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Mechanisms of Autophagy of Tumour Cells Induced by Traditional Chinese Medicine

LIU Jin-kun', YING Min’, WANG Qin', WU Bin'"
(1. Chongqing Traditional Chinese Medicine Hospital, Chongqing 400021, China;
2. Chongqing Cancer Hospital, Chongqing 400030, China)

[ Abstract ] Autophagy is a vital programmed cell death mode widely existing in the eukaryotic cells.
During the process, cytoplasmic proteins and organelles are wrapped by single or double-membrane auto-
phagosomes, and then integrated with lysosomes into auto-lysosomes, so as to finally degrade the wrapped content,
and achieve self-digestion and organelles renewal. Autophagy gets involved in a wide variety of physiological and
pathological processes and closely related to tumorigenesis. Under normal circumstances, autophagy could clear
misfolded proteins and organelles, leading to the suppression of stress reaction and downregulation of cancer
incidence. However, although autophagy is primarily a protective metabolic pathway for cells, it can also promote
tumor viability by degrading abnormal proteins and organelles in cancer cells. In recent years, more and more
experimental evidences have indicated that active components of traditional Chinese medicine (TCM ), like
alkaloids, flavonoids, saponins and cardiac glycosides, could induce autophagy of tumour cells. In this review,
based on active components of TCM medicine and molecular mechanisms of autophagy in cancer cells, we
summarize the research progress of autophagy induced by TCM, in order to provide reference for the prevention and
treatment of tumour with TCM.
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e R e TP E ISR S N T E 2 W 69T
PRI B NEALBE R 258, 2 AW, WA 3
Weh B2y B A 225 . R gy Ry
FAERIY B A, 2 AT ROy RN Y
AWER EEER E AR MR B R MEE R
AHLER EEDT TCALER AR R TR A b
25 22 it IR BEIFAE R, 322 X P 3 A R0RUr e sk, 2
HUCHA RO o3 JF i — 22 I LA o 8 ik, 45 3 R4
A2 v 24 AIF 5 U R Y — T A

AT A Ok B B 22 1Y I 5T R B, R 25 A ROR o) fiE
% 5 I 98 240 P %) 1 W L Rl B e e 8 Oy T
RAEE MR RVE T o T 25 A RO I Sk, B
i, A2 2, R Em R F WSS S MM AR A
Wit , I 455 0 5 W A BRSO o 5 5 A WA
FBLEI AT T o007 o 258 RS 5 5 B BETETE
2 BRAE P AL 75 18 53 2 B 3k i R AT S80ER AL 26
TRV A IE o PR, A SCAR 4 4 i [ ) T AE
EDIN NSRS Rl s NG SR B G VA el T
XFIE S AR [ A A v 24 28008 20 U 5 Tk 6 0 L R )
P FEAT Z5 38, DT Sy B 6 v 245 A 00 2 68 FH 4
H GBI R S AL
1 BRI 5 FHLH R

A A Wi (autophagy ) J2& 4§ — 28 35 1 J5 1 41 /i
i 55 I ) T W A0 2 T 3 S I AR I A ) e L T
SCEALEE A B (microautophagy) , 73 AR A 5 2
H W ( chaperone-mediated autophagy ) #1 B % B I
(macroautophagy )3 FhIS A, fil A W2 72 H JiE W A
Vo it B T N B R R R AV B A 43 1 RRAR A
AL A W R R SR A B AR E A A S AL
R LA S I AV AR ER e B S A
i R T, RIE R U6 A A s CH ) o A
[ S I L A B 7/ IR C N I R S S
(autophosome ) A (Y PSP B2 . I EBEA S5
TS A A Bl 20 i A ST B (isolation
membrane ) BT K I #Y /)N 9 10 38 Wi B WO AE (2
BRI BRI TE BUSUZ RSG5 1 A WA, S e I i
HMZ B 4 a5 oA R i R T R RS
TE B H WV WA, A S bl A 2R W) B (R) A AR N 2
TR AR A o bt R e 7 A 1 2 T R A /N 7
Wy IR TS [ S W A S R L A e
I e A R v Sy T G T A A, HRE T AR
R — R 7 A AL A PR 37 Ak JRE A i i R A BR 8, SRT
DL 3 80 20 M P BE T, S 2 WU SR

