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Abstract

Gastric cancer ranks fifth in the global pathogenesis spectrum and the forth place in the cause of
death spectrum. With the study of the pathogenesis of gastric cancer, PI3K/AKT/mTOR is closely
related to the occurrence of gastric cancer. After the pathway is activated, it inhibits the apoptosis
of gastric cancer cells, accelerates the cell cycle, and promotes angiogenesis, involved in the inva-
sion and metastasis of gastric cancer. This article reviews the structural characteristics of PI3K/
AKT/mTOR pathway and its occurrence and development of gastric cancer.
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1. PI3BK/AKT/mTOR BB G045 5

1.1. PI3K

PI3K, ENEMEVLEE-3 $2IE e, B X P - 22/ 508 05 (1 BB E 1 « IS e ALl 1k
PIBK G4 1. 1. N3 FRERY, HATHE AR IAL | B 3 UIAROG, %80 —Fh i 544, e
FE(P85) I 15 I HE(PL10)ZH B[ 1] PISK A M APIEE 77 2, — e S IR A0 I U R e 3 1) A= K IR - 32 A4 B
EREAMEAEN, ZREWRSCETEGE; 75— F2 Ras 5 P110 E4E45GHUE PI3K [2]. PI3K &
J&, R b ) (B R eI EE -4, 5- B IR) PIP2 %% 8 4 (W lE Tt UL RE-3,4,5- =5 IR) PIP3 [3]. PIP3 /ENE
TAEME, BELEGEH PH SN RURALN 27, GG PDKL T AKT [4].

1.2. AKT

AKT, FRNEFHES B, &M/ AR E BT . AKT J2 PISK FUFICESN B H, TEAE
FAFR . AKT 2 A S50 E3E O BB 25 A R PH G5 M8, HhoCo Il 5 R0t 25 5 21 97 R R i 1)
"R EARE R, AT PH Zi8Ee N SIE M - AR, EA - AR TAER5].
AKT H B ALAL A, ik PDKL 0% AKT 55 308 17 & 75 & 2 (Thr308), mTORC2 i AKT 4 473
LR 22 2 (Serd73), MM AKT AR HE . AKT BIERIELIG, MGH B A 4 i i A8 5h, s H e
BRI R

1.3. mTOR

IHFL YR & RALEHMTOR), J& T 22/7 A REH BN . mTOR AR MFIE &%), mTORC1
A MTORC2.mTORC1 B mTOR. ¥ DEP £5#445[%) mTOR #H H.1F F & [ (Deptor) . i A3 E 5L SEC13
# A 8 (MLST8). mTOR i1 #H X & H (Raptor) & & I ZEL 1) AKT J&4) 40 KDa (PRAS40)41 5%, mTORC2
F mTOR. Deptor. mLST8. &M% R ABUE LRI (Rictor) W 7L 3h4 NS 16 & BB (SAPK) A HL1E
FHE T 1-(mSINL). rictor #1551 & A (Protor) 2 5% [6] [7]. mTORCL @it a1k, 1 i & (1 5 M ke skl &
W, WoREEREARW . S5EAR. B, ZHRAEYA R, mTORC2 140 id 22 EH IS (b7
A TEIE B8] -

2. PIBK/AKT/mTOR BEEBRBEAE . EBHNXER

PISK/AKT/MTOR 7E £ FlSBA% fed ok B W0, an B e [9]. URELE[10]. FiE[11]. A% iR [12]5F .
PIBK/IAKT/mTOR i fZiffk, {Edtgnfafis. 5, Mg T, 508 EM, MR AK, 12
HEPRRE IR 2. #H2[13].
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2.1. PIBK/AKT/mTOR BREBEPHRIE

