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Autophagy and Its Role in Tumor Development
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Abstract

formation followed by fusion with lysosome. Autophagy is composed of four basic steps, the initiation,

Autophagy is a conserved process of protein degradation with characteristic of autophagosome

autophagosome formation, maturation and lysosome reformation, all of which are controlled by autophagy
related proteins. In addition, autophagy is regulated by mTOR, PI3K, ULKI1 and transcription factors as well as
microRNAs. Autophagy plays a key role in the maintenance of the homeostasis in cells, and also has a complex
impact on tumor initiation and development.
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H I (autophagy) & F5 75 FLAZ 40 i rh b R0z £
FEHR > W T LS 40 e oA i A A X A 2 B P AR
JE 1l 3 W AR (autophagosome), F-5 N Ii{4 (endosome)fil:
A B W N R (amphisomes), 525 5 B R A
TE R L W 5 i 4 (autophagolysosome), - 4 fif T (. 2%
NI . H AL AZ AN = AR AT, X T
YRR A0 M PN i PR A0 R A0 i N PR PR AR E A
PREFAI I IE 5 A B D e B AT R B IR .

1 BEMERIIE
FIVEIOAL RLAR A, SUA 84h i/, AN T

Wik H 291 2014-09-06 52 HYJ: 2014-12-31

AN ALV SV SN Y ZE NI N UN & DN & T E
MR LR . AR SRS . WEY)
FR) 3% it 5 R TSR T A 1) A0
1.1 BEEEEE

W ) RS R R TT 4R T — BOB AR AR B R
(phagophore) ¥ b &5 I (isolation membrane)[)[X 35,
0 70 21 25 (1) A7 i 9l PR A PAS(phagophore assembly
site), Z93T — - AWRAHOCER AR FR S T, ek
UEESRNTEAS S AR RS

WiF 7L 2 4 4 o eh R ) R 4R B B 32 B K
H AWK TR, B PI3K (phosphatidylinositol
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3-kinase) & &M ULK1(UNC51-like kinase)&
G AE AR IR E BRI PIBKE &9
A =R PI3K, f4% PI3K (hVps34) LKA B (1 1 77
PEE (1 p150(hVps15). Beclin-1H1 Atgl4L.
hV ps 344 40 B i W6 UL T2 Jlc i T 15 AL 19 - 3 o 2
(phosphatidylinositol 3-phosphate, PI3P). i 3 &5 i,
W BRI P9 5 R L T 5 PI3P A DX BT I 1l A AR
RIG“Q/IMA, FEE T IR TS B2 450 55 N 5 AR
PR, P25 HRAR IR P9 B YR B0 RS E A4
AL YA A S, S SCRRARAE 19 It A0 5 10 1 7K
PARE TR 7 AR BT SUAR Y, AR S h]
RERC LR T~ N T By ek e fid o, anplidab s, A
WiEAH OG HE 1 Atg 1401 At 5 (o7 A5 9 — b A e fik
Ak, 5 5 B 1 SNARE(soluble N-ethylmaleimide
sensitive factor attachment protein receptors) £ [']
STX17(Syntaxin-17)%5 & Atgl4F0K 1 55 22 4 il
W~ RS A AL o IR P 5 R 5 2R AR PR % ik
MUWBERHL I Atg 14 A E UL AL I SR 4R . 7R B4
M A B, B WA SR Atg8. 5 B BN M —2
o7 A Pz firh 45 #4) (endoplasmic reticulum-mitochondrial
encounter structure) ) Mmm 145 [ HAHZE & B SCRF
6 T B 4 T PN T ) 5 2R Az e (W s .
FERIN, AE AWEAAT R, Atgl4F1 PI3K & 4T P9 )i M
b, BT R AR DR < Q IMATE R X 3 L
WA T, “Q/IMAEFRICHY ZFYVET/DFCP1(double
FYVE-domain containing protein 1)#45 I 2 4 N
M —HRAR B A AL, R W] H WG S) T RER 4R TN
JoR B BOoRE Rl R, T AR i 2L 1 B R R

