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Research progress on antitumor natural products of inhibiting PI3K signaling
pathway
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Abstract: The phosphoinositide 3-kinase (PI3K) signal pathway, an important signal transduction pathway in the normal cell
physiological metabolism, is well associated with the occurrence and development of malignancies. The research about human cancer
genomics shows that PI3K signaling pathway can link cancer genes and multiple receptors with many cellular functions, and PI3K
signaling pathway is the most common activated pathway in cancer. Therefore, inhibition of PI3K signaling pathway will suppress
tumor growth and metastasis. In this paper, the relationship between PI3K signaling pathway and the occurrence, development and
metastasis of malignancies, and the major inhibitory way against PI3K signaling pathway were outlined. Especially, the research
progress on the molecular mechanisms of inhibiting PI3K signaling pathway by anti-tumor natural products was reviewed.

Key words: PI3K; signaling pathway; antitumor; natural product

WENRIELEE 3-34E (PI3K) J&— 4% S E ik
WEREIEVLEE (PD BERRILIVIEIE R %, Wit 5 AKT
B N i) PH g5 3k &, B0 3-WE IR N LREA st
PEER 1 34MF-1 (PDK1), PDK-1 1 PDK-2 43 j ik
tb AKT #E F11f) Thr308 1 Ser473, AKT B R LI
W, HE—2PAE T RO 1 IR,
MM PRI . PR T DL A (R A . 4
SRIAIFFAR I, PISK A5 5 10 6 e 40 i py 45 B2 (1)
59 @, HRreBon S a7k

gt EHER: 2017-04-14

T AR AR RE B DI O, 25 3 8504 1 S 484
SEALBNERAT ), PISK A5 530 8 76 A S 1 22 i
TR AR, AR IR ORI H sk
(RUid BEGG < N il 201 IR IS LUR IE AN i Bk i T
HUR PR B A5 N AP R A T BUZ I B R O .

PI3K {5 5 38 B 5 2 A0 A0 MR T 159 5 240 M xe
SAERVE TR Z A 32, (R A . 1
ST S5 M TR R AR A, IR .
PI3K A i 0 st 1 8 40 B o A o 24407

EEWB: EFRARMFESHHTHE (21372156); L TH AREIEESEITH (2015020687)
YEZ BN RIS (1977, Lo, MIBEZ, W57 R RRF= Y S SCATEDI E DG RIS . Tel: (024)89383903  E-mail: yanlingsong521@126.com



LR S

Drugs & Clinic

E3nH HeW 201746 A - 1157 -

A 2 IO 2, IRl e 2 A7 294 s 1
T AKT B A 7K, JF30E PIBK/AKT 15 5 30 1
HE— 0 W0E 1 U DN A 40 B A7 29 A i 24
PEo [N, WFSLEN] PI3K {5 Sl kb g H ) 1
PI3K. AKT A1 mTOR J& T J5U A 70, 7t
P2 R SR RESRIE A . 1f] PTEN 1E28 PI3K
W R R, 5 PIBK (W T REAR
Al R A AE T PIP3 #4545 0 PIP2, Y/ AKT
Sk, BHIE AKT SRR RIS S5, 305
FA R AERUR JE, PTEN {ERUIE B8 A 45 L
B g,

LL PI3K 5 5 18 % A I 0 A 0 IR 25 Wit 9 ok
W AMIFT R, HETO A B RIS
PiE N BRI STk LT BEP . RAR P A A
SR ZAERE, R 2 B S MR N ) BRI
M2 T RINEE SRR —, Z2FRAYCE
ZUENBMIRvaTT B BTG RIS By, X LA
FMLEIaF e H a8 2 . ARGl a0 PI3K {5
SR ) R AR, ) T 2 0 B A BT
Ji g A R IR R SR Py 73 e EAT 4538, A PIBK
T PR AN HIRR DU R R R AP R it 5%

