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Abstract: At present, lung cancer is mainly treated by surgery, chemotherapy and targeted therapy, among which targeted therapy is expected
to be the most effective method. With the increasing understanding of molecular changes and genomic biomarkers that promote the
development of lung cancer, it has been found that the phosphatidylinositol-3-kinase (PI3K)/protein kinase B (Akt) pathway is an important
part of the development of lung cancer. This pathway is an important signaling pathway that is widely present in cells. Activation can lead
to a variety of characteristics of cancer, including acquired growth signal autonomy, apoptosis inhibition, continuous angiogenesis, increased
tissue invasion and metastasis, and insensitivity to anti-growth signals, thereby regulating the process of cancer. Natural terpenoids can exert
anti-lung cancer activity by inhibiting PI3K/Akt pathway. However, the research on such compounds mostly stays at the level of in vitro and
in vivo research, and there is a lack of systematic review and summary of these data. Based on these current situations, this review summarizes
the current understanding of natural terpenoids in regulating lung cancer progression through the PI3K/Akt signaling pathway, aiming to
explore new targeted drugs and provide relevant theoretical basis for clinical treatment of lung cancer.
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It e SRS AE B HE LR — T, RS R BRAE S
THEGE, BB 200 7 AR A I,
HHA M 176 JTHIBETU-31, BEE 505 A )2 1)
PR TN A YRR BN BT e,
ok, IREE S LA PRI, EEE 5 4
AEAEFART 20%4), H 2835 P 5 4 Bl 7™ 5 1) Ho 2
AR, RRE—ERERD. HT ik
TR, TR R VR TR T S H G, TR
[FVEYTE H BRI 7 S RORELT, W &M E
SR TR 72 %, K BRI 3-T
(phosphatidylinositol-3-kinase, PI3K) /& [/ B
(protein kinase B, Akt) 155 i % T BB BY Bt it
TEIT IR 5] JI R HE o 2 B RS T LS 3
T 508 i o3 Y 2R 9 B2 5 R P 4 i B R AR
2 B B 309 B L B T 5 2 A MR ORE SO B Ctumor
microenvironment, TME) S&4H fgdt#2, M2 4
RIS 5E e Je i 27000, it LA PIBK/Akt {5
A VR YT I PR P AT SR

ST PIBK/Akt % CIE S AT AT 19A
7RG, FARAEUSAE ) TZam sk ) 2 AR B OCE
B SCHERRE R ORI, R IR 2 W FE S hE 1 JE 1) 22
AN BEAT LA PISK/AKt {5 5Bk, i@ id i
AN A SR AT bR AR BT B, A
Je A0 2 A RO A IR T S E R, TR T AR E S
e % T TV 0 ) ML A AN R L 48 o SR SRk S
YA BT RGBT 2 B 2 e 5
EM. B, A SOt R SRk 28 7 1 il i
PI3K/AKt {5 5 I IR T Il VI RTS8, N
it (0GR TT T 2 R R it 5%

1 PI3K/AKt SRR

PI3K/Akt 15 5 il AR5 5 e S A4 LA 5 L I
T AR A2 B S AR i R o vh RAT B 22
PER o TZEBRAE R A BT SR, AR IR A A A
RE R TP R EAE FH U2, PI3K/Akt 15 5 il e id i
JE A 7K 1ol R A R 25 i R A R AR FH ST, Horp
PI3K W16 U SRR, A I~110 38 3 Fhar Y.
HA 1K PBK W7t 2, SRR REED],
HH p85 115 IEHEAN p110 AL ILAL B, 73oM TA 25
A IB 2 2 MRS, Akt V4 PI3K 15 il T
W EE T, A4E Aktl~3 AL, PI3K 45 T
K YN AN ) Z AR RS G A A )G,
FUAE A 7 B0 I (i AL B N T LI -3,4,5- = B IR
(phosphatidylinositol-3,4,5-trisphosphate, PIP3) ]/

B SR 5 PIP3 e Akt 5548 S0 g i _E 0% Akdl!7).
WO B Akt G P — D B IR AR S G Bl R -3
(glycogen synthase kinase-3, GSK-3). M kHE&H
O (forkhead box O, FoxO). }:MEARK LA IR EH
fi#-9 (cystein-asparate protease-9, Caspase-9) %541
AHMIIETE . FIToL 20 R S AR AR P R T (1819

* KB T 24k (epidermal growth factor
receptor, EGFR). ik & 2 A4 K11 (insulin-like
growth factor-1, IGF-1). FEAIMIZHTE . B ke
YHfsE-2 (B-cell lymphoma-2, Bel-2) 45 iEEH
&0y 1A MR HEZIE K RIE, T RERREE 7K /) 82 E [
P54 (phosphatase and tensin homolog, PTEN). GSK-
3B. Bel-2 #15¢ X & (Bcl-2 associated X protein,
Bax) &7y 7 M40 ] 1208 #% 218 20 KUk, A AT
PI3K/AKt 15 5 i 6 Xof i3E — A5 R F ik 1 2 0 WL ol
M RBTHNIEIT T R AA HERE L.