LB T, ULK LG E 594 ULK 1:Atgl3:
FIP200(200 kDa focal adhesion kinase family-interacting
protein), %E G WIH A A T 40 rh, FFANSZ
BRI S M BRI O, BRI 352 3
mTOR(mamalian target of rapamycin) ¥4l 1 &b
TARFAR AR, 2 T 00 28 s LR AL PN
mTOR G TESZ 23], ULK 1R PER S , Agtl3
MFIP200 MR AL, St A W ) A&

Atg9e Z 5 B A ME— RS dr e, HL
W L Bl P ¥ T840 0 AtgOL, B AE R IR i 1) 2
M, B 6 SR LA B R AT R R 1 SRR
FIPASAL. Atg9nl LLYE PASHIAN g 5t f Al PASAb %5
¥eo FEMERED, Atgll 5 Atg23H1 Atg27 3L [FIAE I H
Atg95- 5 BIPAS . Atg9#F iz ik BIPAS i, ki 55 L

by B REAH DS B 1, W Atg 1 2 RGO AH O 2R 1 e Bk
LC3(micotubulesas associated protein light chain 3)!"',

Atg18JUTH L 15 PASAL = 4 (W PI3PAH ELAR I, #4
Atgl8:Atg2 & A #5717 22 PAS . 1F Atgl8:Atg2
R Atgl AR LL R PIBKE SR HE ) T, AtgILEs
JFPAS, [ 41 i JFThE BT, S8 s LA
1.2 BREERBIFAL

AL i J 5 ] PR T P Sz SRR
R0 Atgl2 KA IS M Atg8 K FLAR OC H 1 12
Atgl 2 Atg7 (LT BLIZ R ITG IS ) I0E , SR J5 1
Atgl0CELT E292 22 AR N5 T AEICE] AtgS.
Atgl2 5 AtgSIVHERL G S AtgleLgi &, Ja & 4R S
Atgl12-Atg5-Atgl L5 G ARFIIA F AR L.

LC3 g1 BF Atg8 I [RIUEY) , "EAE A a A AR
Atgd VI FEILC3-1, J i B C A 1 Atg7(B1IZ 250G
BT Atg3(E2iZ 32 REIBKIRHG ) Atg12-Atg5
PR (B33 2R MG Y5 IR T REIC R BEAR I £
Wl Rk, A IR E A ILC3-1T, LC3-1TF A
2 AERR R IEAE AR E SRR B T, IR
E E WA 4 R IF A 11 BRI i )
Atgl2-Atg5-Atgl6LE S JT BWEAA, Jf H B WA
L — M RLC3 4 Atgd V) B FOREHAIH -

1.3 BREASARBAME RASYERS RN

RZHEAEH T, AMAIERZ Gat —R51
PSRN, CHE YA I P18, B WRAR R 28 5 i
PRl AL TP AT I I B, X BE R G RR R
I I AAFR) i o

A B - T 2 9 1) it 5 7 2 — AR A B Y
Z 5. PlanAE 2R ) i R oA ] ) SNARE £
FEGY) . AERG R b R 3 AE T Hes SR
i ESCRT(endosomal sorting complex required for
transport) & 11, £4F, LAMPs(lysosome-associated
membrane proteins). DRAM(damage regulated
autophagy modulator) LA Az — 6504 I AH DG B
e RSN S e NSRS AUl EE SO

L — R PINEE G 2 )5, E WA PR S
W S AE AR T e B A o XA R W A R
PR I IR BE R AL 58 12 J5 A Re kAT , I H A
T E MR N A A — R B KRR, anie v g B oK
fi# i Prb 1 (proline-rich protein BstNI subfamily 1)/l
1 57 2 BR AL 1049 21 11 (1) Pep4(phosphoenolpyruvate
carboxylase 4)'"LL & HAT NG GG ) Atg15M%,
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2, H VR N SRR 1 B K s ORI
EMF . HET, CRIFEFLSI T, 45 SLC36A1/
LYAAT-1(lysosomal amino acid transporter-1)#/l
SLC36A4/LYAAT-2"12: 5 G IL PR (PRSI, Ar 1 BEAH
HL A AT Atg222 5 s 2P0, R L L2 4 41 i
SERIEMES DLk S E R
14 AEARIBE