PIBK/AKT/MTOR 7t B RiIA T 5 . F[1415 K e H b kel 74 41 B i B3 B 4 23R
o5 2R PIBK RIA/KF, SR AEM, BIAHALF PIK RB/KFm TS HN: H PI3K SRR
FEIE . MELHR . TNM 20658 PISK MERIE S BE TS24 K. Song [15]% K H % H UL
VE SEIN E YR SR A Bl B I M (reverse transcription-polymerase chain reaction, RT-PCR)&:| 25 X B J&
Y SURIAF N F 98 55 20 23 h B R 4 AKT (phospho-AKT, P-AKT)fI#R kK, ¥WRIE 44t P-AKT 1F
B gihid RIE . XI[16]5 K FH S s 234k 243 K western blot yEKG I 120 1) 5 e £ 3 B4l JE5%
LR JOEFE R L P-AKT. P-mTOR KIA/KY, KIL P-AKT. P-mTOR fEBEMHLRFidxRE; H
P-AKT. P-mTOR FEik/K-F- 57016, TNM 74 5¢, K] P-AKT. P-mTOR 25 B iR

2.2. PIBK/AKT/mTOR ¥} B #& A ke B AR B3

PO AN IS GL . S . G2 1. M, JUrh GL . S 1. G2 WIFK I, M WIFK
NP ERWILT]. PIBK/IAKT/MTOR 25 40 i fil A E R, o 4 ol ST FR) 42 b2 45 2 224 I [18] . Din [19]
BENBTFURIL, LT U Lateripin-7A fii B340l SGC-7901 A1 BGC-823 M4HfLb A, Jlid i
il PIBK/AKT/MTOR 15 5 i@ {364k, 5401 CDK-6. cyclinD. cyclinE1 il P21 FE [ 13k, (H4H i 31
LT GL M. Kim [20]% 4 Apigetrin 432 AGS #ify, 45 1%, Apigetrin T Hfi| PISK/AKT/MTOR
55l BRI FEMIE CDKL. cyclinB1. cdc25¢ £ (11 FRIA/KF, 5 SR A HFH A 7E G2/M 391, 3k 1 4 2
Mo SR, T E RS0 R . Lee [21]%54IF] Pectolinarigenin 41 AGS A1 MKN28 41L&, i
14 T PIBKIAKT/MTOR 5 53, fi P21 il P53 1y mRNA /K°F 833/, CDK1 Al CDC25C & 111K
R, 40 BT G2/M .

2.3. PIBK/AKT/mTOR i@ &x B m AT riEH

UM T, R —FAE TRt T, AT 4ERRH SRS BUE BB TE A 4 [22] 4 TR R R 2
SEERIR A R, MR TSR 52 e T h e 2 BN IR R AR ) K[ 23] PIBK/AKT/MTOR &
— MR . PURTIE SIEEE, @A B M TR i 2] 7R EEA/EM . Rong
[24)5EAEMT T LR N B i AGS Al A=A E FH IR Fe rh R B, 205 R Il I #] PISK AT AKT 25
FIEGE, S A B AGS JIHLIET:, 1E PIBK/IAKT #&h7) IGF-1 TG, 405 KH 7 SH4nM i -
). Luo [25]5:0F 78 K I, Vernodalin i FAK/PI3K/AKT/mTOR I MAPKS 15 5 i Bk 55 MMP-2 Al
MMP-9 135, 55 SGC-7901 Al AGS WFI4HIEIET-. Wang [26]% N A6 A B 240 KR T 4b
H AGS )5, 4NARPIEIT & 3 Bax. caspase3 FiA L, HUFT-EE Bel-2 RIE N, SN
T2, HHLHI VA& R B2 g Kokl T B 4] PISK/AKT/mTOR B % S N B4 AGS JH1-. X
BERf S A AR R, PIBK/IAKT/MTOR i@ B I Re i 5 5 B A T2, DALl B OB 20T BE ORI
B P S

