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Abstract

through the lysosomes, contributing to the maintenance of intracellular homeostasis and cell renewal. Lipophagy,

Autophagy is an intracellular degradation process that breaks down the organelles and proteins

discovered in the past decade, is a type of selective autophagy targeting lipid droplets. Lipophagy has been found in
multiple cell types, especially in liver cells. This article reviews recent studies on the mechanisms and implications
of lipophagy in hepatocytes and hepatic stellate cells. The metabolic enzymes, membrane proteins and transcription
factors that related with lipophagy are summarized in this review. Additionally, physiological significance of
lipophagy in lipid metabolism and cell survival and its pathological role in liver diseases such as fatty liver,
cirrhosis and liver cancer are also discussed. This review provides reference for further study in the molecular
mechanisms, biological significance and potential therapeutic significance of lipophagy.
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— YR B JH 40 P A A T T B R e e L AT AL 1
H R 2T T, S IR 5 e o i Bk
JE 5T R AN A2 B P A AL 2 AR T, 4 i T
AT % 3 HiE R A A B AL R S v AR R
HILEN . IR E RS B WA & AL E b,
H W 5 10 A B W) UCE A G H 1 1A/1 B B3 (micro-
tubule-associated protein 1A/1B light chain 3, LC3)
5w AH EOCHRI ILR, FEoR 1 R B B A,
I JE B AT L s R i 44 R o B R %
IR 9 IR, 75 40 i B B W EE [R5 (autophagy
gene 5, Arg5)ul S FH WA 751 F5 48 i il = R
ARG AR R AE /DN B b 4 S 1 e B 1 A % 26 [
Atg7, FFHEAT UL AL S R A 5T A0 i R G I
S 2, 3B — k4o 1 WX I 0 e s A An
e o = AR L,

5Ede Bt Wi B4 L [ I (canonical autophagy)
ALk, BT E W AT 23 9K 5t E R (macrolipophagy) 5
AR 5T H B (microlipophagy). 1ERHRH H B, HXL
JZ B B H AR (autophagosome) M Sk A i 0. 58/
JER , BOR ERRE B W 45 K 47 I (engulfiment), 20K
JETR I I VA B AR BEAT PR AETUTR o W VA BEAA
DA K G 34 P A o it M B B e iR - KIR IR B
W (IO BT R DA K e 07 B 5 0 B e P AH L
s, L[] PR A A 0 E 23 AR ™. R BT R
() % A5 i AR AR SC I LA 5%, ELIG o 1 Wk )
RS20 R, P K& B R E E SR
IR R B R AMATE B DL R B /MR 5 1 A
RlE, K Hlsit SHAY R nEREES
2 4% 1(mammalian target of rapamycin complex 1,
mTORC 1)¥& £ 0] . ATGs 1R FAH FAE A |
LC3MBRALRILC3- IR 5% it BHE R A, 1ETL
PRACFEIS | JHF2H M b B 3 3 W s, B0 4% X & g
T B WA A A R o) 1 B R AT 9 2 B AT
TR B R, HEEYLRES e, R 5 NR i 0
i H WA O EE R B TR, PR K TR L
VRN IORT R A AR BT B Wi R ) BRI 22—

H b, FEE G T B WD FE 4k 2R N, BFFEA
DA LGS HARRE R 5 1R 20 - HILL S AEAS [R] SOEUR 2
AN [ 40 e m ) e SCRA S AE 0 v B F €T T 3
R, A SO IR SeriE e R R AT S 45, DL T g e o E
W5 3 R 2 PSR i o AR B sz, B
FRHAEARRE AR T I e PR A S5 JHF AU 9