1 @IHEl PI3K LR E FHIH PI3K 55188

PI3K {5 53 I AU A2 AR KPR 7 i F sk
FE A TR~ 5 SR R B80T 0 PR b 52 A % 2 R
(RTKs) 1 G HEEAMEEZA (GPCR) FHih. K,
RTK 1|71 A1 GPCR #fil7 mr LAIE it FH Wy PI3K 11
Wk, ISRk ERAWT PI3K {55l . HiT
T 0 ) SR LAt A7 5l it AT — s T AE
H, Zisk = 0) PI3K A5 38 B AE IR PR R RRE
SR, A SR RS LA 4
2 EFHIE AKT BB LA PI3K (551888

AKT & PI3K {55 10 i B L QB A, 4
il AKT i 4 vl BEL BT FE6 R R - 1R - PI3K
BRI 5, (2 dk PIP2 %6464 PIP3, PIP3 ¥#i% PDK-1,
PDK-1 #1 PDK-2 JL[F/E AT AKT 56 2B A 5 1%
B mTORC2 HA5 5 PDK-1 [RIFEK) H MR 1L
AKT ] Serd73 A7 sifEMH . Plit, PI3K i),
PDK-1 #HI5A mTORC2 i S HE3m il 748 GE A %4
Hb I FIPEAIC AKT B4k, PTEN BEAf PIP3 J:fif
A2 B PIP2, MM AKT [R354k, X PI3K 15
SRR R . PTEN Sh #4 7T LA 2
] PIBK {55 8. WFIUR I Z R AR =13 8
A AKT SRR A, B p-Akt 35, R 4

JH ) G T AT
21 WEEREEH

HU R R T = SRS Y, R
I HepG2 40MfY AKT ARk, P77
Bel-2 KR (Bax 1 Bel-2), S22k ki 445 5 Fi
g, HSMRET, WMEEARTERY. A58
TR T VU = if B2k 54, AE 53 B MCF7/
Adr giffirh PI3K fI AKT fURIE, S AFLIRE
MCF7/Adr 40 T, $070R 4 4 K Az
1 Rg, fit ik 2 [ MCF7/Adr 40 {2 p-Akt. P-gp.
MMP-2 B H KL, % MCF7/Adr 41 5 5 i 1t 26
BT, ARG A0 i 2 Tk kL PR A A R IR Pl AL
FRE (40 K, A RBIEgn R iR B AR A
B — P = iAW), vl DU N 5 e 41
Jubk CNE2 H* PI3K [P F#A#, T p-Akt. p53 Fil p21
ik, {21t CNE2 (T, i CNE2 [11E5,
M AT 0 W5 (R ), A& B g —Fh
SEALIE N B DU iR A, BEFRIRA T
29 HeLa 41 g LA S N FLIES MDA-MB-231 4 Jf
pAkt B A1k, 30 40 g O, LR
P —Fh iy Y R 2R 5, BRI I PR AR N
HepG2 #il il AKT 21k /K-, B#{ Bel-2/Bax Lb1H,
75T caspase-3 WG Al PARP H [ B, FF
HepG2 40 1121, 75 2 0 P 25— FhER4a il
&), feilid AN 75 N B 40 itk HEC-1B
ML AKT BERRAG/K, X 20 B i S 5 A= A=
FUY, B-Miks 7 — PP i Ak &4, Belisdm
T BRI AS49 40 JRUNTE g 786-0 40 i AKT (1)1
MRk, B p-Akt (KT, %Ayl 36
AR J& TA5 i 2R A1), e s FRICE & SGC-7901
4110 p-Akt 7K, 3978 Bad 75 (13615 KF, 520 PI3K
55 S, S MEamRmET.
2.2 $1

