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Research progress on the relationship between autophagy and tumorigenesis

YANG Chen, LI Ping, LIANG Ting-Ming*
(Jiangsu Key Laboratory for Molecular and Medical Biotechnology, Colloge of Life Science,

Nanjing Normal University, Nanjing 210023, China)

Abstract: Autophagy plays an important role in the occurrence and development of tumor. Autophagy is one of

self-protective mechanisms, and it is one of protein degradation pathways through removing polymer and damaged

organelles to maintain cellular homeostasis. In this review, we mainly summarized the types of autophagy and its

formation, the molecular regulation mechanism, the effects of autophagy in cancer development and drug resistance,

the correlation between autophagy and prognosis in tumor, the effects of intervention of autophagy in tumor therapy

and the research methods about autophagy, which may provide some new ideas for the treatment of tumor.
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NI IRA R, BY A WE S5 30 FEUL R « FEULAH R
i mlgE, LR ERIME SRR S, &R
FLEY SRR . 4452 2] ULK 5 &9 0380 1 E
B HE W JE, Mg b B A B AR 5T AE Beclind -
PI3K I & &) 1E FH T 4 A Wr 5545 H T B A Tk
{5 . Phospho-mTOR (mammalian target of rapamycin)
A Beclinl 2y H WA 8 ) ZAREH), X2 HRIE
KU JETE R 28— 25, T2 BGHR /IN R JEE A 466 R R M i
HWEAE, ©5 N BT GRAR S BV a5 i AL, #
AR T RAE R W, 25, B E W 002 B 4
PR RE, R 22 REUEE E1. 2 R4S
A1 B2 DLz RIERRE B3 2SIt RI 2 5 P,
AN SE A R T WA R Al S AR 4T A
HORERMEDZEA, TERBROR B WA, Atgl6L1 #
PR ) R 0 TS B 22 JT) i SANRE 45 [ VAMP7 I H
f15 SANREs R RG &, X —dFE T 5 H R
(I, I v e B N M SRS R S, p62
Al R AR R, W ULKD e A7 T 3 ey i
By X E AL E A2 p62 B H B FE R A Z
LC3 {454 1 Rk, p62 tH AT i -F-ARam B e i % A
W4, HWRIIE s RS AR, 50 b A 5 A
LC3 fl GATE-16 N K12 5 F R Ama 7, 6
BAE AW R I N BV . KRS BB =
FERR . RS X ] U E g m i, 259
JFARI o
1.3 BRI EEEIETEE
EEFRARLRFMT, BWAFEAC, AN
Joi v 25 R B2 A5 2 AN PR 4 i 2 DA ZE KR 40 i N PR B AR
Ao HIRFEZE, dHfT R EIERIRERIL, H
B [ W A AL 45 4 L 17 e B AR SRR SPIR L, 5 4
FOLERLROIRA T IAE0E 2 1, dEdFap i fads. 41
T A PR I AR AS W] LUSE 4 i S R B R 004 T, DAL,
9 I 2 K 22 B s T 22 5 T 0 I s g
FENEMIRE T, AW EE o EERE,
X FPAE S BRI 10 AF N — ANl A7 TS 1 I8
P, E RO RE S BT 1K ) 2H 2451495 A 2 i AT
T2, It RE BEAICR R AL FR KU e Rosenfeldt 45 )
HIRIE A, 4% BU B R O HLrsdbk p53 I/ H
Wik 52 B4, T B0 )0 PR RN, ok 1 R
IR SR, —BMIEIE RS, B Re e Lk
JHRE R A, B RE NS 25 o e 4 A v B R L )
A B S A0 2 25 ke 2 3t e 1)
A, BRI RS 20 B PN O SR B AT R AR
R, dEFrLehiiin EEThRE U,
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2.1 {RFApBEEAEEER

WX T R A AR . 7R R 11 R A
KB, VRS T 0, i bE A R AR
T IERCE IR MR, AR s B, AT
TR H B, IX—F B B WA G4 R A R A
AR S TR Z, BUE L Beclinl £
FoxO Jy il fift B A& ik . Beclinl {5 — M EHE K H
MR R, R R EENMEES, HLEALRE.
B A R T ik . 2013 4E, Deng 25 M 5T
B, LC3 Fl Beclinl [T 15 ' (14932 B 20 it e AH K
2.1.1 Beclinl 5% M AH < 3 K]