FE AW R, B WA ) 3 A T R
Y, )5 ARRRY e o R Vi i AL 58 O 3
WE PRI 2, 2 1) AMI SRS T IR 45 )
AR, IF AR A A B AR iC 5 F LAMP 1A
LAMP2, #R1M, XL R ARMRAIRAS, k= A1
KA, RIS A4 (proto-lysosome), 5 ¢ A 7
DRERIVABEAR . IX— 1 R 8 A 1 T Y il
£ (autophagic lysosomal reformation, ALR)®?, &% 4
N I P AT A B A R

Koy T Wy 22 B Wi o W A B i 0 /N o3 1
W5 e R TR AR 5, ) SR AT R Y mTOR
WAk, mTORAE A W Y G 45 73 740 ) B e Jf
Ja 5 ALR® ., gk 5T R, Spinsterd %6 T
mTORC 1 E Pl R/ A 75 1, 7 SPINTEAZ (R 4
Jf2, mTORC1JGVA#E BB S, Bilt, Rong%5™
A T ALRI 2> AL Wtk v A PR A v X
sl A R IR A LI -4- TR, T ISR LI -4 - ol e
— W WEIRAL BN WG LU -4,5- MR, FH 5595k
#H FH AP2(adaptor protein 2). AP4FIM % A 3IA H
e P VA il A B PR A N 2 IESE A
N, VR RO P T st o i AT RSO il A ok
PPy o ST IR IR B, AT 4GB R XA
AR KB T A 8, A ek v i A 2 40
0I5 K2 BEL 1 I A R A

2 BEMFEZEIREST
2.1 mTOR

mTOR #4045 mTORC 1 A1 mTORC2 P 1y
REMER AV, EIEANRILR .. ATPRIV R M2 4%,
AT F R AR, A AR SO EE 2 T . mTOR
S DLERE IR A 252 40 B P 0 R 5 8 4 1) 0
AN, (AR, hVps342: 5 T mTOR
R IR 5 5 B2 L FE 250, hAh, AT HFST4R
i, Rag GTPasesHe W & 52 2 MR A5 5 1Ak
2% mTORAESH M A 1) 73 A, i L% H 42 Rheb(Ras

homolog enriched in brain)& [14b, EEmTORPY, L-
1 A IV 2 5% I mTORIE 1 (1) G B 2 FE IR, 4t o) "
(I e 5 S i AR KR A BASLCTAS . SLCTAS/
SLC3A2F AR, PRI, V8 JoU A8 AA S R DA B il 3
P AR L- 23 2SI R BB S I mTOR 5 4 o

mTORC X [ B 1 400l 4 FHLARCHG T 40 1 5 7
R LEYURECE B M5 = LB T, mTORCI
B FFULK1-Atg13-FIP200E A ULK 1 87305, ik
(TULK 1 RE 48 B 1L Atg 1 3FIFIP200, 3 1M 21 F Wik .

mTORC2X F M%7 55 [ B30 AR X AR, &
T I IR 1L Akt/PKB(protein kinase B)JE 12 473
A7 1 22 A H WG Ak, WAL Akt/PKB R 1 4 5%
7 FOXO3(forkhead box 03), i FOXO3fg i —
EVINEN¥ i B SN E S VNN (e = N S i
mTORC2if i JHFOXO3W il W .
2.2 p62/SQSTMI