TSR] M AEE AT SRS raji 410 p-Akt
M p-Bad HIAHX} 1A, il PTEN F1 caspase-3 [HAf
XRIE, 5T caspase FKIEMIK Y, 51K raji 40
PIET:, 753 raji A0H A SRR T G s ¥ 2 e
o R ATC AL I I BT R 40 . SO-RB50 AT Y79 41 i
1) PI3K p85a WA, p-Akt & Bel-2 Z 1KY, REW
Hihn Bax &IA, TR 199 J5BESH 160 968 5 4 5T
BT S0 REE B AR N FL I it 25 1k
MCF-7/ADR 48] p-AKT [3R1E, BFARI 24 3L K]
p-gp A1 MRP1 [J3&iA+H, #&m PTEN JEFRIAR,



1158 - PN T Y3

Drugs & Clinic

EnH FHeH 2017FE6 A

R R A0 i 22 24 25 0 4 U O, SR
Refg W 5 PR 45 795 LoVo 4 p-Akt ZK°F, fgut
LoVo Zi iy v, i #R B vl LA B4R A 5 9 40 i
MKN-45 F1 A £ TE-1 40 p-Akt (&%, Hif
Bcl-2/Bax [UfH, %53 Caspase-3 i PARP &1}
BRGN035 C R (et bR gy T2, 35
TR BE 6 F2IC HeLa 40 it p-Akt Al COX-2 T HKIA
, 3% caspase-3 [RARXI &L, feAEgn TR,
2.3 HEpEk

A2 P I e B W PRI 45 s HCT116 48 i b
AKT BRI /K ¥, $&%5 caspase-3 F1 PENT [¥4H
xFeik, 0 HCT116 40 s, Rt 7L
REWBETIRBEREEHIHIN B BGC-823 40/, A
b5 e T24 40 A i 4 o ik SMMC27721 411l
p-Akt [R)3&ik, AR AR OCHR FIR ak,
XTI 40 8 4 L P A K 325 PR 4 o 100,
LWFEL M EAEY, G BFEACHE BEH s
Daoy 4 ffl p-Akt [115ik, BHAGHE BESH ML Daoy 4
M E . 3 TR0,
2.4 ZEERZE

FAESF e — PSR &), Refg 2 FRAIK
/N Hufitiig AS49 S H23 41 il & PI3K (p55)
Tyr199 {7 sl Ak H490 p38 7 Thrl80/Tyrl82 £/ ki
(IR 1L . I AKT 1) Serd73 {7 iRk . FAAIK
mTOR 7£ Ser2448 {7 SR, 15 T AS49 K H23
MR AN T, R 3R R AR S B b R A
FIFIZEIRBAAY), et iH] 77 A Ishikawa
A FLIRRE MCF-7 Ziffih PI3K 55l
AKT IR, Mt AKT R 1 Bax _Eif
A Bcl-2 N, KIE TP MA TIPS,
25 HIREHE

FAIEAT B SRS MR IR BE S5 ¢, ReagHlE
ZINGH i it 4 kR NCI-H157 402 AKT F1 p70S6K [
WERRALIOE Y RO AL R S A B AR Fp
BB SRS EY), BEFHIK A MR K562 411
p-AKt FIEKE, Mk K562 4. ke
¥ Reineckia carnea (Andr.) Kunth 7142 T 5§44 2
T A Y) RCE-4, BEE (L HeLa 40 /%) PI3K.AKT
FT mTOR BRI IK T, B NF-xB p65 B R /K T,
P& Bax Fl PARP & 17K, il Bel-2 &iA, $2
/5 Bax/Bel-2 LW, % 4 -0,
2.6 HEMEZE