Beclinl J2 1 B H Wz 5 5] Atg6/Vps30 ) [FEA,
1 # 9 BECN1. Beclinl /& Liang %5 " 7£ (3¢ 7
Sindbis 3 2 14 i 28 1 K B AR R IR — P AR 0T 35 i
BN 60 x 10°, 5 Bel-2 AHEERA M &E AR, 3 H
X iR R B Sindbis B 2 005 ], A AT S
i 3 P B 5 IR 2% R i 44 A beclind o beclinl 51T
NGtk 17921, &H 12442+, HBH3,
JLBRJE X (CCD) Fik A R 57 X (ECD)3 A4 f 3 41
Fi, IR S g ) 3 L 5 A 4y A ELAE A
H A4 1R T B 52 31 H W AH 56 2 1 Beclind f 1 4
Beclinl 5— M2 EEE G4 (£4E hVps34, PI3KC3,
p150 I Atgl4L B UVRAG) #4544 ", 24 Beclinl-
PI3KC3 E AW AN BIE I, 22 7= A Wi 0 2%
LAY A5 48 PI3P ', AMPK A DA o % iR
1k Beclinl £ S91/S94 ik Vps34 K i G [ g U7,
BT 7S R B, 24 303E B EGFR (epidermal growth
factor receptor) 5 H WA <& [ Beclinl #5i&ER, 5
2 Beclinl Z M BEIR AL, 4 & 1 H X & A0
g & iEYE, BEIKT 5 Beclinl 454 1) Vps34
WG RIEYE, AT B R AE . RN i
Ji& (NSCLC) 41 Jfo 5 Bl EGFR 41k ¥ kb B8, 7] LLA
RHhiF S AR, X 5 H AR Beclinl B8R
PR AL IR R AR S s g5 & < e s
Beclinl ()53 1H1R%, HH5 Beclinl A% UVRAG.
Bif-1 1 Ambral (activating molecule in beclin 1-regulated
autophagy) H LAERE [ W5, 17 Bel-2 A LA i i 1,

Beclinl 5 Bel-2 % A 5¢, Maiuri 2 " {F 52
7 Beclinl i i BH3 [X 5 Bel-2 88 [ K ik 45 &
Bel-2 i i 5 Beclinl f) BH3 45 & MG K 18 48 g 1
H . Beclinl-Vps34 5544 AT 14 4% Bel-2 X
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R, 24 Beclinl 5 Vps34 A1 HAEF Z 3 FHH,
Beclinl RN R Z M, SEAWATIEE R "
2010 4, Maejima 25 P B 77 % B, Mst i@ it i 2
1k Beclinl | BH3 & 43541 f) Thr108, 3%5% T Beclinl
5 Bel-2 8¢ Bel-xl {1 45 &, M40 7 @ Wg. i
Bcl-2 M\ Beclinl I fif 55 /2 i@ i3 0F AMPK SEHLAY,
W T LSS 1 s AT S 0 e TR T, X TR
IERE PR A B R P,

AWFRM, fEE IR Z R, H¥ ROCKI (The
Ser/Thr Rho kinasel) {# H: 5 Beclinl 45 & 1B R 1k
Thr199 M {23 7 @ M. X 5 H # %) Beclinl 5
Bel-2 fI456 A5G, 2440 ROCKI HiE RS, Beclinl
5 Bel-2 Mg &g iR m, Bk, wb TE R
I R AR P AR . SRR R R ROCKL [/ B, E IR
PR B k2>, % B ROCKI ] LA _F i/ Beclinl
AT E W, AR S R TS P

VE RPN A SRR 1) P24, UVRAG J&—
ANEZ IR AIHIR T, © 5 Beclinl ) CCD 4544
454, BOE Beclinl -PI3KC3 & & 4 1 42 3#F [
W TE i 5F 52 s i i 52 30 98 T ) e,
UVRAG @ it #% il Bax 75 M 53 (1) 2 67, AT fR
T RRgnie Y, i PKB/Akt AT U@ ] UVRAG
() & 3 SR A I . Yang 25 Y 7F 203T [ i 4% Y
ARGAF RGN, RKIL Aktl @it T UVRAG,
MTAH] T EME . 7E UVRAG B2 BE R 5838 N
KA, 0 AWK ERE KR E
AR, X R B O] B AL T R 2 B R KT
oA S BT S kA B