WF 5 0k i 8 40 B Wk 9 23 T HLRIEAT T R S
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whoe S S Sl am T OEKH 752
PREE A, T 18 % 24 B2 184 i 7% {1k Phosphatidylinositol-3-
Kinase ( PI3K) /Akt serine/threonine kinase 1( Akt) £l
RAS proto -oncogene GTPase ( RAS) , Akt A iz 1k
FP# T (tuberous sclerosis 1/2,TSC1/2) E AR &
W, 338055 TSC1/2 %F Ras homolog enriched in brain
(Rheb ) B #1117 FH, % 3 mechanistic target of
rapamycin C1(mTORCI1) 1 Rheb 37 , #F 1M 3@ & 4
#l unc-51 like autophagy activating kinase 1 ( ULK1 )
A T 0 4 B W, @ phosphatase and tensin homolog
(PTEN) i o #1 ] PI3K/Akt/mTOR {55 i #% , {2 i#f
i g g, @ o 8 1% serine/threonine kinase 11
(LKB1) %5 1, 7] LA ffi protein kinase AMP-activated
non-catalytic subunit beta 1 ( AMPK) #f # % 1L,
AMPK @2 AL #1115 46 TSC1/2, 5 3 mTOR #Y 2% ¥,
MG A H W B R Ak AMPK s m]OE % 0
mTOR-Raptor & & #) 5] #£ mTOR ) 2k & . I 4h,
AMPK 7%k ULK1 3 7] 5% A Wi . @RAF-1 proto-
oncogene, serine/threonine kinase ( RAF-1 ) -mitogen-
2 ( MEK1/2 )-
extracellular -signal regulated protein kinase 1/2
(ERK1/2) (55 3@ B v LU S H R 7 4. O
P tumor protein p53 ( p53 ) ¥ W& DNA damage
regulated autophagy modulator 1 ( DRAM ) #1 sestrin 1-
3 (sestrin) £ [, 1 4 76 5% S MO 00 05 M0E A W
E.40 53 v i pS3 iR A W, ©B kI 40 i R -2
(Bel2) I 1o & H K K 5 Beclinl ( Beclinl ,
Beclinl /ATG6) LR AH EAE A, M B W, 1 Bel-2
P28 T8 S T A T P TS B S Beclind
HHEEEEHESF AW, @AM AN inositol-trisphosphate
3-kinase B(IP3) i % ¥4 mTOR # ] B W .

H Al A A G 00 = A 5 AR T B L
5% Wi K | S 922 B 305 B8 A 92 98 6 A Il microtubule
associated protein 1 light chain 3 alpha/beta( LC3-1 /
LC3-11) & F1 3235 PF () B % — % ( monodansyl
cadaverine , MDC) %@,{zﬁ%“ o AT BE YT, Tk
IR e 5 0 1 S R AR R L, A R A
20 i A R AR T, S A AR O, A i
B TCHA AR A, Gt (0 5T e 300 Hh IR BE SR B R, Sk A
PN JS 1038 s R K o 2 L s A0 kA
B, 40 Py LC3- T i) LC3-T0 09 4% Ak BH & 48 fin . X
I, E A 4 B Py LC3- 11 A% & & A2 4k, AT DL 7 (8
L VT A L Y O S T 3 S B AR MDC
etk A R R AT A AT A