A 22— P 2R b 54, Wil PI3K/Akt

55 3. NFxB 19 FiHLL X TAP A1
caspase-3 HI¥E A Zh ioRg A i T R S
SR EMAE BRSO 2 —, R IR T24
HIT739 401l p-Akt [FR3%, $& i Bax 81 HRILKF,
FLAT B e A0 M 00, SEREVS 2L T PY,
W Z RN ETERHED 5 BSR4
AR PR RS Y, REE BRI N S 4N g
FfiidE MCF-7 40 p-PI3K. p-Akt Fl p53 ik,
[F]INAE AEWE T 18 NF-«B F1 GSK-3p, 1175 83 41 ity
FT0 R2r R et N M HepG2 41y
p-Akt. NF-«xB. p-IkB H[AA#KIA, L] P53, WK
1 c-Jun ZFEAR B P (p-JNKD 1 p-P38 5 HERIA,
s R AR REZRTL, caspase-3 WS, WA T
# PARP i BHLRIAN i -0, Mtk e —Fh 2 it
SR A, BEfE R m AR SMMC-7721 4
i PTEN [¥)R1k, #4H] AKT #5tk, 0% caspase-9,
MG REAN AR 10, HRE 2 A H B R —
B A EIA A, e IR AS49 41
p-Akt B EFRIL, [FNEE]T LA 40§ MMP-2 [
s, BEMTIR R g A, AR A B R
—FIRCE RIS, RSB IIE PIBK {5508
6, AMHILT 4k AR HT1080 41l . FLARE MDA-MB-
231 4RI 2 B16F10 40 fufR2elY, mip s
FE ML) =y R AR PRI WS,
Refig 3 AT SMMC-7721 41 PI3K. AKT Al
p-Akt 1%, $&% PTEN. caspase-9 & [ HIKIA,
A 20 L SIRELAE T Gy 300, A 40 M e A T i S,
2.7 Hit

B R — IR 2 e UG RS,
Re g G B0 2590 B16 410 p-PI3K. p-Akt Al
p-mTOR #[F3ik, HiEm PTEN HEMEIE, M
1% AT, IR A i 8 MR
SRR TR T ) — M SR e E R, Aehg
FAAR A 2 1 40 R SH-SYSY 41 it p-Akt FT Bel-2 )
HARIE, $Em Bax HEHKIA, H Bax/ Bel-2 LAl
Hahn, PF# procaspase-9 il procaspase-3 4t 151X,
Pl E C. caspase-3 F1 PARP-1 &[R4,
AP, PR 40 g i
3 KU PBK ESBEDPEES FAESBHINEIRRZ

PI3K. AKT A1 mTOR #& PI3K 5 5 il 4 1) 55 %2
ST, ELEANHIX LR e PIBK {5l 1)
T HHHIRE . 4 PI3K-AKT-mTOR 15 Sl %4,
mTOR ZZ 2], 2 RWHIEGT PIBK/AKT, M



LR S

Drugs & Clinic

EnHE HeW

201746 A * 1159 -

SEM 29T 38, I B T A e 5 R 2412k
R, i — PR T & n] [l PI3K AT mTOR
(RO AR, S S I ) O
SIS B RNATT . B w7 RN v i 2555 D e
E—FRIT IR E A A&, Hir, CHEZA
PI3K JSBEMEIFR. AKT SEEEIF. mTOR F#k
FHIFI LA & PIBK/mTOR XUHE fS 4772 N 43140
HIFI 2N T G R B o

CAA R B 2 RAR =%t PIBK. {5 51l
P B HATIRE M. WA R fe 0 B
B AT I /K98 H22 4il il PI3K Fl AKT £ (A 2Rk,
[ 2 caspase-3+ 9 [iE M, (EdE4 T, &
BP0 /E I SRR A 115 HL-60
4 H )5, PI3K A1 AKT [¥) mRNA ik N, M
AN, S BURLR t e IR AT e 41
PC-3 FIFL 40 MCE-7 T35 R mTORM,
W BAER T AN SMMC-7721, i 235 B
mTOR F:[A. AKT FERFI PI3K LKL, $E6
PTEN Fil Caspase9 #£ M {23517, (e % e 2
F B /D BUFHR 41 23 rh PISK AT AKT d H KA
AP, Sk FAE i A RS e 41 fa bk BT
AKT. PDKI1 [{JFik/KF, 3G PTEN [(KiL, i
MRS T2 124 ¥ GSK-3B. C-raf. Bad.
caspase-9. caspase-3 [JNEE, 14N PARP X2,
D BT gk AR T, Sk 5t b g AT
S A549 41 PI3K. AKT F1 Bel-2 25 [1%54P%,
4 EiE