TP ) 2 A 1, B A INRAS L2 T AL R AE )
RO

1 FS BT AEAS R B e 57 FHLH
1.1 ES NS00 AT 4R RS B B RIS A B =

SHMIAE 2 R0 RBECT , JCH R IR B R,
B i 7 P i = B0 9 Ik 22 ) R R TR W, R
JUEJ 24 6 52 g Jo A ) R LA ep, T 5T R B R
MR E W 2 i RSO R . RN, — 2B
RGN S8BT WM BT B R, K
FERPENE A I VE R . BRI EE Bt 5wk b 3 1R
A 5 i o7 R BOHE X 7, WO BT TR e 4 X
73 R B W AR oA b B AR FE I B, (BAE TR
SCHRATTR AT REE M X 3 Y, DUSE B R SR iR
Jii W )5 DR 3R B H R AR LA R AR B R S
L1l JRRd&. ERhszfeFRRE
AR I AL, i 5 [ 6045 iR (oleatic acid) FIAR
HEIHR (palmitic acid, PA)]#IN A5 S g o Ik B4, 78
Fi R (high fat diet, HED)/NER AP, AR bt 2>
HELE BT R, 3R i o RT3 A P e R Ml o
B F3AN, iR i R s L P R
WA NS RE BEAR BT B R B R, 5 R AR
28 3 B B 2T 2R A, B IRk = LK (starvation)
Ab PR [0HE FH G 5 i SR R B 28 R — BB R = 1 1%
7% (methione-, choline-deficient medium, MCDM)
5 200 M /N B PR AL B BT R o M R 5T AL,
FE R B IR 5T & BUE RS R SRR T, da iy
AR E W, LLor ik BE bR 2 R IE TR L
SN T JEURL R RLXS B IR = (1) H 1

FFUIR R 2% (thyroid hormone, TH) 28 4L {158 K [
TG T o3 fife i cas , (RSB 9T K B TH R 38 5
5 BRI 59 1R B Bh a1 47, THALRE S B9 AF/N B,
JFFFFE o5 TR W A R T A ) S By 1 n 1),
— WIS THE 3550 B W 8 737 HL| A THRE
34 11 C190rf80(chromosome 19 open reading frame
80) ek, JF IR AL HE R R 5 VA AR I 45 50
112 RRDoTbdh —HRRNTFIE
YRk A TE RS BB TR BT, B 2 i
R AR . % & T2 (epigallocatechin gallate,
EGCG) 2 &k EE 2 Wy, B 1 5Emg i 5 ol
FEAN O 4 A T8 AT (2 BE R 5 B R R AR B SR o)
A1, PRGN i B AR R Y. A 22 (resveratrol,
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RSV)TEAR S5 77 14 240 A /0N B2 23 H 38 40 B0
A5 T E M, R A B TR AR AR, e
JIEE I 7 AR 021 AT G40 RSV RT B8 M i 53 H W3 7 55
S5, £ (kaempferol) 1l 55 g i E W, I A
FREAS 1 B R oxe Jok e B4t L ) I o A sy 130, A
e R MR /DN BRURHE 25 i JDT R (free fat acid, FFA)AbEE
(), S e 2 Hh (R 2R A 3 2 (formonone-
tin) 8 A O BB R I R T VA B AR AR A
RILR I FRIA , HEMmAEHE 1 06 o B R, I BT ek 2D
TR AR U VR A R 25 B IR UKL (Jiang Zhi
Granule, JZG) ] H T-1697 094G 14 i3 197 - (nonalco-
holic fatty liver disease, NAFLD), HAL#|H7 i@t
W 1 i 7 2 B
113 it SFRE SRz HiE R At H
Wi VR, BRI P R A i oK P % B WA
REER M FRIEME R BRI E SR,
{E DRBIF 5 () B 00 5 1) g Joid 1 e 4 38 5 AR T I 2 e
AU B30, HED Zn>* (2 2 1 =2 45 e 10 i o 1 w1
P S R 5 R S IR i B R O, AT R
G154 VB 15 O\ 14 45 P 9L (store-operated Ca®* entry,
SOCE) ()85 1 18 HH I e 5 (R 8L 3 B8 3 g Joa | W )
YR, 1EH SOCEIE 1 Jf it Ca> 7K V- s e it 1
NI W7 B IS A G K A, AH RS B4 . R DT 4m
Jo 55 X0 ARG Jon B W 4EHE AR BT A S fg AR R g 7
[LE= R 6 S
1.2 &5ERBEMND T

T [ W ) I R S TR . MR AR A A
FIWE /N U B AR S A 25 ), b S S50 1)
BB E , [N WA SRR, 5
JK g I EVE . S34b, MG 5T B Wkt A 7 e oK
PRI R, MRt S5
AW 2, HARX R, ARE0 70 B G £ 53
TRHT A
12,1 RER#AXEE  MBIRNIBFATGLS i) H
Wi B VIAH G . ATGL BN R B B3 40 i F5 rh ) 2
o, AR SR T T RRN RS AR H
Wk (R AH BB AL 440 i AR B B AR AT I, ATGL
Tk 2 P 3 AR ) T I 4 A AR P A R e U A R
SRR PR B & & ATGL, 1 s i B e 3838 A
TN NG, PRI A ATGL RT B i g A H
AN R NN T il = L b e N o
ATGLWAE Jyide £ 14 F Wi 52 448 i 5 A 1 LC3AH B