1.1 PI3K/Akt {55 @EEH B HLE

PI3K/Akt {5 5 i B 5 A AE N M0 1) A=
TR ), 1% AT LA 2 AL e A
Ik, 1% EGFR B RAL . 3L PTEN 1)
LI PIBK B RAZ B 1 452021 X syl ] o>
2 PI3K/Akt 5 5 B B I SEB0E , TS BUk
RAFEAEVR T T 24

EGFR /& — TS a1, BENS 5 0 I8 1) R
L5 BRI, A EGFR R R R A
SR, T O 4 M AE S R R R,
PI3K/Akt #3221, fEAR/ N EififE (non-small cell
lung cancer, NSCLC) H# HI EGFR KA, 4%
RO AR AN Fr ik Aar I 342 451 il et 16 T
RHALWBRA, KB 155 B EGFR A, RASZEN
45.3%. Xu FPURIL 1 Bl EGFR ¥ SR AL fifi
i (B EVR YT I B PIK3CA/AKt] /IR L 3h 4 &
M7 Z ¥ 28X [ (mammalian target of rapamycin,
mTOR) JEEEY 1. Zhang Z2VK I EGFR 545 FH
P s 1Y) Ak mRNA 7K T IR B2, T
AU ) PTEN mRNA /K-F B, $9) EGFR R4
Sk PI3K/Akt 38 4 A BT «

PTEN #&—Fhfig kiR, 1F ik, =
PI3K/Akt {5 5 it % () 55 2 40 9 (K 7. dlad PRk
Akt BEIRIL, #F PIP3 ety PIP2, i PI3K/Akt
5 - A % R 1A DA T A A A R E T E 2T
PTEN JEPRIRAZRR LD, 522 38 PIP3 741D
WALER, MITFFSLEEE Akt, 55 PI3K/Akt /5518
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PR O, 3E T 0B e F aE F 28T XS HH R 2OV 7
RIL, 1E 286 il s g, A 21 61 (7.3%) 4%
£ PTEN Z€7%, i it £ vh PTEN RAZ [ LE 4
N 6.8%. Ht—FI, PTEN [RLKIES S
X} PI3K/Akt 3 B I A FH A& 2%, TS N #E 5
Frelimit, dtmfe gt imm RS K.

PI3K AL TS HE pl10a. pl110B. p1103 Al
pl10y 4 FEAY, pl10a I PIK3CA FE N bl .
PIK3CA RAFLHAIEZFEIE PSRk, K2
B TRAR e A A Y i BB E 5 I K A1 BT 9 B gm AL I
fifg 45 AR R A 27 20 B0, PIK3CA AR &0
PI3K/Akt 15 5 1@ %, {2k 4H f A7 7% A1 1 JE BY .
PIK3CA i I RAAAE A 0.6~20.0%2,
Yamamoto 253315 47 & BIAE NSCLC 402 PIK3CA
RAFHE A 9.3%, £ SCLC Mt N 4.7%. i HA
L6 PIK3CA RAZHIm ARFEA M BA Kirsten K 5 A
IR 95 B R K] RIVE AR EGFR 2878 o X[ tHE B 29046
RIL 286 it g A 40 B (14.0%) KA
PIK3CA RAZ, 146 51 it S35 H 4G 53 41(36.3%)
K PIK3CA ®%4%. Jf H EGFR 5 PIK3CA &5 H
PRIL R AR, A 72 il i o 3L [ RAE 2R 14.3%,
i % Jegs vh ] RAR N 42.9% . UiH] EGFR 5
PIK3CA L8R 7E it Hh & AR Ze ey, I Hoii s
o T I R R R A