W A — o 4tk B 1) I B e R,k B
B WO B — R R RS A, B2 A, Wip62/
SQSTM I (sequestosome 1)/ 3K 81 I SRR 4 g
A BN A1 R0 A G 2 B R AR AR . A
pO2IMCAR i A7 #E72 25 AH K (ubiquitin-associated, UBA)
Dhfielsk, v DA & RN 2 Rz #iE ™. U5
BoR, UBAY 2 52 AR L S A PR R L 2540347
952 TR IR AT sl 78 HLUBA T REIKFIN -
BT A — > 22 2 SRR A ) e sk, B LC3 BLAE
[X (LC3-interacting region, LIR), T LAZ5 &1 AH oK
A LC3PY, R, p62/SQSTMIfE Mk 1, Kt
SRz BWE CIER AL B B WRAE b, R
T B A R 58 BCER 1 T A B 622 H IR
ZARIARER, FELL B W 52 A& WINBR 1 (neuromedin B
receptor 1)1 Nix [A] A T2 Z A bric 19 A i st 1%
FEIE B WA B AR

p627E H Wk A5 o W g A R ATHIIE o 7E R
LRI B, A SCHRIRIE , p624 1 REHS 1 3K Beclin-1
F Bel-22 [ L&, BEM Beclin- 1R AL HE H 1) K
A Ak, p62:d 4l il i mTORIM #8657 50 L 1R
ARG B AR A 1, p624F S M M 35 Iy mTOR 1)
ML IR R TE AL, p621FE N LA E 1, I mTOR
TEVE IR b 1R 45 SE R A7 i AR TR I A . 7
P2 BRI Al i v, PRI 2d BE R ik = 75 3 1 A MR TG )
mTOR [ KI5 3k — 2 ok, tHAIESE p6 2] H Rl
T IE AR R,
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2.3 PIBK

PI3K S LT o i 1 A% 7= ) . 1 Wk 1o 2y v e 4
HEEAEH . EMFLA AT, KA . R
R SRR B ) AN R], FPI3K 3 il — P 10T,

I8 PI3K BB Bl JBE 5 32 52 A0S , 0 4t s 1)
I A A= S I T UL e 8 2 R IS T UL M —
18, X PFP 5 F BEE 75 1k PDPK 1 (3-phosphoinositide-
dependent protein kinase 1)F145 13 B(protein
kinase B, PKB)/Akt. PKBYEfiff R4 GTPH LAV
L ER 12 A% TSC1(tuberous sclerosis complex 1)-
TSC2, #1133 Theb-GTPA & 1 158 I #4iHmTOR,
I

1% PI3K R hVps34, i@ it Beclin-15 4[] (¥
G 45 O AE 1 W )RS 4 R B R R HEAE A
75 [ W R A B B, hVps345 0 32 10 5 11 i s
hVps15ifiid Beclin-145 & Atgl4LIE B 5, 4%
HAWERE “Q/INMAETE 1T 06 75 1) PI3P I AR B, 3
Bl A WEAR )T 5 AE 1 AR (1) BB B, hVps34
11 Beclin-143 1 45 4 Rubiconfll UVRAG, Beclin-
1:hVps34:UVRAG:Rubicon & &4 T i B EEAA 12
Byt B, i Beclin-1:hVps34:UVRAG I i H W44
(1) e LA B3 i R

LT 11 Bel-2[K 5 Beclin-1 (1) BH3 45 Mjdek 45
A T D 2 A B A R -, S 2 AR e R
O3 IEHE F W, WINK-1(c-Jun N-terminal kinase-1)
RERERR AL Bel-281 11 N-uig (1) =AML R, (Edt &1
fift 07 Baxitiid [ £ (1 BH3 45 #4938 5 Beelin-1 56 4+ 45
#Bel-2, itk Bcl-2 5 Beclin-1i#EI B, INKFR T BEWS
IR A Bel-24it 8k Beclin- 15 Bel-2[\fif 2 41, IS fEM
I IR AK c-Tund 3 Beclin- 1 )2 i 326 11y e 2k 1 1
jj_—(%%[”-%]o
2.4 ULK1