activated protein kinase kinase



23 B 3 M)
2017 42 A

RESEAFERE

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 23 ,No. 3
Feb. ,2017

I AKH 155 — A2 BRESS & R4 (Ag8) i F
HWE R -, 5 MDC & A dr Stk ah &, 729t
ORI AT LU A DRy A4 e 1 AR R {H MIDC
oz I HH W AN R S, XAk T 5 I A o B Y
M) A A RE . BRI Z A, WL B W Al B Y
Beclinl j& Bel-2 i —MHEAEE A ", I8 2 1E [
W AMER — SN T 45 A b A ik iR b,
ok B E B 7 K I Beclind 2835 7K o AT X [ W
PEAT S SR 5
2 HHFEMEER
2.1 AYBEESE MR AL AP0 b 2
P8 1) L TR Ry, TEAE ) R S A PLER 45 A kR
MiFE7E . ZHANG 45" SiE 903 S 1% F T HepG2
20 | 5 R SGC-7901 41 i % A [ Wk, 5 2 B4 ) i
968 21 Jif ¥4 5, BH Vi 40 455 B AE GO 0 R0 40 i
AW T, W55 & B Beclinl 25 1 3 2085
S AW AR T ALE S LA Bax SR RIBA KL,
P 1 0 R 6 15 98 0 2 0605 T 0 A M O T, PR O R
A A8 A R R 20 4 = S b R AR
(A s s AR R BT HepG2 41 i
W SWAE)G 5T AW R = A S0
W FE W3 I H [ W R 23K . ST BUs
fii ¥ 4> HepG2 ZHMASBEN A A S #A#E4T DNA &
A, T 2R R HepG2 4 i BH AR50 78 G1 8, i )5
7 JFF 980 40 1 4 334 B 52 3 A AR FT R T RS
R IR S e - () A48 0 ] 2L AR 968 Beap-37
2 Mo 158 5, Ak 38 Beap-37 40 M )5 77 A4 B 1, Cleaved
PARP 1 LC3- Il 2 &k Bl % S0k & A
YEHIT Beap-37 4 i, 2w 5 ( MTT ) #6300 200 it 434 5
0 AE B 1G5 U B WX Beap-37 4 fifg i R
FHEAER

B F T — P S M S 0 A W e, K Y S
UESE 8% R A B R 09 4F T, 32 2 2 38 G 0 ) 44 A
A 1 B 75 S A0 B O T LA B B ok A R 3 O X
HOU 4 4% 3% W], # % £ X HepG2 #I
SMMCT7721 4 Jfd 52 590 5 AR 1 175 5 A e . B0 & Al
[ 75 S At A RS T R T Bl B R R E
(3R 5, CD147 261k 5 B W A 3, i % 1k CD147
(1) SMMC7721 Ziffrh , 44 MO FE T W1 b °F o

2R AR VBT g e W S 4 B T 5 S 45 I
Lovo 4 it & A= AW, [ W45 Bi 5 26 06 0 19 Bie i 9
P I56 G I 5% 2 B3 Bk T 0 o R T 35 g e ik R
YEH, 3% %% Lovo 21 M %F Ak 97 25 %) i T 25 1 . XTA
2 20 % ) 7 e — W A RV T SW480 4 i, 2. 5

pmol - L ™" 72 i — - F g A BE 48 h J5 , LR R A
Wit 25 30, 200 0 A I BEL A 78 G, 381, Beclinl 5 71 R 5 1Y
SR, 20 E— M AR S SW4A0 4 IS [ W Y ML I T AE
Y Beclinl I RIKM EIA K,