Bif-1 540 Jd T-AH ¢ 8 B Bax AR, &—1
I S . Schlauder 25 P B 58 K B, Bif-1
1E Merkel 41 i & H R 2 38 1 5 Bax [ 85 Rk K
PARE R, SR g R Bif-1 NS
Merkel 4 3 (1) & 44 5. Bif-1 @il SH3 4544
1,45 4 UVRAG 3% Class 111 -PI3K, % 5 E W 1)
KA, IFH Bif-1 5 PR B WSR2 505
() 2RI AR R B 2 e AN ] D 11, AR Bif-1 [ 2%
ST AN AR AR R, B T
H BEAR R L P, 2012 4, Runkle %5 # 1R 7u 42
T, Bif-1 38 i 0] EGFR (1) P V5 1 [ A7 SR 417 o) 7L
e 4H M (1 IE A

Barkor #2&5 Beclinl #HG 5 2 [ W 1 8 H,
5l#REE Atgld [F)YR. Barkor/Atgl4 (L) s& Beclinl-
PI3BKC3 E &Y b Aw] /Dy, B i 32 5 R o 11
BATS 5 H Wt R AH %, I H sk BATS fREFIR (1)

g BY {15 —$2/I/E, Barkor 5 UVRAG 354+
Hu %5 #5 Beclinl ) CCD Z5 #IE AN R (1 R A4,
1E A VERIAR Y BGEAE A BY. R, Barkor 5
ZEL AT AEAZ 2] mTOR (FH2. 2012 4, Yan %5 B 4
TR, FETCMAR R, Barkor 5RE 145 & 05T
2 B ERRINEI YD, T mTOR 1R Al fig e b 47
VBN A, JF HoR &R 8 1 Barkor-mTOR 8
i QI ECAE

Ambral J& Beclinl {5 40 it H Wk b — AN IE 1
WA A, B 5 Beclinl 1 PI3KC3 JE L E &4,
25 [ WA, 2011 4F, Fimia 25 i 50 % 09,
Ambral 7] LURE S 25 A ) ) R A IR E Ak
L/ DLCL. #EWEA LR, Ambral RIA DLC1 L
fEES TR, AR5 EALE M5 Beclinl 54, ff
HEHRAE,
2.1.2 FoxOZF LA

NS - [ o R e R R
FoxO V5% R AE 21 40 40 B 1 15 55 8 T2 A0 7 3 i A8 o
EHEEEH . FoxO K —RKEx I ¥, Hikf
ETEZEDY, Eiltth FHR RS, M2k R
W LB 4l f A I RIJE SR, T N 2R FoxO
F A5 FoxO1 (FKHR). FoxO2 (Fox06). FoxO3
(FKHRLI) A1 FoxO4 (AFX)",

FoxO 2 Jif & 2= / g By 3= FE A2 K R -7 (INS/IGF-
) 5 5188 R O 1, IR SR S PR 7R LR
DURARAE TS, 3t B 2z 3 A DR 35 TR 7 5% A
HEPUIX LR 6 1F. 24 INS/IGF-1 5 32k 45 & 1,
BOE 7 (PIBK)-AKT {5 50 2%,  AH G 1 8 H
AKT 1 SGK H £ fif & 1k FoxO [1) 3 A~/ <5 £7 &1,
A8 G AN AH A N A RS, AT ] I Mk A G 2k AT ) R
1k, FoxO £ [ 1 P fif 22 38 Bl 40 3 K 2k 4% DL K&
DNA #i i IR R, A4 FEURSE. FoxO ¥
TAMUE S T WU H B AL b i () B W, IRt T
A E W RIS, X B P i — Rk
() Wi —— Mg 10 FE R A (2 i I . FoxO MY BE
W AN, 5 HARE WA OB A BAEH, AT
E ) % 4 B, FoxO3 78 N T.5% 3% Il L3040 e
Hod BRI, W] 5| A UG A R R I G,
T A A B ()& B 2 o T A 2 e i A R T
PA# mTOR J&8 % (T A B MR S i ) ) 8 2
“H B W) mTORCI 7E V4 Fig A b () 52 Ar, AT 45 %1,
FoxO ¥ 1 Wi (1) _F 1 7] 5 5 H AW mTOR 15 58 #%
1755 P, FoxO Fr 7 5 mTOR 15 5 i@ i #H ELAE
it 5 Beclinl #H2%, & H B AKT AL AT DL ]
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FoxO, & L] BECN1/Vps34/Atgl4( H W%
HER), X2 E I EEE INS/AGF-1 Sksesl i B,
22 AR BRI KEER

mTOR 2 ANV HEMEREEL, —FhdEl
My R | AR W, ARy 2.89 x
10°. £ E W 3 3 B B S8 8 5 IR 7, 34k
mTOR A] #1%1 F W 1 & 4= . mTOR -84 W R A A
Sa5WAEE R, B 5 Raptor. mLST8 A1 PRAS40
2H J% ) mTORC1 ( mTOR complex 1) #1 5 Rictor.
mSIN1 } Protor-1 #H i ff) mTORC2"”, mTORCI %}
FHIHF R, BB AEMREREZ. N Ak
K715 5 BRI &4 T 5 B4 1 mTORC2
AL I R A 1K) Akt-FoxO3 388 56 ot 4 Jifd ) 4% £
RGN H R B,