Zi b, PRBK/Akt JBESIRBGS R R A K
JE AT 4y, IR A PISK/Akt 38 5% G2 96077 il
S A F B
1.2 PI3K/Akt (5 S BB EERIEIHRR

PI3K/Akt 15 5B NN — 2% HE 1%
S, S5EEZMMRERE, EREaRT,
1) 12 308 % A T LAY S s 4 L P AR
X R DA ) it e 2 P B A RO b R - 1) e R R AL
(epithelial-mesenchymal transition, EMT) Az il
TR GE . 1T R K JF H LA
BELYAE &4 J) IR % TME R 42 fitiges 200 e i 24 14
2, Rk, $0] PI3K/Akt 15 5 B B S0 VR TT it
Jy T BRI T
1.2.1 {233 s 40 i R AN R T 4 P R S 0
ToXT it gk R A (R VR o B W mT DA 1Y e 4
MUREAS . S I N RN 4R AN B A A7 ST A i 134380,
mTOR J&—Flii| 5 b 138 55 K726, PI3KCI w]
PLHIS Akt, MITEGE mTORCL F4) H . Akt
H mTORC2 filkz, w LAgE— Pl k. thsb,

PTEN AJ i3 #| PIP3 FR) 7™ A= SRk (5 0k, AT fie
K PIBK/Akt/mTOR {5 5% 307, AR5k
S B ) 25 PR G R AR, A R R 1 A LR
B RSN EEE . TN B L
FRITE 1 B AN B A 25 45 080, E PR T-FE -+, Bel-2 &
F1 Bel 219« Bel-xL J Caspase F A AT Bk i,
T[] A 42 0 A U TR, A AR A TR KT Bax 7T
PLIRZN 4Rt 2% C (cytochrome C, Cyt-C) AL
MR, WA TR iR A 7 Caspase-
9 M1-3, {RAHLHMI To100, Akt TR IE B 40 MR T
B T R, Akt WAL 5 AT B Bel-2 ik, 2
HEYHMIAEIE 4, FEALI Akt # Bad 25 FARBERRALE R
RS, HiF S H NI Bax PG>, MRl
HHTA A TR, b4, p-Akt AT Caspase-
9 FLRRIAARRIL Cyt-C, M F0 1 40 7 11431
1.2.2 a2 F EMT  EMT A] LSEL
Jit Jie 8 4 B ) i A 1440, T A 7% 0 B U RE AR T
BRI RS, EMT & 40 Mo i) 26 B sk /b, 4 i 1) (1) 5
EEEESR, HHARRESNE, R
NIE]FE R AERRAE i i FE M0, 7E b &k e i fE
EMT W] 52 i i 2 2 A 8. s iR . A&
AT EMT #H26I7481, 76 EMT i8], E-45%5EE (E-
cadherin) F ik k>, 1M N-cadherin. ¥ & H
(Vimentin) FI£FEER ARIEIEIN. KA kiF2
SR TR SN, G AR SO B S R P
(Snail). 1 EHBRERE K (Twist) FIEFIRES ) E-
box- &5 & [A] J§ HE ( zinc finger E-box binding
homeobox, ZEB) Z549, EMT %% 3% [ T BE R Ak, 7] 4
Akt W%, I B-cadherin FRIAFFK, o HEF
Snail fE4HMEAZ IR R, HhAh, Akt &R REfK
Twist &i&, MIE/> E-cadherin &1k, 5|40 %%
07, mTORC2 i i 158 HEE C BRIk
AFIECE Akt KR40 EMTEO,