B =4 A2 W B, ( homoharringtonin, HHT ) M ¢ [
A AR v T RLE 23 B R B — B AT 28080 B g 24
Y, 23 = A W) s AT B e 25, FR IR
PR B b e F T S R bk L A0 M e iR T, O
WS 2 7 2 T LA A R A R K T 4
PR BR Y S ) HHT % 5 K562
AN kAR A WE, M H Bel2 R B SR N T-«B
(nuclear factor kappa B, NF-xB) & A £ K., /I
B BT & B HHT 3% S K562 400 Je 11 0 5k /> o
THEN, X A A TR A& Caspase KRR Y , 76 74
Akt By [8] Bt _E 38 ERK, Beclinl 3 15, i 3 35 member
RAS oncogene family (RAB7B) [{) K562 4 Jitd A] 34 53
HHT i 5 K562 40 T 1F H .
2.2 WEAKFEFME AN WKL GYR T
ONCTUNETE ¢35 S e TR (/R (1 8
BFR DA A AT DLAR IR A B e A A
FET o Mt He 25 00 96 4 B R TR A WEPE T2 &8k i2
A, BF 9T K B 2 K B8 A S U3T3MG 41,
HeLa 483”7 7 /& (1 Mg, LC3- 1T, Beclinl % 13351
BRSBTS |, 3-Methyladenine (3-
MA) J5 AR TR, WANG 8% B % B, 3%
Z B 406 HepG2 il g 4% 58 , i b A 55 F vl B B
B AWK, LC3-10 & ARk B, B G N A v
il 70 S AR T, 2B R B B
2R R VR AR R I ) AR 1 R I p-Akt (8473)
p-ULK1 ( S757 ), p4EBP1 ( T37 1 S65) I % ik,
CHOW 45" % B #4321 5 5 M 40 i 11 i, 1
WAHPRE T, WHESERAFAMWER LC3 1/
LC3 I 3R 3k BEAR, A Wi 300 79 7 00 25 3R Ja o 910
mTOR /p70S6K il s 1 I B8 4 2% 175 3 114 55 VA i 44
LW 583 B A 2R A 5 ) A L T T W A
il 3-MA s E I AR AL AN T BeAh, I
B R AWK RAF/ERK 3% 72, PI3K/ Akt 1) i 5
SH6-Akt il BE % . 25 14 Jn 10 28 % 32 05 5 1Y S W
ML 7=, mitogen-activated protein kinase kinase 7
(MEK) # i 5% PD98059 %I H: '~ i 4> ¥ ERK & i,
VMMM DOEA R Ak F S B A 2
AR AN A WA T
23 BEHRFESMEAER EZXEH B
( Ophiopogonin B, OP-B) J& — flt A= ¥ 1% 1k i 73, 18
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BHAEIR YT I #6A% . CHEN 257 53 % ] OP-B
75 JE /7 4 i il J% (non small cell lung cancer,
NSCLC) 40 g # NCI-H157 f1 NCI-H460 %4 T A
W, OP-B i ¥ F 40 il Akt B 2 Ak (Serd73 fif s,
Thr308 {7 i), [A] if L #1017 NCI-H460 4fi g i)
ribosomal protein S6 kinase B1 ( p70S6K ) # iz fk
(Thr389 fii A5 )., OP-B % S H460 4 g [ Wk 5
PI3K/Akt/mTOR {5 5 il B AHC . Mok, BF 58 & K B
OP-B 1] if5 & AS549 4 fig & /£ A wE™ o LC3-11,
Beclinl 5 [ 335 7K-F T i , 355 5 L 552 00 4% & B 400 i
A A 22 W AR A 50 S0 AT Beclind -
SiRNA 32 345 0 LU 1w f i VP Bk ag 4
K H OP-B n] f il &7 #5365 HeLa 40 I3 58 , [ W A5 35
k% 1 Beclinl, LC3 11 /LC3 1 % 11 % ik /K F T 53,
H A R 3-MA A H AT DL % B W AR
JLF-58 42 0 i AU 5 AR T, OP-B il Akt, mTOR
1 p70S6K 1) il R 4k 3F I 9 PTEN, {H 3 K 5 &2
Caspase-3 [17F 1k Jz PARP (1) 24 .

