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Role of Autophagy in Development of Hepatocellular Carcinoma
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Abstract ; Autophagy , as a special mechanism for maintaining homeostasis in the body,is closely related to the occurrence and develop-

ment of hepatocellular carcinoma. In the early stage of hepatocellular carcinoma, increasing autophagy levels appropriately can accelerate

"cell renewal" and effectively delay the progression of hepatocellular carcinoma;In the advanced stage of hepatocellular carcinoma, ex-

cessive levels of autophagy promote tumor progression. Therefore , the level of autophagy has a bidirectional effect on the occurrence and

development of liver cancer,which is similar to the "theory of Zheng Qi and evil factor" in traditional Chinese medicine. Clinically,the

progression of hepatocellular carcinoma can be regulated by adjusting the balance between Zheng Qi and evil factor and maintaining au-

tophagy levels.
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RE Bt R R AR B R T E S
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o, UNC - S1 A 38 (ULKL) 55 I 8988 i 1t UL
3 — i ( phosphatidylinositol 3 — kinases, PI3K) & 4
e B WS B WS A% 0 67 o ULKL & —F 2244
R/ & BRI, 5 Atgl3 | FIP200 | Atgl01 2 ji%
ULKL B W 5259, 1% A W 55 525 90 1 B0
T A A B R T L B A
Z U 1 ( mammalian target of rapamycin, mTOR) /E
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B85 52 i mTORC1 5 mTORC2 Wi F &2 5 ¥,
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(55E% 50k ULKL 249 Agl3  S757 5258
A i 75 2R ] ULKL 525 9 1 vt i BEL ok A
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PRI SN & AE HCC pEfR i B F BRI i
TEFEHPIRAS S HCC BB B, A W n] it a4 F ik
PR Z A HCC gh s

SN R 7 B R 22 O 5 30 HCC & i 2
PRIE . AT 5 oo 400 ) 98 4 R [l 42208 2% HCC i
& WEIR B, BEAR 40 LA 2 - 35 (interleukin -
35,IL - 35) /K FREHE = LC3 — T 5 Beclinl FEik/K
R HE W, E R pe2 41 R R
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B, 76 HCC 4P EAT K p62 A s WA i
A = K P (1 p62 R 3K 2 i mTORC 8 %
SBRFEEAEMEAE T, Hf il AT Wnt/B — catenin 28 L [
PRI 2 M B R L DR, I G T e e
p62 HETE—E R B HCC KA. A b i
7, Beclinl {3RIAT] 1 ) 845 HCC H iy AFP -
PR AR ACFERE, 7 T HIWr U o Kiruthiga
0T B IR 3 ) 152 Beclind i 5200 , B4
TZE BT 5 B WK R FEPUI R O . SRR R
1, Beclinl it = (/N B A Wi 7KF- 1 2 A 2, HCC
VIL AL R T B | R S 1 T SR E ] e
IFNy 35 PEE M #6] HCC gER .
2.2 HEX HCC REXRBWRHER AW
HCC w5 M Be 3G 58 5 % IR S5 i e rh BA
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¥ HIF o S R BRI 6 AW BG4, B E
A0 5 1L B8 R K 85 11 HMGBIL 5 g 5T H mtDNA
YERD, 8 2 #4006 TLRO 3 . [R] i, B4 3R 58 i
mTOR 5 B T 1 , [ 2 oF FoboRa 40 g A 0 o B
FHT, 5 AT 3E A A 0 R B A 5 IR 4 0 240 P
5%, M A WEoK OV J5 HCC JH A 5% 5% 1] 5 i
o Li % BB, Beclind {5 53 7T 2 1A
THIEMEN 4 HEMH HCC {2 RE )1, Liang
240 b o T 9 A0, B SR AE R
H WP g i, ] HCC B4%1 .
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transition, EMT) 52 i I & £F ¢ Jig i 2 AL, w] id i
HIF — 1o\ Wnt/B - catenin , AKt/PI3K/mTOR 45 5%
{5 Sl A 3 HCC ghf™ . AW EMT Z )17
TER AR A TEMIE AL b, B WXt EMT f77E 4 i
S POEME R, X AT fE5 HCC %A . 1E
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)R ) IR SN AN AT 7 A A N 2
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S ST IEAR R JE T R R s R OE S
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BEYRYT I B 5 R . HCC 76 B 2% v TG i 5
i MR I PRAER , PR A T IO ™ R BT
g, Sk — i E LT CEFNE) A A
ZAE K o (RECRIE) iC8: “ T AR, R iE 22
IE AL AR 1T R B (O 22) FBUIKOR .7
CHEZS + TLH7SME) ¥ 5E 3 T e Z AR &, v
PR A EE AR AR SORE TR AR
WIE o ZEAR AR B B AL 67 IR, 2 4k
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TR, A JEBE, 2R, HUE B RO, (R ) 2
BB BRR Z K, (B DU il if, 5 #
" LABK G i EEALAIE T, 45 1 IE e RO
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MAFZ e LA MES " R R LR Bk ™