1.2.3 FFEMAMA 40008 W2 AR B
YR 2 H s il K R . B AR ) 20 A
Wi 4 AP BL R, B Go/Gis Sy Gow M AP, 3
i PRI A B o R AR SRR, X SRR I R T
S RIAN NS SRS, T PI3K/Akt 155 E BR
2= S it 3 0 S 0SS, 4 5 A Tl A
JE M 8 A 1 RS (cyclin-dependent kinases,
CDKs) B 77 4 i o 3 2 AR Y. Akt
AT AR EE4R I A AL 11 D1 (Cyelin DD IRIA, 5
CDKs 454 i Cyclin D1-CDKs & &4, 12t
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JE B,
1.2.4 S0l an MG s . RS AR 28 K il A AE
IR A MRANE, i 40 M AR08 J0 BR G5 x0T 5 4
MR LG At . RN, At v {2 N TME
I, soRd BRERIUEH REd 24k
Jazsab s B, T A AR AR R e R A RS
BRI, IXAGAF I AR O R A K S R I
K ATOST, fE R, PI3K F1 Akt /e
FIH 5 G T VA IR, T s
N mTORCI1. #%[KF-«B (nuclear factor-kB, NF-
kB) M GSK-3 &{E 5501, ZE5XE AR Al
A BTN R AR R 02,
1.2.5 AR M 251 AT I 25 MR it
BITH H a IR PR, BRI — i AR i
5 BB 8], — Sl A i B A R, T
FEARTR 2, T 5SS UE AT BRI AR AR it
Ah, T BRI RIS AL L . EMT AL E0E &
FALRIAN R E RS R R, i 4t 2
F T L TR 165671, T PI3K/Akt 15 5 2 A S fili
S AT TR 24 1 1) OGO i A2 081 . PBK B 5% 3 &
FRNUERUN - Akt AT LU T Bax Fox K & mTOR
WM. 1 Bax. Fox A1 mTOR W2 5 =4
7 25 24 119701, PISK/AKt 38 PRI AT DA4E +r
mTORCI1 HIfE 54T, FFZ:H mTORCI (55 %
ST P RE X B [ YA T TR 245 1) = AL 1
1.2.6 ¥ TME TME Z5ME %%, HEZRAHIE
RUREAEA MR 3 2, anAk 2 AR K1 AR
A IR 7 R oAt i 40 P 4/ 22 R R s e AR I A gk
Ji98 1 73§72 TME [ 3% 14 200 i s 73 0 4 g A
KA AL ARTANA . I P B 41 i e AN TR
GRS, nif e T 400, R AR < 4T
Ji B8 ZORVEIIHI 40 . B AREELRAE . B SR G0
H AR A H ARG T 405, X ey i ik 7
FEMRR A KR KA T e ia T  245 44 77
TR $5E S84 FU375), PI3K/Akt/mTOR FifI7E G 4
Bk WO RS BARRLAS D Re o ) B i
AER, 23] DURAIJFEES TME 355 N 2 F0F
BE SR, BRI Wik X HIhRE
FEME, (R Rk R A S
2 AEITEH T PISK/AKt 5518 I8 7 Bt
AF 5 L0 3t R A A, 2 0 I R 7 it o T i 2
AT A —, ARG oA iz,
HAEMEZ WAy 2R ZES RS, SN

YET M 1) R IR . ST PIBKV/AKt 55 Fh7E il
TP IR) e A0 S T G 0o e e S 2 R R A% 0 IR
APER, BER T FUZE E O BB 25 YR 1)
Bt 2 A SO ISR A Y I 945 PIBK/Akt (55
B P M AT B . A, 8T
PI3K/AKt {7 5 3 % i 78 it s 34 e 1) R SR 5 7 40)
FEA R, e, R =mE R0,
21 EBis

B RAL S VIR 9 o7 A AR T R
By, BAT ZRTMR S AR, DI
FOARFR I it BE L 4% PIBK/AKt {5 5@, 18
fitidee R AR 2 MR AR . SRR R IR BRI
FAER, HATHEY O ZH T IRKIGITIE. it
W S5OV S SR TR A R VAL BN i A549 4
J5 24 h BREEGENHIA A Chalf maximal inhibitory
concentration, ICso) A 1.58 mg/L, 1Z%iE$H ] F#AIG
AS549 AMMUHIIGTEAFTR A, [Ny, PR
Akt. PIBK. mTOR. L& P} &K HF-C (vascular
endothelial growth factor-C, VEGF-C) Al p70 #%¥#
RERH S6 #iliE (p70 S6 kinase beta peptide, P70S6)
MR ERIE. Liu R IBEE ZGEHIH] AS49 41
M4 K, Transwell 12 28 FIEFE M € B =4 B iE £ A
REPANH], HAMPREE-1 (Beclin-1). &
MR E A5 311 (microtubule-associated protein
light chain 31, LC3ID). Bax fili&{4 Caspase-3 &
FIEMM, p62. Bel-2 A1 Cyclin D1 KA FEK,
[FI, PI3K/Akt/mTOR il BB A KT 32 B4 .

PABRE 2 AR I B 2R 51, Refgilind Ay
R PI3K/Akt/mTOR {5 5 38 %, ££ i 4H i b 52
DUMHIGTE . HARERAIRZR . R A 5T
EZ HPUNIR BN IR S A& e
il e ¥ 97 B R T B R ARG AR AL 1 A S
B A -
2.2 fEHEE

i RS IR 2 FERIAL S S5 K, R A
TR AEDURIE TR N B2 A S . BF TR R T
I3 2k T R R PIBK/AKt {5 5 i, 70 i
P A rh R WA )R VR

B-ME A M — A 2 v 24, AR WYX 2 A
JH . Cheng SFUSIRIN B-Had M 5 IUEA G H fig
et A549 AR/ ifE NCI-H1650 4
8 T R T A W AN S A P RN A0 B s /) B S
T A% HELAR Y s b R A S 2 AR, O HLOR X
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1 f i @ i ##) PISK/Akt/mTOR %A 11 .

