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Abstract

Autophagy is a metabolic process in organisms that involves the degradation of useless substances
by lysosomes to maintain cellular homeostasis, while also providing nutrients and energy for liv-
ing organisms. The liver has a strong regenerative ability, and after being damaged, it will undergo
repair and regeneration to restore normal liver function. There is a strong correlation between
liver regeneration after liver injury and autophagy. This article reviews the relationship between
autophagy and liver regeneration after liver injury caused by various reasons, and elucidates the
role of mitochondria in related diseases.
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1. &

FPRE A N AR B 2E BE AR GRS B, B0 BT DIBR AR Jm BT A 28 B 0 B AR s . AL =AW B A 2
AN, BFAERT AR R (A AE R . R A N RO, A RIS 5 i 1 R A R Bt
&, BIEATANMIR AR, BEAANEIY], AR R L, s AT AN R BRI L[], AR
AR B — R AR T 30, TR R AR R S R ORI G, ORZEFFA IR A AR RS, IR AT LUNSR IR
IEH SRR R (2] EIEW RAEBRM T, AWMAELTIEREKP, ERETUR. R NS,
rei s AR T B R Sk Z SRR AF R, AWK SURI BT, DUSIX SRR ATP ARG 1 RIS = [3] [4].
WHTER ], VR 2 RGO AR e 5 AR ) B WA R[5, B WS L B2 i PRI M 5 . 9 2 R 4
PEBE R DAL BR 32408 (1 AR 4 B R 3 B 1) 8 1 o 55 0 sORGEFF T D RERARSE , EVF 2 kcd T
ZAEH, e ARAS YRRV . R AT 28 AN S i FRRE R . BT F RS
A Z TRV 26 28T B T BRATIDC AL 24 B 7 A0 T FUT 07 £ SR

2. WOFYIBRARERBEESBENXR

FEDIBR AR IETT 22 Bl BF RS 00 ST B —, AH U SR B AR 1 TR /N & KA, Evkge Ry 2 9%
2B IhRE, RGBS 5 I RAE6] [7] [8]. (RHEAFFFAERZIBITIEERT . B0 FFUIBRA S FH#%
TV TE SRS [9]. BRIk, T3R80 B 732 T BOR IR R B3R THFFUIBR AR S5 1905 1) 32 22 H AR[10]

ARG ) PH BRI SR I, PH G PRI B WK T R e T R RS . Chih-Wen
Lin 253815t 70% PH MG i sh R R 70 R B0, LC3-11 R FA/KPE PH R 6 h /i, £ 72hik
FNWEAE, JFLE 120 h P BNIEHEAKCE o B I AR B R X WA WS R, E WA ERTE PH )5 W35 1
I, 24 h~72 h ISFEME, 76 168 h JE VKR IR 1ERIFR Atg7 B3R S FAR B R A AL o, it 4]
AWEFE PH JE A KA R0 M3 G BRI, I mT DA b R 0 S A 4 i 7 A . X SR B T W TE
PH J5 142 I 7 A2 A4 R ¥ T S L AR B 4E I [10]

[FIFEA 3 R, TERR PH ARG 6 h Py, R E W B BEAH C (0 A B A I R (1 RO IR T /K A R
AN, FIREEAH S mTOR, AMPK {5 5@ R [11]. HtbIWr, 76 PH J5, JF-4H R i 59 0 3 v
K B s e B AR DGR PR 1 77 30, SRIAHIE ATP ARSI HOWWLARIR L 2 ae i, A BRS040
AT AL

3. EMAHRGS B

SRR R AR B AR TR T A b, AR SR SO AT IR M A DD RE R H . SR S
FHAG R R ARZ M, RN EEAA G, 49, CERALZ . s NFREI5. s
POREUR PR 5, T G DA e 3 T AR
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3.1 MZEREED

X} .1 % F ) (acetaminophen, APAP)J& i H AR AR FAGR) . (Hid &1 FH APAP 1] 5| it 844,
XU Z RIEE R 5RE ST D RE M (ALF) ) E B R [12]. EER, FE2MAKBAWS S T
APAP i 5[] 2V T 451475 (acute Liver Injury, ALI) [13], 3X — i R 5 f B W/ B A 52 353 K SR I Th g 25 1
T BRI A E B A — B g & AL, (2 i R 12 52 APAP 5 3 473 [13] -