1 F 45 #J38(LC3-interacting region, LIR) &I+ /-1
H, A5 E AR _ELC3X AR O RR 3 1R ) 4 50

T S A B R DT TR B- S A o0 IR BT E R
R TTVE T, 45 5 A 20 i e R ok i i 1t
I ALEE 1 (acyl-cenzyme A oxidase 1, ACOX1)
N BRAE YU S s IR 5, AR BT E R S8 38, A
i J07 A PR AR RS e, AL AR AE T 2 ) R =2 3 B
A I 107 R AN e 28 -4k 77 A QIR A, T £ Tt
I AR mTORC 1A 5 #1558 1 (regulatory-
associated protein of mTOR complex 1, RPTOR/RAP-
TOR) Z BB SS , AT R 70 5 0 0 40 1) £
B,
122 FRAEME. R, BB IEE & FfRab GTP
B R T 6 Perilipin 5 R A% £ (PLIN1~5)J2:
JIg 5 W o A v ) EE R o B R i
LRI PLIN2 R s/ b g ot 9 4, Rl Plin2 0] 2= 540
JIE 5T 1 W B4 PLINSFE JIg i 2% T % B0 47 347 o
RN g 400 1) (1 I RO AL, T RE BELLE B R G B R
AR . /N RV, 4R 2 7 AR 3 1)
F I 1842 (chaperone-mediated autophagy, CMA)X}
PLIN2 5 PLIN3 F [ A 1 i, 15 I 35 2 1 T S0 ¢
F|ATGL. LC3HJIE % ; TEARAME IR (40 v, 4
il CMA J& v W, LC3 5 i (A AH ELAE b, 4878
PLIN2. PLIN3(#PEf#E ATGL. LC3Hzi i Al fig
J I BE AT, A, PLINT A AT 5 61
AR p623LTEAL, AT RE IR HIVER], I 3 a4
Sy R AP

Ji i 3 1 CD3 6,72 I i 1R e (o Bl X Ml A, 322
T AR T IR I, H ATHIF AT N 5 0 R I G i
1 AMPKGE A2 I8 81 Jig o2 151 Wk 1 4 £ 2%, By
ZIREIE IR PR IR R B . 7240 HepG2
BN BRI Ik CD 3634 AT 5 e iy i Ak 4
JLH AMPAK#S ) 2 H 80 [adenosine 5°-monophos-
phate (AMP)-activated protein kinase, AMPK]#i% ,
H W EE 46 AH 5 B BT UNCHE B R0 T8 1 (unc-51-
like autophagy-activating kinase 1, ULK1)#1Beclinl
ik B, SEUIRBTE R om0 g D7 R SRR
FRIHE

I B i B 1 S2 AR AH G BR 1 1(low density lipo-
protein receptor-related protein 1, LRP1)~N) V2 FKi&
(RS2 A, FE AR b 5 7L BERTRL AN G, K
WHAMZ 5 N5 B R e s . AT AR R
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EE, 5 SRR R /N B AR Lip 1(Lrp 1) 3B S
SHIREB RG22, A Lep I /N 23 B 0 JEACH 40
NAEAR AN REREIR 53 J, Jia ot B R g4l g ot 3R
PRS2 . LRP1E SRR 2 JE 5T 5 R 1 )5 3 A
I AR B ) 77 A, AL R S5 T T A A 0 I A, AN
1M 51 i 35 % A2 (lipotoxicity), fLFFZRRIAA . A TE
A JBE 308 37 1 AR A P Jo X N A AR BB T, e R
7N LRPLDJRE S & 0T B WA 1] 2 3 s g 7 JHF )
a0,

SID1#5 45 1 X Al 2 2(SID1 transmembrane
family member 2, SIDT2)& —FHFEF ARG E A,
TER MEMEE/INER A, Side 22 PR st B ml 3 B JHE U Mg o
AR W, AL TR HEAR LA SR e 1) B- 28k ise b
TEHE AR B8N L, Side2 58 R 52k R 52 g
JREFEN S ISk B BRI H I = 8 00 43, H E 2
g 2 . A WRAHOCHE H p62 A LC3-1E I, 42
7~ B AR ) B BHL, 88 — IR AR s i B AR T e
FERR 5T AR B AR b 04 S A

