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PKB/Akt EfERFAEREMEH K EPHNRTER

B A

H A, 5% PR (DM ) B 5 A 4k O i 1 3 %5 5 . i
2 JE T e NS = K E e . TR R
AR R DR s I A5 96 A8 & A I 3 2 D TR S I 4 PN R A e
e, X 2K AL AL (AS) i R FE bR, IR 2
AS % A AN B TE B LR EGE B . PKB( pro-
tein kinase B)/Akt i o X 4 2 M i 2 R R A A
TR 8 O S A 1 0 4 R HL 3R DR A 2 AE LB L e ok R
PKB i 1 P4 2l 75 5% ) 5 7 4 B 1) A 35 B2 PR 1) &
ARV R L I PR A R T 3 R Rl B kA Y
A RGBT B b R AR VE A 2R R — 2 A
KRR FHMNEEREML, IFRM TR,

— PKB/Akt M EFMAL N %

PKB & J& T 22 S W/ 75 % IR W B X I , A X 4y F
[l Sk 57kDa, 76 W 58 — Bl I e 05 35 Ak8 ] Bl &
B, 5 PKA, PKC %A IR U5 M4 1 #5344 PKB, 75 A
S v — akt g FE R L T AR PR Ol Ak,

PKB/ Akt 211 480 A2 LR 41 1, N s ] C i fik
U PH 45 b 355 U/ i Ak 45 4 38 A0 8 4T 45 4 S8
PH 25 F 35 ] A S5 g 28 22 1) S 26 9 0 — 26 A B =2 [ 7Y
HAEL AR A, PH 45 44 358 58 48 sl i 2% W] 3 80 Ak 19 75 #
REAIR B T 2K 5 Ul 25 #3025 L PKA (PKC 11 8 il 45
P 3, R BRAE A COAH SC Y B S (RAC -
PK) , & 7 8 5 B IS MR 1 ATP 25 45 7 £, PKBa,
PKB@ .PKBy 43 %l % Thr308 . Thr309 . Thi305 , % fi7 £
(B R AL PKB 36 Ak T 0 55 19 5 1897 45 440 358 2 R 1t
R AA R EVNAY X E SHEAR, &6
Akt {6 A6 T T 155 2 A B R 1k A 45 (SerdT3) i i
SR AL E Akt (75 MR B Bk

H i 4t % # PKB/Akt f#) 3 #h £ # % ¢ : PKBa/
Aktl PKBB/Akt2 il PKBy/Aki3,3 Fli il % 45 25 B 5
G FEA TR AL & B AN TR . 76 24
AL4Up Akl 7 S, YR A R DL Akl RN

FEA A W FE A BT RSB (A 2098 2008SKJ17)
YR B 421001 i PR, AR R 2 AR L2 S5 0 FAE Y = S =
WIREE : F 2%, BT {548 : wangzb65 @ hotmail. com

ITFE&K

T AR TR TS BRSNS, W
SO JUE B 6 UL 5 A O i 41 2 e i 63

= .PKB/Akt gy

BOERTIE 25 N 3 A J7 I A B T PKB 35 4k il fE
R o0 F 0L . 7EMAME 5 03T PKB 5 07 F it ji
A0 1 R LI 3 — Bl (PI3K) 4545, 1 16 25 1 Ve 1
(PDK1) , FE@§ER 1k PKB f Thr 3080 £, b 5 2 14
Wt 2 (PDK2 ) A 5 0 7L 2 ) i 85 R M AR L R A Ik
(mTORC2) 5% 4% 1 B 40 1L 45 B 5K E 2 78 3L R 2R 1
7P (ATM) K DNA K 85 11 3% i ( DNA - PK) LUK
i PI3K () J7 sUBE R 1L PKB [y Ser 47337 55, M 1fij 42
1A 8 75 PKB.