Liu S5OV B-HE 204 T 577 SAH Ot 4] A549
S L A A7 5 e 0 9 FLE i R AR N 2] LC31l
MBI 5 2 (autophagy related 5, Atg5) -
Atgl2 Z5ETEKTFRINM, EALGRER PBK/
Akt/mTOR/p70S6K1 15 5 il i G AL 3l . 255k
BRI B-MIAE I BEE H] AS49 MR K,

Hoechst 33258 Ju 0 B m AU T- 19 %2, Transwell SE
5 WoRA T 2 240, H. E-cadherin 8 H3RA
FtiE, Vimentin. p-PI3K 1 p-Akt 25 [ FRIAFFIK.

TR JETENT AL PRI 28 i A AE R I
FEMEITIER - Lee BRI JERE T LAE/D AS549
MU0 il H1299 40 rsbss, thak, S
T L /)N Bl e A 20 s g ) A R A ) o AL
FEIELAH] PIBK/AKY/mTOR 15 538 4 U8, 55 40 i %
%, NI ESE A Vimentine N-cadherin, Twist
M1 Snail 2518 78 R R W IE, F HIGM Occludin
F E-cadherin %5 1 7 FEIR R IR LB .

HERE T EAPUEERSN, Hoa KM
PEZ B2 K. WHFUR LT & = ae s 4
AS549/DDP ZHHRIFIIEE, WA & = HIKEE 1Co
N (32.07+1.04) pmol/L, izl Western blotting
TORYNIE T T Caspase-3 Kk B E T, 40
1 Bel-2. PI3K. p-Akt/Akt Fi5FAK. 6B WA
R EL ] PI3K/AKt 3B EHNE] AS49/DDP 4y
WA T B AN T, i H AT ARG I e T
@T%[SLEB] R

HIalE e N LRI R A, BA)T
T2 P BE I T RIS AR RS FEAIK AS49 4 i
W71, T AS49 AR A HEAE T, b, AT
Bee AT 200 B A ik A = 5 H-ih i 2 1 A p-PI3K A p-
Akt FJFRIE . VLA T AAREET PI3K/Akt 5 5 i@ %l
il AS49 4 L8 5E - 175 T 20 M I T RIS4-85,

T G SO IR FUNEF B AT LA AS49 i
NAE/NH it H460 UM HG5E, HXT A549 F1
H460 41 1Cso 735N 28.64 22.16 mmol/L. i
T 4R 95 T 1% 52 56 2 T AR UK T B 4 i, Hoechst
33342 558 & AO/EB Gt S i 7 4 i 6 T 40k 3
5. Western blotting /nZlffi 2 5% ADP-i%H# 5K
4 [poly (ADP-ribose) polymerase, PARP]. p53.
cleaved Caspase-3. cleaved Caspase-9. Bax A Cyt-
C ®EAXKIET A, 400 Bel-2. Survivin, PI3K.
p-Akt fil p-mTOR & [H#&IA %, BRI AN B

W] PIBK/AUmTOR 3 #% 175 5 il 41 a1
Je A NSCLC 4H A5 -

/N1 4G N B TT DL R e AR B AR o Sun ST
RIS /N 146 I ERAR . AS49 F1 H1299 4Hlf)S
20 P T EA 7 -8 (cell counting kit-8, CCK-8) Al
SV TE B s 20 M S B SZ 0], £ D& & R
M B>, H IGF-1R. PI3K/Akt Al FoxO3a
RIBEERAL SZ B4 . BbAh, RN SRRt RS A ) B
TN 0 o Nk ) 7 N P S A B S T
H 2 A e AT Re o 4 PIBK/Akt (5 5 1% 340
NSCLC 4 i I & FE AT RS o

Zi L, ARG S e ] PI3KY
Akt JEH S HLOCHE T A (W mTOR. FoxO), 1
fitidee S 2 UM RO, RS AR TS
Al MHSHESIE® . Wi EMT RGBT
Y, RFFREE T 00 e 42 ) YR I 7 B4 Bhia T
TSR 1 S () IR
2.3 Ziig