FEMGE Y R B Hela 40 L 28 46 W3 8 45 D 4b B
Ja WO R AR BB W5 ) GFP-LC3 B i I 35 3
i, LC3- 1 8 A& 1k Bl (H A g oG HE 8 H mTOR %
HAEL . WONG 48 L BL4E ] 24T D Af G5 MCF-
7 Y0 M B Cat vk BE B4 AN, BT% Ca®’ -mitogen-
activated protein kinase kinase ( MKK) -protein kinase
AMP-activated non-catalytic subunit beta 1 ( AMPK)) -
mTOR 38 5 , 5| A S5t 0 Rz % DL R e SR 4 & 25 11, A
ifii 5 MCF-7 40 [ e SE T, 2 B 46 &
I Sk 572X 12 R e 20 i 1 HA AR AT i 2o
P Ak 8 1 S CHAH 5C 38 8% 25 T, 52 W) e R AT i R
ARG 5 b e A L 8 O T, DA i e i O AR
o Mo, 3 S AT D onl il i #E ERK Y # IR
b, Ml mTOR, p70S6K [ i 2 1k , 1 58 H1 & 50
HeLa M35 ¥ . A2 24 F, @5t 1 98 7L AR
T Atg7, Beclinl , LC3B 4 1 #1515 & H 1, W
I P TE U T3 A2 R ZoRE UK T RE B A 5 RS O T, 1Bk
SR R B e e N = < DN 7oA U
T
2.4 SROHERTETMOE AW SRR K bR
WA i i R (bufalin) |, S WETRAY 224 8GR 70, X 2
Tl R0 A2 HE DR 0 . MIAO 26 % B, 100 nmol -
L0 i 53R AT 5 S HepG2 40 A W 1=
20 Ak 2R S 4% 58 Beclinl 335 7K F T, LC3- 1 1)
LC3-T % fk.1# £ , p62 ( general transcription factor I
H subunit 1,p62) #1 mTOR [ kK FFEM ., A M
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TR 3-MA BA W bk 52 4 3 HepG2 AL T- 3
Wi, SR I R 205 1 A e SR TR T, WE R R
ek AMPK B2 1L , AMPK 1 i 77 7 55 45 s R 175 5
[ W Tsai SF A BLUE 8RR 51 & MR SK-
HEP-1 4fi Jfg A Wi ¥ 40 M 48 1=, JF 8 i 30 ) Ak
mTOR 15 23 % 5 5 SK-HEP-1 41l ity BHL i 7 G2/M
Wo XIE S10BESY T s aR LR S A SE I R HT-29
I Caco-2 41 L = A 11 W, LC3-11 8 (1 kKT I
We MR RIFEF YN A M S reactive oxygen
species (ROS) By ¥= 4= 45 3¢, ROS i@ i Jun proto-
oncogene,, AP-1 transcription factor subunit ( JUN) f)
NH2 K i ¥ B mitogen-activated protein kinase 8
(INK) 305 4 JfL [ Wi, INK 3% Ak 3 im0 AwgS Al
Beclinl 8 FI &5 16 HEHUAAH] (V- e 2 R
e R C), INK B %5 55 M 40 ) 57 SP600125 71
JNK2-siRNA i W5 i 5215 F Wk f n W5 R R 7R
45 I 68 A0 M v 245 ) VR D 8 — OB AL, ik ROS
Wt IR AR IR T K . Hsu 48 BF 5T % BLU
I R A 88 Huh7, Hep3B F1 HA22T 41 i
AR WAE . WE R R PR [R] INK {5 50 B b
Beclinl, MAPK A1 Atg8, T ¥ Bcl-2 Fi1 BH3 interacting
domain death agonist( BID) {55 HF i 40 M0 & A= B W
S B2 % SIS ik R I A ) SGCT901 4 i iy
A I BB HOR AR A WD