PE RN AE K A O TR 7, mTOR &5
YA EWE 2 A4S S IEE EEC RS, T2 KIER
()5 . 7€ mTOR if#, PI3K/AKT {5 5 il % 0%
mTOR, i LKBI/AMPK. Ras/Rafl/MAPK"™ #I1 TSC2/
PTEN/CREBI 15 5 il #% I/ % mTOR ;& 2 #0i 1E H -
PI3K/AKT 15 5 i i 3= 2L 2 i i i iR 1k AKT473 7
(1) Ser Wi AKT, — 77, W& AKT nf LU
1] TSCI/TSC2 & A 4 K Wi Rheb ; 55— J7 [,
OIS I AKT 2 1k PRAS40, {fi JL 454 14-3-3 &
F1Jf5 mTORC1 f# 85, M i # % mTOR™, 7£ 41
Jif BE & K B IN,  BORE 9 LKBI1 K AMPK % PR 4L,
WAL i AMPK 5 12 1k, Ser863 3% 1L TSC2, &AL 1Y
TSC2 BEi% 3% Rheb, MIfi#0#] mTORCI, i@
BEEHSE NS, RasZ2—FM/NGEA, &
BEA% O TS W RN ) Raf, AT FR 4L MEK1/2 11
AN 22 FBR R AL, iR M 19 MAPK i 3% M,
CREBI1 (cAMP response element-binding protein 1) 7&
520 Mo A7 T M O I S R T, M = TSC2 8L
PTEN I}, CREBI (135 1 K14, 8453 mTOR 1k %%
TR, T 40 e e

7E mTOR T Wi 1 5 4 & 2 % W H W« (1)
mTORC1 5 ULK1 E&Yf# &, A PR ULK]
AT Atgl3, BEiF, ULK1 H 5 F3SEHT BRI Atgl3
A FIP200, N H bk FOE Gt A2 BV (2) it f
ik 4E-BP1 (R, i 4E-BP1 55 eIF4E f# 5, X
i b cap 4K M B R AR, HH B K. (3)
mTORCI REBBERZIL p70S6K, (EHERZKER T S6
A AE-BP1 [IHHPE, M) | B, (4) SRR
KEH 1(DAP1) y mTOR R, # ik B A 411
I EVERIVER . E 778 L0, DAPI # mTOR R

JTE s k2, mTORVEHFE, {24l DAP1 jiE1L,
o g . (5) Ambral & mTOR 5 A %0 () 3
AEFEAR, mTORC F: EL@ L Rt Ambral [¥) Ser52
SRAM TR W
2.3 pS3xtempR B MR E T E A

pS3(fE N K gmfis A TPS3, B A4 Trps3)
WA EA AT REREN 5 FRE, FIX
AN LIRS R A REE T, FE2REREN
At FE AT A A U R N SRR L 5
AR, p53 FH 4K 20 kb, EALT A 17 T
RS b, Hgmhg ps3 EASHE 4 MR EI R
X : 75 p53 MR 145 G 0 N R i e slos
X\ 551 45 G i TR Hp i =X A4 9 R S DNA #
OIX L TR 238 DL R C R R4 57 7 DNA 25
ﬁlz [49]0

FE IR AR B R, p53 R IA KT H USP10
(ubiquitin-specific peptidase 10) #1 USP13 (ubiquitin-
specific peptidase 13) i#%. USP10 F11 USP13 7& Beclin
1 REAT i, Jd I 75 252 RATE AT pS3 %
A, MM EE SN G A | . SRIGUER, T
4 USP10. USP13. Beclinl fl Vps34 %5 1] 1% 1t %5
Refig 3 pS3 R IAE P,