TR B AR, R EE N HUE KRR
Ykl . 2 Ut FER B, 2 R0 kel id M= PI3K/
Akt {553, LR R PR AR

BEW 2RI SMEIERN L4 .
Mohiuddin &8I 7 2 SAL FH S8 A2 I Ak 2N il s
PCY i), 4HMaF ) Bel-2+ p-Akt. PI3K pl110a.
p-mTOR. #1452 JH ] 25A Ccell division cycle
25A, CDC25A). CDK2 Al Cyclin E1 & [FI&RIEM
&, 1 Bax. cleaved Caspase-9. cleaved Caspase-3
H1 PARP ik T} R W EAZ T REW 18 1 #11H] PI3K/
Akt/mTOR {7 5@ B [#{I PCO 4G 71, #5340
JE A= O LS S AR T

ZEOE A B iR IR, B BT Y
W 77. Lee S5SNI % 0035 N BRAESHIH] AS49 4H
RavEE, @A Transwell SEL6G R R OIEN
R AT U] AS549 AR MR 28, HFOEN
P T 75 5 AS49 4l PISK/AKt 15553 i Rl 2k
W M FAEKESEEAMN 7 (matrix
metalloproteinase 7, MMP7) HJZRIA.

BARET R BATUMREER . WP I%
By FTAH] AS49 AR IER AL AR T,
ICs0 79 50 nmol/L, HZNMIA PI3K. Akt )KL
TR, RN SR A5 3] IR SR . Ren SR
ILE 2 T 2R AT 2 PRAIC 6B IR -2- B/ R B -2,6-
XU 2 (6-phosphofructo-2-kinase/fructose-2,6-
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biphosphatase 2, PFKFB2). PI3K Fll Akt #ik, 1&
A S5 Tl A AL b 8 SI2 56 R BT A I R R RT DA A AR
NP . AR/NALO R IR A R R N ERERE (T4)
RERZINH] AS49 2 A549/DDP 4 R RS2 Akl
AR AR K, I Hskb B N AER H Ki-67 p62 1)
Fi&, Fhm LC3IW/LC3I MME . EH B MR T
IR A 2 1) | RS = 22 ) p-PI3K. p-Akt.
p-mTOR. p70S6K %54 H/K- VU T, HH LS
e Vit P 0 T A ) S /) 200 A e R R R A AR
(14 K I B S M 40 i 5 v, B AL
PI3K/Akt/mTOR 1 5 if % .

K Pt 2 i & — b DA OR SR 7 v B2 B 1) — il it
&Y, BBEHUIMETI. Kim &K ST S
AEfE B4 NSCLC 4hiifg b Bel-2 £735 & M PI3K/Akt
HEEEA] Cyclin A D. E. CDK2 1 CDK4 {1k,
B INZHMI N Caspase-3. Caspase-9. PARP Al Bax [¥]
ik, Zhang ZEONR PSS B e 0% BE L it 40
K. MTT 7x AS49 F1 H1299 4 A i 34 5 4 40
i, VKRR R BRI, 0B SR g T
2334, H IGF-1R/PI3K/Akt 15 5 M B i 2
AP RIS 35 BB P S AL B2 HI ] NSCLC 4
M 5E, FE75 54 i A B A R AR T, AT RE A
LA PISK/AKt 38 4 S2 L

FHSEA A BAHUMEEYE . Jiang S50 RILPH
Z0 1A BERAN /NPl dn 3 5 . [ FH S
il I\ ALFE H1688 H1 HA46 401 )5, 145104 4
ML % 52 2I#0H, E-cadherin XN, 1M Vimentin
1 PI3K/Akt 15 518 % 2 1R IASZ 240 . Wang
SFOVR P/ 1A ATAYD 1,6,6-— H1HE-11-8 k-
7,8,9,10- VU & -6 H-R IR [27,3 11,21 7K - 5[ 3,4-d ] Ik 14
(1,6,6-trimethyl-11-phenyl-7,8,9,10-tetrahydro-6 H-furo
[2',3"1,2]phenanthro[3,4-d]imidazole, TA25) REf% &
0] AS49 I AEK . MTT 255 40 i S5 V5 T B
SIS EE R RN, TA25 nl4f] AS49 ZufiesE, H
ICso 9 17.9 pmol/L. fEARHNBIAIFT, TA25 EREH]
5 5 e A M i A B B AR K . R DL
TA25 JEiL#H| PI3K/Akt/mTOR 15 518 K i
p53 ik, MIMHNH] A549 iy, RE&HFES S
HBH A . Liao SECTRILFZR 1a AIEH X RE1%
N AS49 A1 PCY ANt AE K, 45 5 BoR 4 g o Bax
H cleaved Caspase-3 1A i, 1] Bel-2. Caspase-
3. p-Akt il p-PI3K HHKIE T, A
222 BIHNH], AT AE S IR, IF LAY EDT ik