2.5 iERFEFME AN FAORWREHELERN
TG > 22—, & N T B Y 7 A e i AR
Al B SR S v 4 A — PR A T iE N TR AL S .
Mujumdar 25 % B 7 23 1 Y 28410 4 192 J 985 400 )
AP A RIS A IR A K, AR R AT
MiaPaCa-2, CAPAN-1 Fl BxPC-3 4il L 08 7=, I i &
S2-013,82-VP10 Fll HST66T 40 & 4= B W, 5 A Bk
25 A5 ATGS, Beclinl ,p70S6K , ERK1/2 45
ARG, ORI & B R A Z T LIS
WEHI-3 2 Jifg A w, A iR KR B 8 3, Le3- 11,
ATG5 ,ATG7 Fl ATG12 Y5 1 /K b, K Py 52 56
RUIFABEPRBEWIN T 400, B 405, 4% 40
I W R B AR e o LIU 47 5 3 B-E 7 4 900 )
MGC-803 Al SGC7901,786-0 4 fifd 38 5 , 7] i 40 Jifg &
I BT REOS 1 AtgS-Atgl2 1119 ik
i PI3K/ Akt/mTOR/p70S6K,  FH Wk 11 i 5] 3-FF Jk
IR TR B G 4 E 8 W 4 uiR - R A B L i R

PR — i kil A& T R TR
HRMATAEY Z — , BEE 4 ] MDA-MB-
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436 Fl MDA-MB-231 £ Jii i 4% 55" . 1 Wk M o6 2K
[ Beclinl 1 LC3-1I A9 3 A /K FE ¥ i, 6 64 34 1=
AOCHE H Bax 1R IE K B Bel-2 (1) 3R 35K
T, 3-MA ] A v B R B R 15 S 09 4i i
T, UL R R R AR5 5 A MR AR OF T RL IR
ML, B R B H RS AR b A B A
BN — KU =R EG Y, W R RS &
BERRR G, BT IZ M2 B, WU &0 5T
FERBE PR B A KBS b 6 5TV 5% 9 PCI2
ARG AR (AR B RIS S A M TR e A
Wi 20 A S DIRELA 76 G,/ M W, & L3I i i &,
HipE B FH PC12 4 gt Beclin-1,P-ULKI, Weel ,
p21 #1°F ## mTOR, p70S6K, cell division cycle 25C
(CDC25C) ,cyclin dependent kinase 1( CDK1) &5 H %
KK, FEURRE T HR =65, ) 2 151
FHRAT, BA ZF0 B E KIS, NIE 4"
WFE A B, 5% BOR IR 38 o 41 il PI3K-Akt-mTOR F1
ERK {55 5l #% % 5 A B & MGC-803 41 g [ W, [ W
R 3-MA B¢ £ i siRNA ¥ Bt Beclinl T 35 20
F

2.6 HABEM FTERENP AR E SR
MRt 2, 20 EEA s, AR PR
b BURhoR A Y L sk Y R R R R
F AR S ) UST 4 (B | 35 5 2558 1k 1]
il PI3K/ Akt {5 51& 538 4 , i 5 UST 41 ifg [ Wi 1 3
oW %4, Pifithrina (PFTa) B8 L 78 U7 4il il [ 1 /K
- FERED R B 2 R A R A . IR &
PR B ARSI B A0 AS49 40 B4 5 I 5 S A W,
7l i} mTOR 2 [ 4 % 3K 7K F- WA . X 645> F 5
BRI R SR A0 Daoy 40 F Wi I HL 4
H: K, Beclinl Fl LC3-II/LC3-1 mRNA Fl1%& [ 7K -2
=, S PI3K/Akt/mTOR {5538 B G,

x1 PHEFESHEABMAERESFHH

HEE P B Z MG Y, EERIE T4 H
% REL R . IR — Rl A s AR
S 1) AR 22 B 25 W) 5, BE A% Bl Lk AR R R A A8 I B 1k
S PR B, e R B4 Ak 2 BB R0 . Varun
Prabhu 257 HF 5% & B 14 2 7 B 0T LA 5 MDA-
MB231,HCT116 4iffih LC3 11 & [ & w3 m =4 A
W, WA 0] 3-MA W] 39 5 22 A S Y i R
MM T, 53 4h, AR R 5 ROS BT
(9 [ W A2 51k HT-29 g T il i i Ak
mTOR/p70S6K/4E-BP1 1 % p38-MAPK {4 & i@
FEES T-ALL A J J] 300 45 iy . 4 Jf 08 T 0 A e,
WXt T-ALL 200 7= 2 AR e