2015 4F, PI3K {5 5t i i o B H K L Iivh 7
PR 1) K S8 YT AT (B R RIT R g T 2P,
AT S MR A . ik R
G EUIMG, HopE s e s HIlT 2 Rk
IR R G MR . E A o o, Pulieg
FARGYIH A VEZ N PI3K A5 5 T BRI 770 N2 1
BRASCH AN S Ah, EHEER . SEBE.
FrRg. KE, LHEE AR, TelH R, BILE.
JEANEY . S AR EE T T AR,
TR =] PIBK A5 18 8% 1) 7 T HLHIR o 2
A%, X LE TR M B S R 538 % b 43 7 AU %
PR DL S % 2 8] (1 P [ 4 F B 4 A N 2
TR I, B PI3K 5 53 % DL &k 24
WVE R HUEIRRATSY, PI3K {55 18 30 51 7514
J§ A B L R AR = ) e ek 96 245 400 %) 7 3k R 24 R I
(8 77 1) 6

S 30k

(1]

(4]

(3]

(6]

(7]

(8]

(9]

[10]

(1]

[12]

[13]

[15]

[16]

Kumbhare R M, Dadmal T L, Kumar D, ef al. Fluorinated
thiazolidinols cause cell death in A549 lung cancer cells
via PI3K/AKT/mTOR and MAPK/ERK signalling pathways
[7]. Med Chem Comm, 2016, 7(6): 1197-1203.

Babichev Y, Kabaroff L, Datti A, et al. PI3K/AKT/mTOR
inhibition in combination with doxorubicin is an effective
therapy for leiomyosarcoma [J]. J Transl Med, 2016,
14(1): 67-71.

Cho D C. Targeting the PI3K/AKT/mTOR pathway in
malignancy: rationale and clinical outlook [J]. BioDrugs,
2014, 28(4): 373-381.

Riquelme I, Tapia O, Leal P, ef al. miR-101-2, miR- 125b-2
and miR-451a act as potential tumor suppressors in gastric
cancer through regulation of the PI3K/AKT/ mTOR pathway
[J]. Cell Oncol (Dordr), 2016, 39(1): 23-33.

A B CEIHARIH] R T I SO
A5 20 M AR 52 -PI3K-Akt-mTOR @ % [J]. 25543k,
2014, 38(4): 312-320.

* o E MR HepG2 A JHH e 4 M T RIT RS
22 115 W S AR FIALEIRT ST [D]. A Dadb&k
BHERA, 2014

AL, SR0es, sKERER, 45 ASREMZA PI3K/AKT
TS U A AR T[], W R S B
&, 2013, 29(9): 946-948.

I AE, o, KEK, & ASET R §
PI3K/AKT 15 53 #4077 LY 294002 T 7L i fee: 40 o
FRUZR MM [J]. TPIRZY)3, 2013, 24(43): 4050-4052.
A V. EEREELE PBK/AKT 5 5@ H S A
SR AT MR CNE2 SR AHIAN B T (7], W K-S A
Ik Sk SR A4 K, 2015, 29(24): 2147-2150.

WEM, W42, Bk, 5 ZRFETRMEMN PIBK/
AKT B#HS HeLa AT [7]. FlkKE2ER: &
SRFER, 2007, 28(15): 506-510.

EOF, EOR, WEsR, % LRl PBK/
Akt 3B %155 MDA-MB-231 41 9 T [ o E IR
PR AT 2, 2013, 18(2): 161-165.