Hock 11 Vousden " iA A p53 %ok T i 98 1417 )
VEF R L@ 3 gte, BT E. %S9
LR T A A A AR AT T, B AL O A A
S e e A BRI A R o 22 A L B [ 89 T ) LI
W1 DNA 45055+ o ik Rk B ik sl %% P AR 52 BRI
p53 BEAS 75 5 40 i 5 33 L A DNA 8 &, s 47
TIARERIEE, p53 FKIEMA p63. p73 BRAEWS IS
H, 7 SARET ™ . ps3 iE ST A N
SR RN R AR B e SR R S 5 g
Z R TS E A, W Fax. PUMA. Bax %Ki &
P s AR SO AL 2202 p53 AL B L kifk, Fl
e Bax L A1 Bel-2 R, M i 4% Bel-2/Bel-XL
Eb A7 2 J2E A B O T 2 40 A 38 B RN, p53
fe % 38 1 15 12 1. AMPK (Thr127) 47 mTOR ¥ 15
Mok E Y RSN RN, pS3 (it
PTEN ] %% &, i1t PI3K/PKB i % H A2 # A
Mo Bk 4h, WS R pS3 B A LLY INK 3t A
YRR RBOE B« —J7 R Bel-2 MR (E 15
Beclin 1-Bel-2 & W e ™ ;b — 5@ i
DRAMI1 (DNA damage-regulated autophagy modulator
1), H A i B 2 1 2 p53 e it B IR =2
'fZIS [56]o
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p53 TEARIE [ W (4 [RlE t Be# E Wk. TPS3 i
T TIGAR X H WA #IffEH, X 25 H P
AERIAE G (HEA NI, TIGAR 7E p53 F.4014%
SR I rpOGT 40 e ) DR A A A TR P
R A Z @R ) | kel M. G R R,
P53 M AL fD /1N BB P A ek R 1 . (H G T ps3
& T 0] SR OR A 20 AT 5 3 — 2P A S B UE
. R4h, AWFRERIW, AR EY, &
FRAZ AP p53, HWRIEREK AWM A 5. HEHE
W pS3, AN EHWEACTFLERRAE BT i i
1 p53 BRI S T R 40 E 1 mTOR A4
il AMPK [ F >k <2 040 ) 20 M | i %) E IS, 9%
T I e B ) BAARAE FBL DL A A HAth & ARk
ik A0 B e T aE R

YT p53 KT F RO EAE A, HO6 T4
i % g v T s ey B . — MO, A
Wiz () p53 BERS ST E MR, 1T A5 Y ps3 Tl
R E . BT EA pS3 S T4 1 R AR sk S LA
YN P A K. 2 p53 R LML ERLE S
B A T AR A, T R A
MBS s k2, HRERKES, p53 HHERLE
Az, AVEREAS S ps3 ] Y. Har, ot
F5AR R 33 [T A A H A, Muller £ Vousden™
W LR, TP53 RAZ AL [ = R ik fe % 7= 4 p53 K

. XA p53(25. 264 53 Hl 54) AUk
257 B AR R PR R R TR A, 3 RR A A TR 1)
S g7 R R . BTLL, B g BT A A R R AR A
P53 [MTHREXT TV 7 IR T i LE K

YT S R R AR R ARG, A TR E
RAERIEESF, WA TR I V6 I AR .
Bl 1 R T A0 A e R A R s R B )
EREpT

3 BRESHERXR

3.1 BESHMENLRE. R

FEPEE, A AMAEMBUER T, WiES . il
B OWEEM R, 40000 DNA FIgH 35 52
B0, AmfEAn e O R E AL SRR Y
(RIRR 2R R A (1 B = B B W AT DR IR, AT 5 30
B BT LSRR 2 B A gs . B e
SRR IT B I R O ORI R AL AR E 1k, AT
S R A

FET TR R A PSR A, T e 240 6 P 8 B PEE R
P E IR %, (AL AL K A BEA BT A SUARE
i AR X RP PR A, 5l A AE R 22N AT T A
AR IS L I SR 8 IR, IXAEAE i RsE
R NE TR Z . AR BB, B
] LKB1 Kt AMPK B2 1L, %161 AMPK @2 16