AANIE APAP 5 SHIFEREM — D EZEBURRF FR, Bilid GSH ¥l FE 1 S (ROS) 1 7= A Sk i
TR B AL [14]. 7EXT APAP 5 S (1/N B ALL BT 78 ir R B, 18 W P DA 3ok 34 438 v 335 B 2
B ZRLAR, 20 B it A 2 0 ORI BRI R 45349 51 S (1 S A LR 20 R T2 [15]

IR B A REJITE APAP 755 1 T 40 M 453473 Wk 2 I B R ¥ R ZEAE I [16], (HIFIEIIE 2
A/ MHFERE R R, E AT OB BRI e ki, FORSEALRE SR B APAP I SN 5
PIFFIEFFA[17]. XFT APAP SECRIF0T, 804 i ) B We/K-FAa B T 0e BRI B A= Fdi &2 . R,
VAT B WEE S T RE N IA YT APAP SR AT IR SR A — R AT IR R

3.2. ME{LEk

VY& kA% (Carbon tetrachloride, CCL4) & 5 ik A4 75 1K LR Rl 2 —, 1l CCL4 31 ALl B
J& H A H B FFRAG R, 2 EE SR EE A 0.1% CCLA A EN 7] 542 ALI [18]. CCI4 @it I i 4%
FEF T -1a (HIF-1a) IR IE RIS TLRA/NF-.B 42 M7 5 HF2H SV N 28 VIR ERI A T2 19] .
7E CCI4 5 3R B ALI B2k, CClI4 Ab3E 24 /NG, EREAHSCAR EWIHIRIE R E L, JHpss e bn
PCNA Fi cyclin D1 ik W] &7+ &i[20]. XKW, BWERBIE GBI RY CCl4 i S0 F e 2 5
4.

JFF 7 38 58 K] 7 (augmenter of liver regeneration, ALR)J& —Ffm DA 5 14 {2 12t FFF AT 490 At A4 1 4 it A
T BREEESEAE X CCl4 i 51 AL BRI A 72 & 31, ALR + CCI4 F-TIZH 1) H W AH 5¢ 85 11 LC3 . beclin-1.
Atg7 TSI R IE KT CCIA i S S E B 4 . 17 4R B AR DGR S, ALR fRIA K
- S FF R AR KT U BA S R B [21] 0 ROk HEIT, ALR W] LIS W 4 R 2 CCl4 i T 1 2 kAT
4% 5 2

33. i

TP9AG 14 197 (alcoholic liver disease, ALD) & 8P M K T K 20 g Z8%) 51 A i FF 4645, Qo AT EAE
I ASPE L RS 1 i 197 4 9 (alcoholic fatty liver disease, AFLD). iP5k 11 JFF 48 S ks P AL [ 22] o

ALD HREEFE T L0 Bl 3 i) 200 73 AFET[23], U AR G, g 2 Sl o 2.
fig, mimi CYP2EL ARt~ 4E ROS. i ROS wJ LAl 4 ffd phy il 2 3% ol 436 2 A R AR, e IR AT s o e e,
5#E DNA 45, FH & SELRARITAREIG . 7€ ALD H, ZFEER] LMk kiR (g, i i i 0w
AMPK-FoxO3a il i, i 52 ZIH| LRk B EDh REMS RIS,  [FIR IR AE APt 3L 1 _ETHE#s[22].

ALD 5 AWK TS ALR A SIS GEA O¢, 76 ALD fAid, ALR 5 Atgs & beclin-1 )%
BACFAEERRD BT s, XKW, ALR G T AWK, DINOG OEEF S F45[24]. ALR B REE
Tk A 3 P A R e R AR 1 Wk SR R AP TR VA JFE 005 S R F B 4 R P R A, s — DR A DG mT ey
ALD $AEHT IR TT 77

4. mEMFRS AR
Z AT S5 R (HBV) R BT S0P 8 (HCV) R AR Yk I R (R AN 1 B S 8, I S PP 4 i
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N HCC #HK[25].

mTOR 72— S0 58 . AU 22 B WA SC HME Sl i, R #R R miR-155 72 HBV &l iy ik &
I, miR-155 JEid 5%k mTOR Ffeik B, MIMIEsE HBV [ il - FEAK T 4038 5 /K P [26]. 1 7 M1
TR, HBV IR Geox ) J Il 72, S A WK FEK[27]14E HBV . B WA AR AR B2 B 1A
[FIf AR, X BH H T EMRE P IS, AR — PR