HR DK PLK 1) J5 X #2 PKB {5 4 19 34
Tt 55 PP DR A 8 5 TR/ s 4 R 8 i RET/PTC,
it B R At PKB (¥ Tyr 31507 i b 8 L8 5 & Uk
B ¢ - junN 3 840G (JNK) 38 i B 2 /b PKB i Thr 450
1 0% A6 PKB 35T G 470 52 4500 UL A0 L 5 % 2 1 30 il
2(CK2) FLya - T e vl fE 5 H B MR 1k PKB [ Ser 129
{7 5 1% L PKB 5%

T3 A, LR I 9 B ( Brk) 5@ i @ R ik PKB [
Tyr 47447 533 17 40 ) PKB 36 7 5 G 8 A8 5K 52 14 3%
fiff 2 ( GRK2) i if 1) ] PKB {5 1k 52 Wil eNOS 3 b il
NO PR, Ho o LT ¥ ZE R 58 b #2878 T GRK2 75
M B LA R A HEE L,

PKB/ Akt i 45 ™ 3 k5 1, FoyR 4 a0l 518 £ Fh
P95 WIVWE PR PV AE 55 o H AT B SR X F PKB B4 ¢
S AV 25 (Serd73 1 Thr308 ) il 12 1k 119 BIF 5% ) 28 L 45 B
SRR, (A 3 5 B R AL XS PKB 35 44 19 3% W 1%
BLIFT PKB £k 75 =X 55 A= 9 44007 8] 14 S B H R 48
PN

= .PKB/Akt Ik

1. PKB/ Akt 7EACH H (9 Dy B8 : (1) PKB/ Akt 78 4
AR VB T - PKB 1) 5 1% 1k 3 5 19 2 248y =X
HEAT, ATAE LR 3 AN 7K P I 8 4 4 % B AR i : O PKB/
Akt 5 1o 5 T i A5 AE iz R GLUTL F1 GLUT3 Y 3%
ik B GLUTA [n] i B 1) # {3 A1 2 45 %4 W% 45 B, 6 5,
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PKB/ Akt 38 18 3 i1 P4 7 52 W) 44 46 R 7 32, AT 448 15 i
Wik @ o B IR A B S 3 (GSK3) 42 if
JRA B, GSK3 J& 55 — -4 & By PKB/ Akt fiy A= 3
JiE4 , PLLK .PDK PKB/Akt Fl GSK3 J¥ & T JiE &2 2
THRGRNESRERE TN — A EE LR, W
T B 2 GSK3 (1 544 /& GSK3 o il GSK3 B 114 2 i i
#E A PKB/ Akt (1 BR Ak A7 o5, 98 & 2538 2o 9 R b
G GSK3 A Ml I 45 1 ; ) 4o W R AR W 8 1l 2
(6 —PF2 — K) if5 il % fift . PKB/ Akt A D) fifi 00 JE 4
5t 6 — PF2 — KSer 466 & 4= i R At , {8 1L 7% {b A2 2F B
A . PKB (13 R Ak 38 v] ANl 20 6 5 24Ky =X ik
1o I IE — B KM (FDP) W 3 m PKB 2 &
o MR R TE K 7, 1 18 T R 78 0 A 1 3 R Ak
WAV 28 W — 6 — Ml 19 Ity 179 356 DXL 3, DT 556 o 4 7
fiff R R 52 A2 o PKB/ Akt 5 IR 1 28 48 UL 2K | o Bk 0
PKB i I P4 2 75 15 52 1) 2 46 28 M 040 A 35 B W PR 1)
%M. N PKBBArg274 875 il T PKB 544 {4 1) 3¢
REHE T T PDKIL (g yfg , 38 20 A 25 B2 o 19 5% 3% 1Ml
SiE K 5 ZALHT (IR ) |, 34 W] 5 3500 /R ; PKBR 3 K]
T SR 300 7 4 25 B B BRI, PKB 5 PKBR 3 PR 5T K
Bl D S A 1 £ T s PRBR A i B 4 © W S S
F 4] N B, GLUT4 B i s b, DA 5 | e J 1) 22
HCHUFA ™ WS R , BTk PKBB J5 Rk fEH
SEAR A S5 M P BTE PKB gl GLUT4 #5 A 5
A, a3 i GLUTL (g =3k, T 3 i % iz . (2)
PKB/ Akt 7€ 8 F1 it 5 B8 AC i 9 4E A : PKB/ Akt 7£ B4
AN KPR R B S : OPKB/ Ak 3 i B R IR
K+ (elF2B) Jsh B H A M. elF2B E2EH R G
I B 4% 2 —, GSK -3 i PKB L fbJ5 , i
B XS eTF2B B R A6 AL i A /5 T, (0832 40 o o7 o5 & A 2
WERR AL, INTHI IS 3l 2 1 A5 i 42 ; @il 2f mTOR &
WA 8. PKB/Akt figfli mTOR Ser 2448 % /=
i Ak T 35 Ak mTOR AT X6 2% 77 1 o 6 Ak 28 11 1t 468 4
L5V (TSC2) B b T8O R G X I E A
J G . PKB/ Akt 78R A b (9 /5 2@ i ATP Fy
BRI R SE B . GSK - 3 B iR b ATP 15 iR
S0 B, DT 0 6 50 P9 A7 8 TR 5 A6l £ Tk TR DR 5
JG Wi A AN . B WS PKB 55 ik A 4 FH 0
5 TE 3 %