R, BB BUME Y 2 DR R o T
PUEIFEST [D]. #e: PHAbRMEH R, 2013.
RS, fhEde, RO H AT R AR T E N K
T A MRS GRS T 5 Tl PIBK/PKB 52N (1],
PR RS2 AR: BARBIAAR, 2010, 30(7): 910-913.
&, WA B 0 PIBK/AKt K Erk1/2
5 IS S R AS49 41 T2 R Cbl-b,
c-Cbl ZEFIFRIE [C]. 2011 AR “F 2 WP 22 4 45 1
S TR PR 2 2R VOB SCER. T A
Birfes, JUARAMBE 2, 2011,

gk, XIEL, x|, & p-HIAEET o 786-0 4i
PR TR S R B SENLRR B 0], i AR BE 2, 2011,
51(30): 18-19.

WM, 5 M, ¥ . PBK/AKCIEK S 59 S0
il raji A MO AE 5 08 T R UEIET ST (9] v MR,
2015, 24(6): 517-523.

MR BR300 WL TSRO A P R 2 9 4 i
T2 PIBK/AKt {5 Sl B 520 [T]. I PR IR “7 2%
&, 2015, 20(7): 598-601.



« 1160 - AR &M H%E  Drugs&Clinic $32% $6 201746 A
[18] BHE ¢, ThXA, 5K B, & Sl 7L 24 36(5): 690-693.

[27]

(28]

[29]

[30]

[31]

[32]

[34]

FE MC-7/ADR % #jiiif 25 5 PIBK/AKT AR AR [J].
B = FEE R, 2014, 36(22): 2254-2258.

BRyRte, (TH3, 1%, %. PBK/Akt 555240
DA 45 s A ML B M D RATESE (0], 3 =R K
2247, 2016, 38(5): 492-495.

Wk . MARBETEATE PE A MKN-45 F1 TE-1 #%
IHPAT-WFIT [D]. M PHILRMEBIEC, 2014,
BB, BEME, mACH. HRERRNE] Hela 40 g5
H5%HSWT N PIBK/AKT 15 5% SHlMAER [J]. Bl
L EEZY, 2010(5): 43-44

XA, I3RS R HCT116 403948 5 PI3K/AKT
Al Wnt/B-catenin 55X FR [D]. FEH: FREFIK
22014,

BRlets, £ 5%, S0/, % EGCG £ PI3K-AKT {7
Sl M S B BGC-823 41 G, WIRHAE [1]. mtE
KA BE2EAR, 2008, 36(3): 310-313.

%N, R, Tat, & REETIILEREET
RS N JB% i T24 AN T30 [J]. BUIHImE 2
B BE2%RR, 2008, 28 (1): 5-8.

BB BIRME. B9 EGCG X AN M A& M G A
T2 AU (9], R EEITETHY, 2011, 6(4): 17-18.
Fo&, S, BT, 2 E 0 BE R A R
PI3K/Akt 55 BB IGMMER [J]. 3 =FEK¥%R,
2013, 35(6): 518-522.

BAEIE. (ST 205 5 AR/ A0 e i A e ) R T A
WL A PISK/AkmTOR 554 WL [D]. )~ M:
M7 ERRFK A, 2014,

KRBz, ¥OEM, HIEE. KR PBK/AKt 55
T B 1% S T B B Ishikawa 20D TS [0). S
BE &A%, 2014, 9(12): 1303-1306.

Mrag e, xisAgt, B, & SRR FEE PIBK/Akt i
B NFLARME MCF-7 4 B0 (7). b 25 220l
%, 2013, 29(2): 194-198.

BRIER, BXEHR, 5K JH. ZEAR TR/ N i 40
okk NCI-H157 41 8 & 11 & PI3K-AKT-mTOR 15 5 18 #
PIEmEST [0 HA LSRR, 2014, 30(5): 40-44.
BRE, B, R E. BCE AR =T 0 H
K562 41 M s K hf PISK/AKE {55 W PR (145 [J]. s
FHREREZRE, 2013, 28(6): 583-586.

Bai C, Yang X, Zou K, et al. Anti-proliferative effect of
RCE-4 from Reineckia carnea on human cervical cancer
HeLa cells by inhibiting the PI3K/Akt/mTOR signaling
pathway and NF-«kB activation [J]. Naunyn Schmiedebergs
Arch Pharmacol, 2016, 389(6): 573-584.