SYNMIIE T . Chen 258 BP0 1A X A549/Tax
UM T AR, Fo6t AS49 Fl A549/Tax 1)
ICso 77 %4 15~20 F1 70~80 umol/L, Western
blotting 45 E/R A549/Tax 4 PI3K. p-Akt.
Akt. mTOR 1 MMP7 & AR FEK. B T2
T BT H0H] PISK/AKt 38 1 % 4001 it e 400 B P 34
FA - IR AR 2RI B 5 40 i A A 1 i S A
R T DT 0 0 i 3

UbAk, BRUBFRRP. 13-4 FE-+ R ER100 J
T o R AVONSES AT ] PI3K/Akt 15 5 i@ i I
N RUHE T AR 22 07 T R R .
24 Z=iE

=R AT IZAAE T ED T, BARER
UM 1. KEMTAERY, 2R =i5R 056
R PBK/AK 15 58 2%, 7 ORI 2 JZ ik
[RAmIE o

RER R A B PUNRE . 22 B
RILEE SRR AT I AS49 GUAINAE, 5 SYNiRFE T
51278, Haufd PI3K. Akt. VEGF f1 MMP9 [f]
HERIA TR 2k S 001R I RE LR KT A549 4H
H 1) ICso 24 42 pmol/L, i FH BE IR AL EE A549 4 fiy
J&, AARIEEE . TR AR 282 2], 40 PIBK.
Akt T HRIAFFK. 15 B AE S IRIE L HH1] PI3K/Akt
5T S AS49 AMHNGEE . TR ARZEIEH
SYIM T

B P R B A IS A BTIR g 5 . Wang ZE104
BUBH P2 A P AS49 ANARTS 11 R EEVR LR, 1015
FYLOTARAR A RS A T T B S A T 2
B AGA BRI R A °[1ES G/M 4
i JE B s, H PI3K/Akt/mTOR & [ £ s pk 3] .
Yuan ZUOSUR BT 25 B GBS ROUHEFE LA KA
T-Bl FHFM AS49 il EMT. 51 EA S K&
Transwell SEI645 TR B, 8 > 2= B 0] B & 1] A549
ML RER 512280 71, HLEIRFFLRoR, # % B
MR FRAIRAM AT N N-cadherin. Vimentin. ZEB1 &
p-PI3K/PI3K. p-Akt/Akt. p-mTOR/mTOR [ A%
1%, [AE A E-cadherin FRIA. BeAb, RN/
PRI Y 2 IR R REUE S, & 3% B n] A R0l i
T (K ERS o Zhang 00OV T 1 2 E AR RS
fEFNE] AS49 ZHRIGTEFAER LR, FF Go/Gi
HA 2 A SR BA A i AV T2, Western blotting ‘7
Beclin-1. PI3K. Akt fll p-Akt 2 498/ . Zhu %107
RILEAE 2 1 ] LIRSS AS49 4H A sE, 3% FRIK
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PI3K. p-Akt fl p-p70S6K & [HFKiA, FtE Caspase-
3/9 Fik. WHIHI =] LLE PIBK/Akt 18 B 1715
it P gk e o