T S MR I AR L, HOC 1 2 BRIE R
DA IER 2 0 IEANCBE 534 %) kAR I0 <
SN TEITIENE , E R/ B e ™ & A, HCC
L HEREAR , AR IE T HE , WA Z M, Fe i+, +
HEAG DR 25 IE AR T ORISR | Bk FIEAR BELiE , HCC
PATE RE A , DL | A S A8 A o

5 HEHIARARER

BT 1A AR BRI A2 T B IR YT R B R 1 H
P, A ] A ) R BESR o SRR UE P, 1 AR 1
A AT 25 5 S R T, R OE S AR AR A
A PO, XA R R, AR 2. HHIES
HERASS A X ST AR T A BTUR  B BA AL (2%
FRREIRIY B o A WA LA 0 i =5 B AR ST 1 AT
B, 72 HCC At B 2 AR 24 PEH
5.1 RFEFWEFHFMASH HCC REH#HE 7 HCC
S RS S B B, IO 1o i v A S A
AN AR HBE B 0 E A A ok 4 A AR
AR BT 22 PSS AR 7 0, By 1k A8 Aot JE 4R e
JFF400 . 9 5 7K P-4 59 52 400 3500 £k 200 e Jon o 1 9 5 £
e R 5 358 FH AL 8 B 1 L AL R s 1) op 25 5088, anr
112 BiC B RUILEE . DR R B, AL BRI R
Hr 2GR 7 . HP RS B T e S 1 i
EMT , 1] Wnt/B - catenin {5538 % 1% 14 32 11 410 1
HCC HERED A b 25 P12 nl 4 il Fif g AR 5 [
FHIE Wi EMT, A HCC 20l ™, oA &0
PSR BAEAA L DE LC3 - 15 LC3 - T4k
73 AW, I HCC K i e Y . e ih
RS> 4148 Z 4 ] BE i o 7 ] PI3K/Akt/mTOR [
2o MTE P AN B R T DR R,
F L ] 2 k3 HCC SR iR I KA
WFFE B, 75 08 T il g A , LA AL mT g
SRS p - MTOR 25 1933k B [ w31
RIEGUMIRVER o B A0 A BUs o
JE5 304 mTOR ik 2 75 LC3 5 Beclinl 7K,
ek 1 Wt T ) HOC R AY4E F E e s .
5.2 HWIHIEMEHMRLZ HCC Mt R 1
HCC A I B B, do 20 i 2k B W 3R B 3 2 g v
N, IE A I A7 B S TSR, (E G RE H 43,
FIIRABSM o U, DA R Pk E [ AR A T, e Ak
Mo W PRH BEERIE A 25 IR SR AN E A, W
WS L2, h2mat 2 2T
Tl HCC, FE R R ALy 3 B | A8 22 30 Joe 55 J T AT
BEEH. HEP ISR A B -2 1)
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BL,H HZPA NA AL A SR IDH R R
IRLLAE T4 o A SCHRER S, P L0, IOk,
167 O O LA g A , v BB I R AT 2 7 LA
PRI 7 SE LB AR A A, TE HE 2 T 98 6 J
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