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[ Abstract] The three major radiation resistance mechanisms are intrinsic radiosensitivity, tumor cell prolifera-
tion and hypoxia. The phosphatidy-linositol-3-kinase( PI3-K)/protein kinase B( AKT) pathway is one of the survival
pathways of tumor cells. Activation of this pathway is closely related to radiation resistance. This review focuses on

the PI3K/AKT signal pathway and radiation resistance mechanisms.
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BEISEERE 3 $4% ( phosphatidy-linositol-3-kinase,,
PI3K ) /ZE F1 {# &% B (protein kinase B, AKT) {5-5H &
XTI R A KR ISEEEER, BRIt E o
REFCRERS S T Ml 0948 5HE T LT w241
Y, MR =A EEBSHER LS A
EEHERE R A A A, SRR
LA PBK/AKT SR 2 . &S0 B THETE MR
YR A IERE T PI3K/AKT {558 M 0T J5 g
MM 4 IETE A DNA 58 v ger= A4 g,

Phosphatidy-linositol-3-kinase ( PI3-K ) ;

Protein kinase B(AKT); Radia-

1 PBK/AKT 5@

PBK B—FgREEEY, ©i—1 85 kDa #y
P I E A —A 110 kDa f94E4L T2 (p110a) 4
Ao BEEBRIME (tyrosine kinase, TK) ZAKFE AL A S
FHBIELED, p85-p110 EEYSHBEBIZE
O AR P A B BE B ULEE 3,4, 5- = 858 ( phos-
phatidylinositol 3, 4, 5-triphosphate, PIP3) . PIP3 §)
ERRERE _(FHHFHE AKT B ME EEd
HFERSMIE SMMEAHE. EHEE L, AKT #
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3-BEER BRI 2R O 1 A R RBR 308 i
BERRILTIROE . S8 2 B0E E T E N TR S RS s
2 ( pyruvate dehydrogenasekinase 2, PDK2) 4 S 22 &,
BR 473 (LS BEMR1L. BUEJS , AKT #% 3 40 B 5T Fi 4
HZE TR BEMIL, PI3K/AKT £ EbB TK %
AREETHFELERZ—, XFBEEOEETRE
4 K A T %4 (epidermal growth factor receptor, EGFR)
FIBIERS MR, EbB TK Z{EZK K@ ERBBI
(EGFR) ,ERBB2 ( HER-2/neu) , ERBB3 ( HER-3) #iI
ERBB4(HER4) ,iX 4 43 i@ i i f& /% (EGFR
Flb A K HF) AR RIUR L R IR — ALK BE .
R IR AL P, ERBB3 MRS R ERE
BBl , SR )5 8% PBK, EGFR A5 R — 15 HY
PI3K BH3EE0EN, L 27553 RAS/PI3K/AKT
BEEL 45 A EbB-3 Bf, EiESL7E— il , PBK/
AKT {558 EGFR =45, (HX AR HR K
FHIE, 3+ B EGFR #y3id ik IR R PBBK/AKT $iE
FrbFE . oAb, TK 32440 37 8% PI3K/AKT & B%
WAl AR M sp R 2, R A DL R R
B9, InZ AR AR, PBK § 31 AKT 33| RIFBURE
0 RAS #uEE 2Bk, PTEN 5K/, Fhmingl
FH PTEN @i 7R L A B BR ALt PI3K/AKT i
BEHATH AT, BIESE EGFR 33X PTEN Rk, il
FEAIM S EGFR i B F MBI A, £ 8
R fF TK 2 A AKT 3£z, PTEN
WAETHEZ T, LA B a ekt E 2
REHE DNA DR SME B RE R R R
R,

2 PBK/AKT ESiERSEHKMN

2.1 PBR/AKT 55 @S5 NAERMEURE BH
REHERZEGSEBREE, EOWABRT EGFR
WFEED A RaEEN R ES. RERRS
HAERTIRS = E AR SR E RS NEBE
BULHER DNA TEEKTZ3, DNA WEN NN ERS
S R R IR E 4 #013E R U8 K 3% 3% 3 (nonhomolo-
gous endjoining, NHE]) , [RIEE 4 — MR £ TE4 AT
FARAES S B3R G2 i, ER4REIE & 20% # DNA XX
WA, BT RIS BB ST AR A DNA SUEERT
ZEME FiEE NHE] R85, B LS NHE] B

- BEEEPH TR TR ENEE, EGFR/

PBK/AKT {5 5@ B H#25 5¥I% DNA KB B
EiE Ak I B (catalytic subunit of DNA-dependent pro-
tein kinase, DNA-PKcs) , DNA-PKes £ K-RAS #: [

 geAFSM Bt NHE] HLGIR Y DNA XUEHiZ

BE , B 48 5 W DNA B2 H R, EGFR
1255551 DNA-PKes 3[R 58k DNA-PKes 4kt NHEJ
ot . HBFF & B DNA-PKes 78 EGFR /R
BEHEALE AR B, 78 DNA-PKes 1 Z 1
MR SR I Y . EGFR MM 2
B R4t EGFR BEAZE S4B AKRREA 1
BATTREBTAAR , T AT LAJR T M 2 A Hg 4% DNA-PKes £
-4, AT KRR DNA B &, 32 1 B i 40 e 48 5
HUBHE' . RAS {55805 T #) PBK/AKT (5 5H 8%
£FEH DNA B2 & A1 45 i Fbyd 4 I B0 FETs , B L™
AR, XMERNRE SR AEE T
RAS $i&EFo %, RAS RAFE, TK Z AR T RKIX
A B REF=AE XA R . TERMR AR P E T e
& PI3K 2% AKT 38 B30T RAS 155, HAE SHUR
MR ENIE T L3RS, Grosso % B5y & 31
miR-210 BERE AR IR R AS49 W= S0, 12
RS, AR AR E T RAERE
TK ZATEER) RAS BOFIRE R4 , 3R PBK/AKT £
S DNA 518 2 E B e iR ST P s e A