2. PKB/ Akt Xf 21 il i) /£ T - (1) PKB/ Akt 470 24 g
P81 PKB/ Akt J& 4 P 5 22 1 98 - 40 i 2 (1, PKB/
Akt 38 1 B R Ak JES 40 R YT 40 R T R A AR . PKB
0 40 T A2 BRI LA R LA I 5 T 0
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A1 2 [ (survivin) (9 K805 6 NF - «B 3%
A I o A%, i 3l 0 8 T i DR B % 5 e K R 1
fit} — 8 (caspase —8 ) 11 il 57| FLIP [ 335 34 i 5 s B2 1k
OB/ 1 - 2 (MDM2 ) il L2 3 A A% 338 1t 90 ) p53
AR 8 T VR OB A B S 3 RS BRI b
Bad {fi H: 5 Bel -2 8 Bel — XL fif &5 1M 5T 40 i 95 125
B R AL KR T - Ol L e R &
R 1) i 3 ARG i 1 e R T 435 5 9 9 8B ( SAPK) J
e 0 F) S T 5 VR S, B SAPK 3l % 37 5
U050 T 402 2 A0 A G o (2) PKB/ Ak i 41 Jfd J&1 39 A
I S 1 VR 5 - PKB/ Akt T LIS 52t W R fk GSK3 i 434 i
JAIEE 1 D (eyelin D) B BUR 57038 £ 4 309 26 11 i
(CDK) [y 3 il 3] P27/kipl 1 8F 4 78 p53 #4756 Hp 1 1
(p21/cipl/wafl) il i 3 i1 MDM2 i ¥ 3 8 p53 [
it A0 MR . PKB/ Akt 76 3 Ak J5 0T LA 03 51 %
WL IL— RO R T R PR R R, R
BAE : OB B ALTE 7 N T FoxO BRI S5 T4 10
et QiR 1k IkBa B4R (IKK) |, J5 & B iR 1k
B, FECHMEM, 2N T « BERSEERHET
(NFkB) 15 LLB L, & 45 T fiE