ULK 12 7 B 41 B Atg 1 26 FL 34 41 B 1 7]
WEP=Y), WD BTk, ULK 15 Atg13FIFIP200/E i &
PIULK1:Atg13:FIP200, X} [ W 6 i AT A Ay o
R AE e /S RUMRAG BRET 4 4h Mo o ULK 1Y i bk
J5i , BB IR RS T I0 WS 2 52 BB A Y. 7R
FLWHh, ULKLE S ARAAAE T T, 75 H R I
T T A R 1) P T A (1) [ G A 2 2 7 2

ULK1H3E P52 3 mTORC B AL AT . 52
AR B = B N A R AL PR 2 B mTORC G
PESZ BF0E . AN L, ULK S M2 48 v 0 HAR

HE Atg13FIFIP200 (1B R AL 1044, 78 IR 7 R 4%
1, ULK15 mTORCI1&: A o454, I His S
ULK 1R, FEULK LR AR R Rl

1E 28 FE TR LAk B 3 WA & = AL BRI A5 T
ULK1REBE ML Beclin- 1] Ser-14, 1fij Beclin- 1]
B AL W] AORE 55— AR 45 52 &5 %) hVPs34%),
ULK 1 [R]# nl A% R b hVps34 5 & 9 1 I 44
AMBRA 1 (activating molecule in BECN1-regulated
autophagy protein 1), ffiff AMBRA1-hVps345 54
i F R PASI,

JiAh, AR W], ULK L A] LU S Sestrin2 25 [
by p62&hity, SR IX WM i IR AL . p624 15
4030 22 IR I BEIRAL A 1% 8 1 A B AR T I B
W PR A, 1T ULK 6 p62 I R A4 1 AE e AT 71,

WLER & 1 F BE W FF 82 1 (myosin light chain
kinase-like protein) 2 2 ULK1 & GAKI1)EY 2 —, ‘el
1 myosin TR ITE Atgos 31 H AR IE .
BEAh, EIERR A A FL A0 b 25 A B Atg 1 BRULK 1
S0 OCER (1 Atg8 LC3AH BRI, {2k F Wik
FRITE 00,
2.5 AMPK

AMPK(AMP-activated protein kinase)/f&—>
Ser/Thrifth, REWE U7 41 A 1A e EEARH . 4R A
ICRE BR A AN U Y J5 , AMPKA IO , T
A8 40 1L N ATP I B 1, I BELLE L3l

AMPKZ 5 U5 (0 AR fE, W 2 fh
72, WokEILES S = A4 R 2E (reactive oxygen
species, ROS), 1l it Ca**-CaMKKp(Ca*'-calmodulin-
dependent protein kinase kinase )i K #iE AMPK;
Bl DL A ) T8 O B IS 40 B N AT P JE B B0
AMPK®Y . ] FHHTAE A sl R A A B A g 35 m]
BEL 1 Byt 4 7 227 0 A B 6T AMPK RIS AL, 38 B UL
1175 5 1 ROS /&S AMPK 1) JR K2 — B2, [R]F
I3 B SRR VLRI AN RE SO SR A4 v 1% b 4
il ¢ () HeL a2 Jif 5l 5 ok 505 A A A S AR i 1) B A
7 HeLadti il 71 1) AMPK, 156 W] AMPK (13075 2
ML B AR YU 5 3 IIROS 5 [E (1 E

HA AR B, AMPKOE — A5 221 [
W . #Hla, i DHAV SR A WM A 4K
AT mTORAE 7 il % 4l . AMPK RJ LA 12 Ak,
TSC(tuberous sclerosis complex)& 5%, 1fii TSCE
H AN E mTORT ) HO A A B4 7 1 W i 1y
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7, ULKLEAMPKI —MEE . S5 5
SR 1A I B L BOR AMPK/ULK Ll 4 58 %5 7
prkaal (AMP-activated protein kinase a 1) 57N B 44
W, prkaal GRS 3T ULK] L [1Ser-555ANE & 2E
WAL, MR TR IR B AR K, FEAR T B
AT B B AT TR W), AMPK A ) DL i
IR AL raptor [ 55 86347 1) Serif 1 41l mTORC1 1)
e, S AR AR,