Wi A i 20 ) e 2% b TN LIRS MCF-7 40
JL, 4 P Y 3% 0 2 BT A, LC3- 1T /LC3- 1 {E 3
jin,p62 iKW />, PI3K, p-PI3K, Akt, p-Akt iK1y
VoD B I Uk LR MCF-7 40 g 7= A 1 o, He
YEHIBLHI AT 68 5 40 1 PI3K/ Akt 3 #& A 5¢ . HR 58 e
P 22 8 2 ((cobrotoxin ) Xf A Jifi B AS49 20 4R 5L A%
LIRS A A AR R D A VR RT RE 15
3% fk p38-MAPK i A5 56 ' BB 4 B
WM 7 22 R By WT ] S180 PR At A A K, L
ML AT BE 5 42 #F [H W& 4 ¢ A 7 Beclinl , microtubule
associated protein 1 light chain 3 alpha( MAP1LC3A)
(1) e 38 K A e 1 4l B A AR A CD133 R AH G,
JBE I 4 L BRSBTS ) R b 3
JH-968 HepG2 4fi il () 34 51 , ¥ 1% Beclinl 2 1, {2 i
LC3 T %460 LC3 T L K 1 0 5 i 1A 1) T2 g, #5
F Al Ak {5 538 5 S I HepG2 4 Jifg
PR TR R L WA 2 e T

ZEIR SCHR BT I R, AR SRS vh 258 SR AL
AR B A MR 5 6 249 S R A0 B
AIFLH R ZE L 1,

Table 1 Molecular mechanism of tumor cell autophagy induced by traditional Chinese medicine

o9 24 ffa 245 7 A R L A RSy Ve FHHE A% EE BN
HepG2,SGC-7901 H B 3% Beclinl , Bax %5 [ HepG2 4 g BEL A5 152 4 72 G1 1 [14-15]
HepG2 P B [ Beclinl , Bax % 4 [16]
Bceap-37 Y WS Cleaved PARP Il LC3-T1 & (1 # ik b i [17]
HepG2,SMMC7721 ERYNLES W R il CD147 i F Ik [18]
Lovo H Y T 26 L LC3-11 , Beclinl 35 [R5 3458 [19]
SW480 EEL71 &Sy U 200 PR I BEL 72 G JYT, Beclinl 2K 1 26 34 4 31 [20]
K562 BRI ES AT MH Bel2 Al NF-«B 2 H Ry K3k, TR Ak g9 [/ R [24-25]

ERK,Beclinl ik
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gkl
T g 24 ffa 24 5 A R AL ARGy B0 5 27 30k
U373MG,HeLa EES il fiz 2 LC3-1 ,Beclinl 2 [ £k [ [26-27]
HepG2 EY GBS AR [98 LC3-T1 8 (A #3k, F 8 p-Akt(S473) ,p-ULKI (S757),  [28]
p-4EBP1 (T37 1 S65) i ik
NPC RS DA 2% Akt 5 53 5 2 R ik [29]
NCI-H157 BAF ZL BB M Ak BERR b [30]
NCI-H460 EAF HEA BT B i Ak BERR fL , p70S6K WL 1L [30]
A549 AR FA BB LC3-1 ,Beclinl & (4 %k KTt [31]
HeLa LEATES AL BT B {23k Beclinl ,1L.C3 I1 2 4 34K F 7+ 5 , Ml Akt,mTOR Al [32]
p70S6K iy @& 1k I 1% PTEN
HeLa LS Seig | D LC3-TE Ak LA [33]
MCF-7 RGeS S5 B D 3% Ca> " -MKK-AMPK-mTOR i % [34]
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JiE g, RO E S LC3- T i) LC3- 11 /1 5% e,
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