Rab GTPH2 /N GTPEEH e KSR, 18 70470
Z 5411 N FEIRHEIZ 1 Rab GTPREHH , 3T 30Fh i K
AT T R A i, A L T DABE Rab7, A
T I B A ELAE R, Rk 5T E W BY; Rab10
(R A RS T 05 W R N, RERE 942 1t i T
RIMAE S F I AWk, a2 Rabl 05 #5 8 R
1 EHBP1(EH binding protein 1)» EHD2(EH domain-
containing 2)AH BAEFH IFE S E &4, it — 7S
Y VR EZE R, Rab18FR T 25 Miaii — P4 s M 1)
FHEAE AT AR I Rt & 5 23 251 B9, g kI Z
5o B R A B AR
1.3 EERE R B EERIEE SR E F

e DR S 7K ST ) R 4 R R A T o 1 R ) B
772X, Horb BE AL 45 FH ) B WA 5% 2 R 1 S0k T 4,
WAL HE i B AR A G R R T2 5, Ji &
A FE S AR A R DG IR A 33 DR FH B IR R A O
(1) ATGs ¥y e 455 o
1.3.1 4% %K TFEB%Y TFE3 e A
EB(transcription factor EB, TFEB)/& MiT % Ji% (mi-
crophthalmia-associated transcription factor family)
1 # bHLH-Zip(helix-loop-helix—leucine-zipper)#%
KA 7P Al it 5 CLEAR(coordinated lysosomal
expression and regulation) /745 &, Jo 2T [ A AT 2
PR35 g o A A o< 2 F] PGC-1a(PPAR gamma co-

activator 1 alpha), 06045V B AR A2 RAIT B I AH DG 5%
, W Lampl. A2 AN Cathespin By /NE kR
1 18(vacuolar protein sorting 18, Vps18). Atg9B. LC3,
UV T2kt 52 #H5< 8 1 (UV radiation resistance associ-
ated, UVRAG)ZE 3k 041 [RI7E Jig o A Qs AT Vs Bilg
P — g U E DI g, TFEBRCA I /KT 4% i it
HWR %077 1. TFEBH & H3RIEZ BRI 75 3
ARG A, RS AL ATEGE W) 5 B E mTORC K
M TFEB L R AT S5+, Hot /73T HTEGCG-
UMHERE . BRAETE 3R BEF AR R BB 4% TFEBIE
SMANAIE 8™, ¥ 6[X ¥ E3(transcription factor E3,
TFE3)tB )& T MiTZ ik, /515 TFEBHI{EL, Jl % {7 T
RIS, BEOE IS IZ IS CLEARS &, 4EFFIE
WA BRI D e, S (e R AR ot B W IR 4
(FIRE W7 AE M 97, [FB TFE3BY TFEBH. A HMs , & 1F
PANGEAREN:)=IoiE A

1.3.2 FXR/CREB 15 Je B X324k (farnesoid X
receptor, FXR)Fl cAMP [ B G145 & B H (cAMP
response element-binding protein, CREB) & i 1%
BRI 1 BB A R S B, R AT R A e
75 BE B AL AE 5 — X5 TF 56 5 B W AH K1
PLE R R W, LR, CREBIE o 35 45 3 5 4L
% [l ¥ 2(CREB regulated transcription coactivator
2, CRTC2)4: 4T cAMP M JGF (cAMP response
element, CRE)# 1] J3 5 Atg7. UlklF TFEB%S E Wi
R, AR ARG . HBE, B2
FXRY VBRI J5 5 CRTC23% 4+ 45 4 CREBJE i
FXR-CREB, #ifilfig AWM. IR, D%
{RFEAR 2 1 (small heterodimer partner, SHP) 5 B A
SFXRAAARIE A, (HFXR 3 2 7E 9 & R ME A,
1M SHP F I ZEARN 12 , HALHILE T2 7 )5 70 Wi
B AR 755 ) AT 4E 4 i A A R 7 990 SHP, SHP
i 1 5 4 R A R R e 2 T AL 1 (lysine
specific demethylase 1, LSD1)fH#$ CREB-CRTC2E
EIIER, 0 TFEB. Atg3. Atgl0%5 H WA
BRI s . SHPHI D REAE R IBAE K1 gk 1
H W PR AL, R RE TaEE0) R BT R A
SE AR, T ELIX A TR R B ]
M FRJ IS 2 4 AT LA O