2.2 PBK/AKTES @B 5Bt MiE
il 0B B A e N OV B B S R e €78
B(ABEENERYRENTHE) SRENEWE, 7
ZERET , MR AR AR AR S RESRE,
— B EZ EAMRHNEES RN & SBUHE 4R
IREFE Bk, PBK/AKT T B R —&7FEEHE
B, BEWF LLESER TAME D K& QM
W HMAR CL/S AL, 2 5 g e,
M EGFR SRS G1 3 BH 5 M T By 1L S8 57 9
BRSO AT S 052 i 40 R P S 3
AT B EGFR BEMBEMR L, 5 EGFR MR XK
SP3BT T IEE B PIP3 MUEE fn RAF/{24)34
JRIE 1L © ¥U8 38 B (mitogen-activated protein ki-
nase, MAPK) kT {23 %8 ., #)%, 7€ EGFR £ %
3K B 1 % BT A B S % 94 T R o 4 L fy 8
s, BITEC A% EGFR F1 ERBB2 fEift— 3
FEAR AKT 35 PEAI B IR A . BUTBRA T
ZEEYINH EGFR RE95 B E M M A K, H
PLRIFTREA GO/ Gl HM A M T8> T EGF
P54 EGFR F1 ERBB2 fBiRg{L'" . 7¢ FaDu 4
BICANT SR BAIRR) 5K BUTE & EG-
FR/Erb-B i %l 77 BIBW2992 fil 35 /0> i J88 40 B 1 75
BFHRAMREEES, WA YA THENRIE
o XFREEEASNWREVH TR THER
POEEBMAERR Y . X BB AR
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EGFR ¥B[a12581H1B A T 6y T B SR AL T 345018,
2.3 PBK/AKTESE@WEZHE ZHERLKAKE
NEEIRZ —, B3I EXFBENRBEHE
B MERERBNT BT BALIT BPUIE . B4
RAREEBEREN RN, BmMEEZ A
RE TS FHEERME, KEESEF 1 (HIF-
DER-NMRBNZEAFRTENBEREFRTE
HEk, HEHTYS 5HEELMETRY, —
B HIF-1 305, & R8BS 2B LE
P K & & ] F ( vascular endothelial growth factor,
VEGF) %M 2 H A MR METES IX M LiF. &
SEBEXMERT, HIF-1o {81t 5 von Hippel
Lindau H H B H F & A MR B K IE, # HIF-1 A
TiBH Ik HE— B 7, R, EZ RRE T HRE
EhREx PBK/AKT (S EEB#HT AT ™. X%
TP AOBIE & T HU R HIF-1 Rk, w150
HifEAE AKT Bf PI3K % #p 6t HIF-1 f % R 86
W7, T RFEEEIE AKT 3% PTEN 8 ¥R 156} HIF-1 1
HERERIE . WAMEFBARATUNEDR
RERBEN2 f HIF-1a T #3%D, EABEH
MR P hn] AR E B 0§ HIF-1a #1 VEGF FREH
DARSR R A B 3 S, ZE TP B &
B 4. 1 B A AR S U 2 8] R A %, BELIT
PI3K/AKT {5 5@ #{ff VEGF #l HIF-1a —# #3%
Wb , S B B A B LA R Z SRS , AT 4
BES BB, B

2.4 PBK/AKT {5258 .= € # VEGF @MW
#l EGFR J&+5 VEGF RIEF I RA S NWEENHIZ
—o VEGF 7ERE15 7 P Bz 40 B 4 58 A o 58 55 1
SIS EERPEXREE, B0 4 8 AT A
IS R IEE AL, B M A v , AT PR A2 B 40
B8, VECGF BB ZENMATHRESZANE
Bz—", @Y VEGF BXAEWMAEK, —&RE
it HIF-la $3%, 5 — %2 HIF JE4K 8t BE, 3 B2
¥325 PBK il AKT {5 5@ B, VEGF RZEZ
SR T Z HIF-1o RN ERZ— ,BEEHEEE
RET WA LLESE EGFR T PTEN ZhEB % 5% T g
¥ o EGFR/PBK/AKT 55 B BE RT3 EGF DA%
SMBEAR, WA E s PBK/AKT EB K T iRES
Skl VEGF HyZik, FEARN MR EH
PI3K 1 7] BB % W > VEGF f{y3£ 3K, 534k pAKT
BESHE T i TK #H S B VEGF WEHET i, X &
B PI3K/AKT 8ESZBIJR 3 TK & T U{5 S @B
T VEGF gk,
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3 &#iE

PB3K/AKT B—MEEHARNET —FWE
EEYH, XL ENE SR AT LAS
FMAEH, X AE B 7 P9 7E 58 5T URE B e
MBI Z AE =T ENB RS SRX
$1EF ., @1t EGFR #H|BH BT PI3K/AKT {5538 %
B SHEURYE, Bt VEGF WM& 4R . ES
LELRVGIZmMpEEK . EERNE EGFR JEK
Bitds PI3K/AKT il B 3 R 7770, X R BIT IR
MH—/1EEFT . HE EGFR/PI3K/AKT #EBEH
BERE, WiFE B TR B R E T BTG5
i B MEALIR YT o
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