 ETAFLI T 78 U 1 BRI i
J&, {H i1 T35 5 M 45 A7 A5 2 B 28 SO0 1R (ED), X
Ly AFLIR JZ HUEIRIT 7047 oK T K XE. 4, SREBP-1
FESR M P BR 1R AR TR & A, e T DLl B %
B[] 7 TP R 7 R 1) 284K lipin- IMISIRT1RE 2
I SRS AR ACSE B, 2 5 RE I N
129381 Adiponectinfg % 12 3 AMPK ) i /2 4 M T
FIHIACCTE T, 3¢ B 3R A 45 5 3l % [A) 77 AR 75 52
XX F3hh, AMPKER 112 RE A EIAL, i62
578N B. RAE S S5 2 A A BT g . Nrf2/
HO-1(nuclear factor erythroid 2-related factor 2/heme
oxygenase-1)f5 TR fE AR R HE/EH, B
B A VF 2 B FEAREE, A2 AR IR 1 I8 5 T s AMPK 8
% 38 1 FWEENeR2/HO- 145 5 il 22 8 5 2% 1 HE R AN 41
WL, 4, XUSEWE TR I, 2 3 5 B2 (ta-
raxasterol) 1] ¥ ¥ CYP2E1/Nrf2/HO-1FINF-xBi# #5,
RAEPCEACRLHANGT R A, BE 7 T /) B Pk
451055 . 18 H AT, Z£EALFH AMPK S Nrf2/HO-1 24415
T B 2 R AR AT R AR Y, A
FIR B 25 BV, BROSGE IR AN, $EaRgiR . Bt

%t AMPKGE % HH 56 2> TAEAFLF IVE A T — &1
W, (HAFL AR ML G 44, H AT ESERIIRE=
T AFLI AN HIRE SRR 25 . 78 AR SR T,
AFLFTAR I S B R IBAL 22180, S8 I A5
75 SOFIAFLIG KBS R - (U AR 8  MERI . O s 25)
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Lipin-la ACC «<——SREBPIc
Raptor
Malonyl CoA
PGC-1a/PPAR« Lipin-1p ULK]1
CPT1 l
Inflammation  FA oxidation Lipogenesis VLDL-TG Autophagy

secretion

Lipid accumulation

Ell ZEz@dHHIAMPKIE S @ MEAFL
Fig.1 Ethanol exacerbates AFL via inhibiting AMPK signaling pathway

AN WE S TAEMFRRE, K%
BE PRI BE A SRR S VRSl 770 R0 A0 o 77 TI0K A B T3k
— R R AMPKGE % 5 AFL R (R (B 2. % 8 5
BB B AR 7K S AT FE AT R B, 3R 13E F A Ak
(0 Y B T S ) S B 45 SR, A A BE ISR AF LG IR 5% 1k,
WHIT, G568 HR T B, ik 58 2 0 i 2 A
FRERFF R B D 22 4 i 0 e e PR ) 24, LG AR
I KRAFLE .
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