1.3.3 PPARs %ALYl B IH 1 s 52 A
(peroxisome proliferator activated receptor, PPAR)J&
TREZARG I, T PPARoZ FJIE o 1) 3 %2 PPARIE.
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RUEU, GEE LT PPARat mTORC LM, i Y11k
J5 mTORCI1 [ 2R & (22 T PPARaf¥E L P2 JH 1L
() PPAR o5 2 4% rh (A0 35 i 28 X2 A% (retinoid X
receptor, RXR)JEE &), If456 T LC3. TFEB
S5 A 1) PPAR S BTG (PPAR response element,
PPRE) I, {3t fig it B Wi & 42 B 4% PPARaff#L
Il BL A W I Bl AR 2R 8 PR PPAR G S 44 i 410
#ill Al ¥~ (nuclear receptor co-repressor 1, NCoR1)Jfi#
R fE A AT PGC-10k 52 7T PPAR a1 T Y5 FXR
5 PPARGZE S 45 A RXR, T FXR-RXRE A1)
Z 5 TR BT E B A6 P[5 )& PPARZK
JE () PPARy 0 B AT e #E i3 o2 [ W F 1 T O, HLHLE R
1 BE 6 B v W 15 3 11 B P T R IR R TR A A i
I (carbohydrate-responsive element binding protein,
ChREBP)FT 1%, fedE 65T 5 W 1 N2 b L3, By
TR R AT
1.3.4 SREBP-2 [i5] B 15 TR 45 S B (sterol
regulatory element-binding proteins, SREBPs)7E1KAH
[i5] W 7K V- IR B 0, 45 & LT SRE(sterol regulatory
element) 138 I D] gt 25 DRV s i o8 =7 L 36 55 e,
Horb SREBP-2 2 55 JIH [f] I 6k = P 755 1) 1 Wt %)
SREBP-2 B i B BE iR 3F PNPLASI BRI 21k, AT
SEINPNPLAS S F WA 45 41, S5 IbA R, BTt
3B 1 SREBP-24ii| F Wi (I /E HT , 7E NAFLD -4
Jfr, #0H] SREBP-2 [A) A% (1) 5€ [l isfai), A5 5T H
W 7K -3 5, P Jo o SN2 38R T 53 7, 18]t SREBP-2
FE AR PR 05 B G0 IR 5T 1 I 3 A IR A
BE— D .
1.3.5 p53  pS3n[iEZ A A MRER &L, 5
2 P9 ) I TR LA 22 S 1 R 0 38 1P ) b A 1 e
AR, W R SO OR 2 5 T A i O 1
ARLAA TN REI R MY, BARXS Tp537e & B A R 5+
WS B IEH . & BRI A Rk
FEVESE OB T ARIEAN 2, (EAM I pS3 i ML 259 i i
20 I v T i A R O /Y, s LT RE LA R 4% Ml ot
HIWE D Re, BRI A f it — B4R It .

Zr b, AENG BT B WKL R, 4 i b 2 Mg
w2 5H A, WA 2 LG HBEAT e BE A 11
RO R 92, i 246 A PP 200 I P I AR A 8L 380 e 2
S EREAN (B ) AEXLLALH] F, A5 BT
NG R RN 3 IR 7R e L S I S I B R
PR,

2 FTBERE R B EYIF TR

JE BT R ET DA AR R DT R, AT DAY R
2 T, A A B ~F- 26 0 20 B AR B D e,
[F) B &% o AR 8 . T 418 5 55 B el
A, N5 WG 22 B, 5 R AR R
JTH K.
2.1 HEEA
2.1.1 ALERREamARM  eF AW RIRR
R AR AR 2 —, ) B W R v A B P H
—“ERE R 2, I I BRI /NG 210000, FEff
SOVHCRAS T, B e i i LA tae &, [
I o Ik A A 5 Wk A R, 1 7 7 4
W I B AR, R AMRIFE R S5, AN IS YRR
SR &, B I (R, R A 3 R/ N 25
VIR B Iz G o, B DR D B T R4
JaAh, M T, FHZ RN bk EE 40 R AT [ 4
J R A A G 5T W, R T AL A v DLE ik 2 ol 40 P
(IR TR Wt 75 AR K~ b S B x) 6 o i s v 7 ik
PIRLEE . /NERAEV JIBET, N it & o R AR H
Wk T 3 ek SR 44 IO 4% A T 4 B AT €2 T 7 4 B )
e B Wt o, S e AL I FFAREAT B-48 Ak T FR AL A
&, PR TE R R KT B A . e s
N PR AR oG H R D S R T B AR
1 2 ek AR R B TH R, 2P RE A
AR PR
212 AERERAARHS B CKI, T E
bR 1A e o R AR A, 5 iR 5T A B AR AR B A, 3k
[ AEREHE T ARAS . FA0 H H RA 2% FE IR 25 1 (very
low density lipoprotein, VLDL)& B i, & 24 il gk
129 LAFFA N JEORE T S & it i = B8, Hr i =15
L JH[E BE. APOB10045 & J% VLDL, 43 21 4 i
A HE N . E 40 B 7 Sk = FFA ) 264 S ATh B
4 A2 /0 70% 0 VLDL, H s 5 W o] f# VLDLAE
RN, T A ) e 5 EVIDLAE s b . Sk
Atg7H)/INE, VLDLBIURL G AN 73 At a2 7