Ras PI3K Bif-1
+
AKT | UVRAG
Ra Foxd/ TSC1/TSC2
PRAS40
? Low energey
MEK 1/2==MAPK—— mTOR «—Rheb—TSC2~—AMPK+~—LKB1
ULK1 / \\RApl
p70S6K 4E-BP1 TIGAR P53
+
JNK ) Barkor | Ambral
/ Bcl-2 F— ROCK1 /
Autophagy Beclin-1
— POsitive regulation _ Negetive regulation
+ Interaction _|? The mechanism is unclear
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Ser863 % . TSC2, %L1 TSC2 HE 1% 7% Rheb,
M) mTORCI®Y, S3d Wi, 440 i kb T B
ARASET,  JoRg i i LA TG S e A () Xk R, X
PEAE T KEM ROS, HE—B K EWE ", 1E R
P it R, AT Dol i 5 R B WRORHPUIA R
RS MR ST. — 7T, E R AT DL R I R A S2 4 1)
MR AR SR, MR ARt E, 2
e A RS ST, B R SR AER 4
AR BE T AT 5] R B AOE, AR TR A i
ook NI, R A KBRS IR CRF
EEBZ S E Tl b i et 4 L B2 ORE NI B i PO N = [
NFEEARIR, 7675 BN KA . Rk, iE
JE ) A R e 4 B R A P B 2R A7 R
32 BESMEEETT
3.2.1 [ WG 5 MR SOTT AT (R 52

FARL BT AT 2 B RTIR T R S WL 3
P72, AH R TP R o B R R, Al
WFRYIBRC LR E, Fk, A7 g7 s
BIT BN R AT B, AR, AR AT
MBIT A —EM 2V, XS a T ROR

BT R MR IR I R B ke —, HE I
SRR TR BAYT I B R 5 (R A
I B WCRORYT &, AR R T, X AR
% T AT HI97 2. Liu 25 ) /f MDD, Hoechst33342
Gt R A0 B SO AL I7 IS 1 AS49 filides 21 i 1)
PTG, I HAEFH 3-MA ([ W0 H 57 ) B 5
M AW SRR, SLIGas KR, FHIER
FARENT LSS AS49 iRl AW ST AW
(TR} 24 P 7 VA U AR P B Pt R B, B R 1,
FH 16 5| A P VA P A 20 12k 9 4 B % 1 U411 (DDP)
B2, HHEFESFEUITRRM. HiEN B2
B T ARSI 21 [ W bR 09 LC3 [3RIL, p62
E[13ZE RS B #SIE B 1 B DDP 5 5 1 B W IR AFLE .
[, FH 3-MA B¢ RNA 4 ~ i Beclin-1 7] 34 55
DDP i I T BHUCHERT, R4 E AT
DAAE M3 JiR IR B M e 15T RO BT T i s

JBUT AR T IR 0 5 — BT . Gewirtz
TR, VF2MEa e S meER T, A&
FEORTRE IR, A 22 oy 2 REBE T, AT 5 A
RAE B WEIEFET: o H T A 2 MR 40 RO T8O P A T
ok, AT AR AAEAANE, MR GFH
Wt 7L P S M. Liang & Y 7fEXT A
Y 598 401 R L 22 o i 24 20 B vk O F 7S R R B,
S S A I E o 4R AR O AP R, O B B

FIH T 3-MA Ab 3 AT D3 6 75O ) T 20 P 1 5 A5
RO BRI, ST 32 v 8 4 B i st T U
AT LA g, R VE T 2R . Zhao 25 7
AN TR 71 2 (1) 5 A BRI 8 A549 Fl 3MA/AS49 4
M, s5RRIL, A B E, HEshE
FRUBME (HRS) 358 . IX iR I,  H W] Gem i gk >
JE A0 ) DNA #5145, FEMK HRS. Pk, 7£ FAKH)
S PETT R I A DL BRI, T DABCRYR YT
IR (1) 8T L
322 FRANE, (LMLt

TE R (76T R, ) AT DA R 4 P ko
TR R ST (R S2 1 . HR, ZEA LeRiE IVE o7
75 8 W] DA B B R AN A R A TR v BT
To. PRk, B W R o R v TR T —
AN, EWERHHY) mTOR A Bel-2 a7
5T B

mTOR & [ Wi 4 (1 = ZE 9, {EMRA
RS R ORYE T EERIYEA . mTOR B9 7
A R AL AT AP 8 15 % Sl (CCL-779) R 4 5
Hr (RAD-001) 7] LA R S H . A6 B2 i
JRJR LR A A i P A R IR R, T RUA R
Mg 40 B (0 2E KR S LT Y, MR, mTOR
0 HB 4 R DAS M iR L R AR 1 (B, R
HE NI SBEOE Akt G, BOS SRR
1, AT S0 B R0 A o D SR, —
Fh ATP 3% 4+ 14 NVP-BEZ235 # 7 K& ik, ‘& ]
LL474] mTORC1. mTORC2 il PI3K-mTOR {5 = i
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