NS B R IRERPUMIEE 7o AR08
KIMANZBH Rg AT LAFEAK A549/CDDP 41 il i) 47
5%, PCR &R W/R R W& KT A549/CDDP
YHffih PI3K. Akt ) mRNA ik, i85 5 R BUAE
NS 2FH Rg 4bF AS549 4iflf5, CCK-8 Ein
A549 APNEJIFEAK, . Transwell A4 045
S SN TR, Go/M HAZH B LA T
m, I HA MR R AR 222 B3], BARLEA
Bcl-2. p-PI3K. p-Akt 155 A mRNA FIE L,
Caspase-3 & [ F mRNA FiA FEl0o-11, yy 50121
RIMNZ B Rgs MAS B Res M GIRTT )
1) N e 28 S b A% /) BRURSE28Y  Tf ELIS T 0| AS549
AHRRIIETE, NS RBH Regs FIAS 1 Res i A549
MM ICso {H 3N 44.6. 36.0 pmol/L. Western
blotting 25 £ 7R~ cleaved Caspase-9 Fll Caspase-3 Fll
PARP FikTt, 1 PI3K. Akt Al mTOR 7K [ .
Song ZBIE N2 21F Rhy AEES A549 41
JAT2, MTT 455 87K 24, 48 h %F A549 4 1¥) 1Cso
35009 42.75 F1 36.25 pmol/L. It 2k I 40 g F T2
4%, Western blotting &7~ 3-fiff i LB AR i 14 B 1
B4R 1. p85. PI3K. p-Akt /K FF#MK. Du Z4%
PN Z 24 Rk Al B A0 A549 I H1975 401y
Vi, BARNLHIN PI3K. Akt FikBRA%, 4HAH T
I, A HE RS 2 BHE] . BN 2 B
PI3K/Akt {5 5 18 B 0 1] il ez 2 g

Bauerane & — FE H T A JEAR 1 =ik RS
). Chen ZEUSIR I bauerane i AS49 2 i )38
B, ICso A 10 umol/L, AO/EB ¥iff o gi i T
o, HanpE R S B, Western blotting i
N Bax 3RiA5 EiflL Cyclin B, Bel-2. p-PI3K
N p-Akt B HRIEFEM. UL bauerane i it
PI3K/Akt i@ B30 AS49 4N RIH45E, 5 541
TR ) A £

phAh, SERTF DO, R ZE; DMUV, Ak
AR DS 7 B DUOL, 23- 2Bk VS E BU20L,
P RO, BRI, AT R AL
RIS O], EAERH VIIOIAIER
AT BT BUISE = Ak A ) 5 e 8 E i TR
PI3K/AKkt 3@, SEHUG w40 g v . . #
T 2 1 1) A T AL R

gx b, RIRWE M2 i fifde PI3K/Akt {5
S S G R AR T . e AER A %O
RIS, IR —RINNHIME ALK % S84
MUBET IR0, B B BT . 7k
M 25 M B D RE . N EE T s R 450 (R B it B B 2
/R Ik NN 4 S R L
F & BEIL 1.

3 HiEERE

e A A BRI 6 FH I PR ik AR, AR
R —HEHAMAE, HHW5REGRIT A R KX
N B2 T 24 T H 35 7™ o PIBK/AK 15 5B B4 4l
M N AZ O AR S AU A, H R B L
T i R R A RE . Rk, MRZ K RAREW)
b 3R UK EE A PIBK/AKt 3@ B A0HI57), SRR
T AR Y7 R ) LA A 5 1)

KL RGMEE T HRaE . f72ms . s & —hh2k
RIS YR 1208 2% B V6 it A F ML) . B
FUR B, AN [R5 2 B o vl s 2 4T s A PIBKY
Akt/mTOR {5 51, PhFEISCIEM T/ B, FH4H
HOFE A, 0% EMT. Pl A4 sl % TME 254
Ji 98 AR, H A% O BT IR AL i 3 2 e ) o)
PI3K/Akt {5 518 % p70S6K. GSK3B. FoxO %
KB NI RUS TS B IX B8 22 IR ZI S T i 2
&) “ AR E DR MBS R, RN,
KRR T IR AW AR i, TR AL A
A S R A .

BEAOREHATR I K EHATEER R, HIHE
SRR RN AR AR E AR FEAIRES 1) 7
AR . oAb, [ AN 2 A5 AN S 5
BB, SRz I IRAT 245807 5 2 v, Hsk
BRECALTE JI AN, HMELLPP Al X S8R AR P21 ) 52
PRl RN AT 5o R, il S R o35 it A7 78 7KV
e FUIRAPR] FH BEAR S ), ™ ) 20 H e 3
EMRNCIH RS Es. &E, HAEZE
FET PIBK/Akt/mTOR #%Co %l A B 1t 42 , 1 JIfyed 1Y)
RAERBW RBIRNE S EH, B—H
PI3K/Akt 38 6 A A A LA 6 Je 15V Tiid 24

FET BRSPS, WEM AL SR
B PIEAL b, B AR R S TR AT,
TN A T R IR 24 2 S A% O SRR o X AN
TR M F— RS PR R i 1) R ) AL,
TEE BN SZIRERI” B URRIGE” 1)
AR A R, AT 78 43 TR TSt R A & D E Mg
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