HCV B 4% my DLid i 22 B i) 18 15 JF 4 i 1) K. e HOV JE45 44 2 82 1 (Hepatitis C Virus
non-structural protein NS-3/NS5B, HCV NS3-NS5B)ZR & (3 inml LAME H & H Wk A sk i s ik
GTPase Zji# M & A (Immunity-Related GTPase Family M Protein, IRGM)J& T GTPase /NZ %, ‘& 1 LAFI
Atg5. Atgl0 BrEEA, Mt BB T I[28]; /EA—25 RNA K47, NS5B X RNA HA K,
[FB /& HCV S E ARG, HA Atgd AT EMER, DUR S BWIKF[29]. B 10 B B
R AL, HCV S gLt AT DLIE I 115 P 5 100 82 385058 TR) e L 95 5 Wk 1 [ B 00 o 240 e ) 38 3 s £ [30] o
HHILPT W, 76 HCV 1, [ MR 38 0 2= 40 40 B ey S T B, DT PR ARG T R AR KT

5. BRINEEEHRGS B

JF2HL 2R %) o 3 s 0 0 PR ] DA AR P 15 5 FHF R I P v A 2R B 4% (IR RN 95 JOBL[31] » HF IRI BT 43
NEEYE IR AAYE IR, FEMEUGRBAT IR B b, DA T, SRR B 0k =Fh R BRAUNRHE. 16
JFVIRRA . 52 B 2E 254 1iE (sinusoidal obstruction syndrome, SOS). AR T Co IR IR . AMG I A
AN R, I S PR I A TG ek P AR SRE R T R I, 2 R BBE T IR, YA IR1 A& —F Y
S22 A (liver transplantation, LT) & B0, e gt NBRYE IRI M B2 BURE 46 Bk 0 T CRAZAE AR IR 2R
B g .

AP 5 2 3 3 A P L e P N BT DAk, A 0 ik R P 4L 2R 3 SR L. (10~15 43-), AR S HUR I
) e B e o T EVE RPN, R I TR AL 3 (ischemia preconditioning, IP) R LAJE /b 5 J5 1 4 ilg A1 48 i 4 it [
TROT RE RN A AT, WIS PS50 IRl S 06[32]. Atg7 FERRGR T INE AT IRI
s, FEIEE IR B W /N AR L A SR A ) A B A [33]

R, B MRS B R R I S 2 IR B AL, i R R B
R 40 L R/ 5 P S 5 40 B T B o SRR BR I AR I IRI 1345 6 R I WL 5 W . SR BG4 R T
ME M EAERA S, ARy, R A — R AT IE A . B2 R IR G &
A BAFE 2 BV CENL, DS A e e A 4 6 P 22 5 B 20 T8 RS2 P A R B A R AT 2 1 B 1 . SR
FEREPEIAVERFIE IRI SRR, A 5% I WE V35 18 FH BRI 0 45 BBATV R A — 3. 3Bt M), | WK P 1 4
BT LA SO0 4B M R T AR ZE T CRA FFIE S 32 A B4 IR Bi% . TITESR /s B b, W )3
SRS INERFAE IR (04545 . E W OO AR FE B IR BT IR R K T B8 ) B 4 1 80R T R
W& [34]. TEANPIRLAL i Ik PR U (1) 77 32 v LAY B AKCSF:, mT AVE SR — i 75 5 V2R 2 i 1 W6 2 1
ik, FULTENF IRI B B ) e — P B GRS Re a7 7. i 7 e & 45l DAUSL -
RGBT, WA RFE— 2 5.

6. &g

JENEAE N B s R AR RE T RORS B, AR A, WRes . SR MBI AE DR, RIS B A R 1% L
Fd e, SR R KR ARRE 0, Rt B ORI T EE A AN AR BT S R SRBERER . TERRZ
F 240 R 0 85 LB S BE T AR B M 5, el AR s BT 0 5 O R AR L o £ 38 20 I DTSR A i FD T 45%
Pk, B I (2 T T2 00 5 R 4 P00 3 2 ek DR R R A i T A, AT 35 B 8 2 B D) B )
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BB, FEA VRS b, PSR 6 Bk A8 B e ki . SR AL RE R 22 ALR SRAZHEH I, LA
BEERY S5 A B A SR AT AR RE T s FERREVERT R, HBV AL B WS AT A 0 58 R AR A O T
iR, ARt —PWHT. T HCV WY LU L B 8] 4577 15 3 1 W [ I 00 B A2 7T 8 B U sk i 25
BEEB T, BRI EOE BOA N AR R A S IRL SRR, T B G R B
T 4 AN P AR S B AR B T VR o R, e TR A0 SR A W RE 0, AT DS R S
WIFEEAE 7K, USRS DL B0 B I6 T 5 S 52 B8 R PR 8%

SE
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