F% 7 VLDLIW & RS B WEE VI CA) , 76 &
JeL e R R Bt S E AR O . FERTFAR AR, LC31T
55 R R 45 A Bl B 2 R A BT 4 75 1 10 7R/ ER
JRRE R AT S, EB = ZAERR . A A AN I3 1)
DURSEAT ™, 4 P9 RS TR 26 A, H R ArgS )40 i
MITCHEI SR, P E AR E 1 e B A il
213 RV IEEEBGRAS @ REH
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Starvatlon HFD

e oran® RablO
Plasw? O
. PLIN2/3 \
Hsc70 \ ATGL LC3
I-ijc70 IS | > : 0SIDT2
3 Oleat acid
N L
CMA e ;Lamp 2A TGL S Palmitic acid
‘ =® Lipolysis / Thyoid hormone
FAS s Epigallocatechin gallate
me &) Lo =
* FFAs %, Formononatin
¥ Zn2+
[« Jiang Zhi Granule

? Cell nucleus

Gren) (re)

TSRS

CLEAR

+ PRIE R AR S HE R K < S0 I i 1 W S Bk R R

Lipophagy-relate
genes expression

+: promote lipophagy-related genes expression; X: inhibit lipophagy-related genes expression.

E1 BERRBERER S FHLE
Fig.1 Molecular mechanisms of lipophagy

x1 FIEERBERN S T
Table 1 Lipophagy regulating molecules

HA AR AN I BT R T 275 3Lk
Protein names Classification Lipophagy/autophagy References
ATGL Cytoplasmic lipase Stimulate [20-21]
PLIN2, PLIN3 LD membrane protein Inhibit [24-26]
CD36 Cytomembrane protein Inhibit [28]
LRP1 Cytomembrane protein Stimulate [17,30]
SIDT2 Lysosome membrane protein  Stimulate [31]
TFEB Transcription factor Stimulate [45]
TFE3 Transcription factor Stimulate [47]
FXR Nuclear receptor Inhibit [49]
CREB Transcriptional activator Stimulate [49]
SHP Nuclear receptor Inhibit [50]
PPARa Nuclear receptor Stimulate [53]
RXR Nuclear receptor Stimulate [53]
PPARy Nuclear receptor Stimulate [5]
p53 Transcription factor Stimulate [59]
Tol6164]

Megs 3e it A

L BE A CU B 1R A o 201 A4 X 24 ML )
DRI R BEAF IS 1 R 5T e A T FFA 2

i S

Bk, BE R B b AR AR K FFA RE R T

Mo NERRL A, 38 S B 4H 5 3 A P 5 19X 23

- R [ G BE [A 3R, 72 AR B AS A ARA B Y,
We 4 s sh PR R &, e mT LA (E ATPRE 2 v 48
11 5 B LR Th RE SR 1, A 0 i 0 BT 4 i A

A s 05 S AR T, AR A R
B 7 A AR AE T Ak, R E R 2 S gy
WAL ZIE AR, H AR 7T 0% 21 HAE BB 41



2214

FORBRBR A RO IR AN . IRRRANAL . 52 0 10) 5 41 i
ST 3 Ak R A P RO 52 S AR A P P i AR
[ R AR ST,
2.2 FRIEMIERA
221 BB 5NAFLD  JI8J5 [ W m] B i
S 55 T 40 B FC B A A, 4 H e = R R R
I A INAFLD . [FJB, — 5 2[R 35 1 3 RAR o F
W ], 51 ENAFLDI R A s i, fENAFLD
SR AT AL, B W1 2 I Rubicon/K T~ 42 3% T
i, HAERRN B i Rubicon AT Y82 A B A8 PE 2
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Fig.2 Role of lipophagy in liver physiological function and liver diseases
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