2.6 ¥#RET

NF-kBAE: 4 5 Js WM JE Jse [ 45 15 22 7 THT K
FEAERT, JLAE B A 45 7 TR B4 T AR &2
o A CHREW], Beclin-1FE A 31 X A5 R 5T Y
NF-kB& 318, NF-«xBig L il Beclin- 111355 I (L1t
G 8 A BT R AR e s It W 43¢ ) NF-k B
W5 E I B oS Y. 5 A e, A7 SCRRARE,
HINF-xB2 e BEYLHES S 10 E RS N o 71 ERE 4 i
HOR L, NF-kBTG 2 T i Aig5 R Beclin-111)3 15
NI BEL L Wk £ e A 9500,

E2F/ESN G583 46 LK DNAfE S rh 2
KANER . AR AW R, E2FRERS 50 Beclin-11H)
®ik. AWFRY], E2FReg it I LC3. ULKL.
Atg5LL S DRAMEHT F RZRIA Lk F R 1 4 A

HIF-1(hypoxia-inducible factor-1)fgf% i ¥4 4
ARG AU 25 A T R A o 1 6 AT ) i o AR AR
A+ T, HIF-16E% 1555 BNIP3(Bcl-2/E1B-19 kDa
interacting protein 3)¥)3KiA, 54 # A BH34 ML,
AEW o P 5 Bel-245 7, it JL Beclin- 114 i
N7 A 2 4 A LN =1 A | S (2 S e
HIF- 1 #2245 Beclin- 1 F1 Atg SR [N [ 215163,

FOX H F 28 I & — M Bl K 1) e 53 DR 1 e
ARk E , FOXO3 /815 3V 2 B BEAH AL
(3%, W LC3. Atgl2. Beclin-1. Atg4b. ULKI .
hVps3455 19, 3 AW FTUESE, FOXO1RELE 41 i
Hh DB I 28 R T 2 45 B O B AL ) Pik3 3
Atg12FGabarapll {315,

P53 T HEAE Ul M AU T S AR A K A AR
T RFEAE R o 240 M 1) A A7 52 B BRI, e ik
pS3REAN AN UL IF HAE A MU RZ P AL SR, i iz b i)
P53y — e 55 DR 7 00 22 M Y R AH OC S PR,
Dram#l Tigar(TP53-induced glycolysis and apoptosis
regulator)®’. DRAMAL A BEMS LBk H W AA AL 22 0F
H BRI IAR I TE . TigarBei% U 15 4 M i 1)

AL K, I LB AT mTOR A2 4 |
F T 40 BT R p 5 3 Tl AR 1) o A9
2.7 ##/ARNA

17N RNA(microRNA) &L LA R FIRIF 74
microRNAJFAGifith 8 [ )5, {HRES LAA 58 4 VLAL 1)
75 AU HE mRNAF) 2 % X s 3-UTRIX 4545, A1
F0H1 H B mRNA K F 5 s R A e I

1T JUAFEAT SR Rl 8 1E, microRNATE H gk 74
IR, BT ) B WA S DR B I 47
PR EAL, 3 B4 T R RCR .

FERE B 8T U005 J R 40 g b 30, miR-30a
EAT A b B35 45 JE (imatinib) T 15 3 (1) Beclin- 1
M Arg5 ik, LARRAR AN M it B WK, I H miR-
30ax] (5 W 400 6 e e 1k £ 35 8% 8 BT o - 1) bR 4
PR T 1 TR AEAE AR B BRI AL, miR-
130aidll i WEER Azg2 iyl B Wi 35 7 il miR-
18 1alll/EH] T Arg sk B W) A 4 T miR-101
Xof E R PR R F 32 3038 3k 57, BTS2 7R, miR-
10148 7] Atg4B. RABS5A(Ras-related protein Rab-5A)
I STMNI(Stathmin 1), JEFUH LC3HI#4k Atgs-
Atg 121 45 Bl VA K B AR is i 7. X g4k
XA 5 AE B microRNA S miR-376b, X4
/N RNA WAL i) Beclin- 1401 [ W R 031, X s
W7, microRNATEXRT B 45l f2 v, —
> microRNA R # 2 A A WA R EE D, it 2 4
microRNAH, 1] LU [ [] — > [ W AH OCIE A