2.4. PI3BK/AKT/mTOR B {3t B A M B4 pl ((EBEAEE )

BRI AR R IR A FER A E R OCEBEMER . M N R AE KR (vascular endothelial
growth factor, VEGF)/Z i I AF s i) i B K T K 7. VEGF 204, J kDR S (0 T4, i 4
WA TE 51T, (R E AR, BN F@ErE[27]. s R F-1a (hypoxia-inducible
factor, HIF-10)Z 5 IfiL % (1028 Al 26 L MEH , 11 VEGF J& HIF-1o R U711 B Z 0L, HIF-1a 5 VEGF
() SR AR AR R 4 B AR LI SR, SRR 3t g L/ /¥ 7 A2 [28] . Mahfouz [29] 55 7t 3% B v for g 1)
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7 BIBR-1232 5 DURER B PUAIA G BRAK T N B 8 40 (AGS) L A B 77, FATLAI Ay o 4 1 751
BIBR-1232 5 IR ER A PTIIAL & B T N\ B 4IU(AGS)VEGF [JZRIAF3h. XI[30]1%5 ANHF A A B,
miR-101-3P 7 {5 ## 41 (BGC-823) Hhidk ik, w4 5 w4 il (BGC-823) (1= 22 4% AL AL A Jist,  HLALIH
N miR-101-3P AT #ERE K] STC-1 (IFRi%, T p-PIBK/PI3K. p-AKT/AKT. VEGF %K, il fihss
Y P 1 152 2 R R I A

2.5. PI3K/AKT/mTOR @R B B A R EME R (R MEER)

PIBK/AKT/mTOR % (1) 575 KA 5 BIEMRBREBZEIIM. B85 KA R AL,
K 68 151 B 2L K 15 Bl B IEH A4 PISK EAMEIE, RIEIEYBEALRAF, PIZK
EAMBHMERIAZN 76.47%, H PIBK &AM HMERE S MIRIRIEIRE . MBS w7 G R
TNM 73 16 5% . 3= [32]5E AWHFU KL, mTOR fE B A 4R Bl R W 0%, H mTOR BIsiRik 5 MsiR
TEHEZ . TNM 3. MRELEHE B, $278 mTOR 25 BB EREE . WRSIWF AR RIL, IT AR
filf-3 (PLR-3))iE it % PISK/AKT 15 5@ M, {2k B IR .

3. PIBK/AKT/mTOR @& 5 B EB 51752

PIBK/AKT/MTOR @K AEMIRE )R A REHREAE HEWIEH . B iA 82 50 B 250 5800 )
PIBK/AKT/mTOR i #%. PI3K /& PISK/AKT/mTOR il ¥ (14650 A7, Xing [341557E4 B TS A B iR
e SGC-7901 #4 /N AR, OB /N AR 2 20, 43 A PIBK 455 LY 294002, 22 /&5
AEHRNER RIS 2 /N B R AR e /N, ELIM A P R AR K IR (vascular endothelial growth factor,
VEGF). %7 4 )& & [ #(matrix metalloproteinase, MMP) 2. MMP9 1)1 7K - R Jif 88 i 1L 85 25 i 5 2414
XFIRZ PR, X — 45 4R LY 294002 nJ fg il i A A R IS 8 42 . AKT J2& PIBK R ¥i7 I BR8N 25 11
P [35]55 NAFF T &I, AKT 41l 71 perifosine e ik 1 =15 2 i J&] 3 AH G 2 1 (3 7K S A0 I R B T 2%
R RS BTV, RERE AN BRI SGC-7901 (WE, X RIS B4R AT . mTOR J& AKT
U E AR R, 5R[36]5 AR R, mTOR #IfFR k43 =] mr Us i F i gn i s B P21 i3RIk,
A BH AN B AN SGC-7901 41 AL JE 3, 3k i 1) 41 i 284 4

4. RE

PIBK/AKT/mTOR ¥4 7E B 24 b S i s, $0 B ipe e T, (et BB A iR B AEE#,
HRT BErRE. RE. Hik, SE—PS50 PIBKIAKT/MTOR 5 BIEIE R, HFARHE LR
FEMENER 25, N B R R kS ARG T T %, P B R AR
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