Woo K J, Jeong Y J, Park J W, er al. Chrysin-induced
apoptosis ismediated through caspase activation and Akt
inactivation in U937 leukemia cells [J]. Biochem Biophys
Res Commun, 2004, 325(4): 1215-1222.

M, MR, SRHRLC. BES U B e 4n pe A
T-F1 PIBK/Akt 155 B HIREm [J]. )7 ZRE=%, 2015,

[33]

[36]

[45]

[46]

Huang K F, Zhang G D, Huang Y Q, et al. Wogonin
induces apoptosis and down-regulates survivin in human
breast cancer MCF-7 cells by modulating PI3K-AKT
pathway [J]. Int Immunopharmacol, 2012, 12(2): 334-341.
Chen S, Cooper M, Jones M, et al. Combined activity of
oridonin and wogonin in advanced-stage ovarian cancer
cells:sensitivity of ovarian cancer cells to phyto-active
chemicals [J]. Cell Biol Toxicol, 2011, 27(2): 133-147.
AL FEEEENT HepG2 AN T S AR
YER EALHEIEST [D]. Mi: PEALRMBIECIRE, 2014.
N AR, BAHE, W, S MR SMMC-7721
JFFRE AN PIBK/AKT {5 5 38 B2 W (R (0] rh sk
BT 2RE, 2012, 18(18): 223-226.

£ F R FHNH M A549 41T A T
BLEIIWIFT [D]. BAt: B ABERLRAE, 2011

Yoon S O, Shin S, Lee H J, et al. Isoginkgetin inhibits
tumor cell invasion by regulating phosphatidylinositol 3-
kinase/Akt-dependent matrix metalloproteinase-9 expression
[J]. Mol Cancer Ther, 2006, 5(11): 2666-2675.

XI5, MWL, T, % m R ZEFEXN AN
SMMC-7721 4}l PI3K/AKT 15 Sk 5em [1]. &
S EL IR, 2014, 30(1): 40-42.

BOOF, K S, Gy, S5 BN o W O i 4%
PI3K/Akt/mTOR 15 5 il % 1755 F (0308 B16 40 -
ST [7]. 2Rk, 2014, 39(9): 1666-1669.

R &, BEE, OB 48, 5 % MERELIRTAEY
BSFN i id i PI3K/Akt 421543 SH-SYSY 4 i
TS [0]. "PEZEZRE, 2014, 49(20): 1813-1819.
KW, W&, WA, & MR R
PI3K/AKT 3 8 A4 W HUIR AR FIWFIT (7] W 2RV R b,
KR BIREIEARR, 2008, 24(3): 261-264.

Fahd, KB, TRMGEE. SRR A i HL-60 41
Mo PI3K. Akt FRiEMIFM [J]. MURI252%, 2013, 3(4):
268-271.

Liu J, Wu N, Ma L N, et al. Oleanolic acid suppresses
aerobic glycolysis in cancercells by switching pyruvate
kinase type M isoforms [J]. PLoS One, 2014, 9(3):
€91606.

TEZ1 1. PISK/AKt AHIGAR 53l B A1 o 2 S 3 il
NIHENE SMMC-7721 hif ik [D]. s ik
L2 K%, 2014,

LR, EWER, BRWAE, 55 AfeieE o N
HepG2 4l R B 5~ # MR PI3K/ Ak {55 3 i 1 5 )
1. RELAE 5 IR IR, 2015, 28(4): 277-280.

ETE, BB, BRI, & LI PTEN/PI3K/
AKT @515 SENE BT giff T 0] A4S
IR, 2011, 27(1): 26-28.

ARG, DG, Fell. Em AR AS49 410
PI3K/Akt/Bel-2 {5 5 lE O [J]. VLG B be s
), 2011, 25(5): 15-17.