microRNA 1 f8 ¥ [m] F W 1) T 1 42 40 1, 12k
H WK &4 . mTORE AW HEIA 7, f7RIE$R
HimiR-18afie HEIL T AR B A0 AL JE DA ) ik, []Inf
FIHImTORCT G P, ML HE F KT R4 e 7
FATIGESR Y, miR-1556845 &5 mTORIM ¥ (1 24>
U BRERHEB. RICTORVL FeRPS6KB2, J1-#E A1)
TmTORTS 5t % DAL 1 B W1 A A

3 BRENEEMENRAESETIESH
Al

[ X ¢ 55 440 1A 1 10 A i o
LR, Rk, X —AQSHE R K S AR S 2
T ) A AT O o
3.1 BREEXELT R

WFFTI] , 15 7KK 1 WS 40 R e Ak
LR RE A IHIE . fln, B AR
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JE T 06 5 1 Beclin-14E B4 NS e 40 g py 52 90
ST BE DR 2R 5 A DA mTORYE J 8 40 it 1y
Wl T PO U, AR AR g S A R I, TR 4 i
H K2 0 FEAIC, B Bk R miR-22440 T
W ACEIRES AU, e/ B b 4 Arg5EE
Atg 73D ZH 2 BEALRRE SR 5, 7™ A= 1 JH e 40 1 =
LM AtgS MR B Atg 7 A AL TR 7Y, D H
W0 1 e 98 P A AR SR AL T BRI

W B AT 2500 B 4l L N B AR 32 408 K 0 1 B
ZACA M, BEAK Bt AR I N U T . p62J2 H
Wi A I VR0 52 458 ) A2 00 K G A i % 1) 52 A4
I3, AE AR S W R AR LS & S e B AR . WEIUERY],
P62 [ I FR R 45 15 3 40 i ) ST P S AK, iy e )
A Ik B pO2 i i b 89 1 T B ;. R ] p62 RNA
VUBRp62 5 23 3 B4 L P9 LC3 R Beclin-1 1) 235 54 i,
T I A [ W 7 ST PR v B 9 4 I A0 LA P 1) Rl
T RE )T B AT AR SRR

AT, T KPR 1 B A4 40 0 A det A%
YSRGS E P, TR IR R T B A& vh T 1 IR £
T AT P Bl A 17 -5 S50 L PN 3 A A0 i ) AN AR S T 3 R
(1o FENIM AN Hrt, B WRERRS 5 Rho A i Bk
X IEAHIE, 1 RhoA ) 53t i )4 3 3504 i 22 1%
PRSP, X LS T0 AL ) 15 1 1) AR A 2 I TR T R
R R 2 — B0 Rk R, B A Btk
IAEYVEAE DL R, B R B 5 2040 ML 1 5
o328, IF HARGUEAN AR5, W BEAN st AL B 1 e 1%
PEASSRAT T 5 0 B2, 56 ] 1 Wk 8 2 R 40 i P kAL )
SRR E P o

SR IEHE KPR W 20 8 P A BAT 4
T, AEREAE A2 iR A N, Beclin- 1Y & 5
ST R DRI 2 U1, A G 1 Wk 9428 2 BT (W1 UVRAG)
WAFAEA A TR SR LS, PRI ST N B3
LR O R T S AT R R 4 B A A7 i B AT UK
B, SERG AR LM A AR LR AL B S
Wit AACAH 5<% I 2 1 LAPTM4B(lysosomal-associated
protein transmembrane-4 beta) i1 w5y, B0 T 40 i
(R A7 BE ) ek 1 e S R AR AE A B A AT
BRI 41 L, Mycifs S PERK/elF20/ATF4(activating
transcription faction 4)18 I )30, (H 'St Re 8 it 3
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Fig.1 The role of autophagy in the treatment of cancer
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