MM . PKB/AKt 7E & R f7% I & 3 & 4 o 19 1 F

1. PKB/Akt 5 4% JR 5. PKB il i 1% 1k % &
GLUTA [ia) 5 R85 37, 412 1 4 260 M8 50 J0, 900 40 088 D 1) 5
R, 400 S T A AR S A, 0 TR I A B S
PRI 2 3K e 72 AR 0 T o e B v R R IMAE A R
FHLHT (IR) 19 & 2B, HE T S EOWE IR 5 . PKB/Akt £p
T B A M AR A AR AE 2 BUOBE PR e ol OB .
PKB/ Akt {27 B #0041 A3 A - Ake % 52 fb mTOR
FA o E R B AT 4E 4 E A 21
(elF24E2BP1 ) Fl #% B f& S6 % [ ¥ B (p70™" ),
elF24E2BP1 FI p70™ " B MR IL T 50 B 40 ML 2 (3 A A
PACHG I 12 3 200 0 3% A 0 200 i J $00 328 A2, mTOR 4 il
AT DU g ATP J&AZ 48 7 3% p70°™°" | T 43 il 2 11
9 A B I 38R 35 DR B B Sy, R T B AR K ;
2 Ak GSK3B M T BEL 1L 20 S J4 19 2 11 D (eyelinD) B i
A 0 A e, A2 200 M S R AT 22 03 B R B AN
EWAERY LT B+ I m R EEN T
(Pdx) -1 J2—AMFE% B A1 L I BE S R LN R ik
(1) K B S N T AE B A Foxo — 1 A PR3 1Y Pdx -
1, Akt A8 5 Foxo — 1 BER L2 1 , DA 42 2E 200 g 24
PKB/Akt #1468 20 04 1= - Akt AT DL 7 42 W R 1L 2 B
S R B [ I 1R 2 11 (procaspase) — 9, Bj 1k 3 4k 1M
BELIBT @ 200 i o4 T 0k A AR 200 2 A7 5 Akt S 5 W R
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BN EH -2 (Mdm2 ) Ser 166 #1 Ser 186, {7 # H
B 32 8 /MBI i, TSR Mdm2 B Bz R A
il FIASE , T 51 pS3 R, pS3 12 B 4 id 3R ik
AR T, Ak A pS3 AR (pS3 +/ - ) ] AR
B AN S TR T i A T R R (X
AP) S ORAF I T 2R 3 23 1 (TAP) ZE7R I Bt Akt
i Al R Ak XTAPSer™ 5% 340 il 1 (1 397 Z AL ik &
12 F A 8 v R E PR A A0 R P K, DA T A
caspase — 3 5 Ph FILZH ML T, o403 A0 M AR A 5 Ak B TR
& Bel —2/Bel = XL AHRIE T Ak K 7 (BAD) R EUH
TEML AR B IR G5 Bel =2 Al Bel - XL 2545 5]
E A B A0 A T, TTHS I B 40 AR A 5 Akt T 5]
INK Z: @i A el g 40 ML -,

2. PKB/ Akt 545 JRIp 1L A8 JF AAE « L5 9 B 200 i
(vascular endothelial cells, VECs) 42 A& Il 48 B 19 26 1
S8 25 L B 5 1 B0 6. KB Ak
TEWE PRI ML P R 240 1 O T 38 A ) 98 42 o DG B AR
o BIFFEUE R 8 25 18R 77 AR i 36 1R 4AFE (ROS) 1]
fiff Akt E@ERR AL, 52 HUVECs 3 2E Dy R a5, fie iF
PN B 20 A O T, PISK/ Ak 1 45 e 1 4100 4 ) LY294002
DA AR D ) 585 P B 00 D ) A B T v R 2R
7T B G vty R NS A Ak 58 R (A RE 1S I P B 40 Y
FRO34 A= 5 e B E I HUVECGs f COX -2 HH K%
ik fe itk PGE, & i, ¥ 1% caspase — 3 i fie fff HU-
VEC 98 12 5 = B i RE 0 6 PKB 575 B PKB K
T, M P R U eNOS Y 7 A 1 ek P 2 4 it O
T P A INK i AR % PKBAEAE T A
i O INK R A2, 330 PKB B R A 7K1 1 B AIC, 12
HEPN B A0 U T 5 2505 4k PKB S B0f7 15 8 1 Y mR-
NA FIE 5K ¥ R AR T A 3 G i 48 P B 200 i 0
BT W PI3K/ Akt 348 2 15 40 i e e S B, o i
Akt AT RAETR 53 BU A AE T, DR 4P 32 50 1 P B 40 M
b AS By K Ay Akt KGR LE R T -1
(vascular adhesion molecule 1, VCAM - 1) 1§ £ ik, 15
T ARAE RN, AR I N B 20 B A 5 . PKB/ Akt 7
A8 A 4 A R B AR A A B AR (1)
= W BE S Akl /PKB, #E 1 {2 #F HUVECs 2] 4 % $
% [ (fibronectin, FN) mRNA 185 [ /K V-1 3235, M 4F
Y 3 e AR R 2o B 3K O W PR I A R Y — A
FHFAE. (2) PKB J2& Il 8 & A= 19 KB, VEGF 1%
PKB, i 1 #5 2 /b PKBSer 117737 eNOS Fjit NO, )
T B 10 A T 3k 0 T 9 R i A &R, T GRK2
A PKB 6 L2 0 eNOS s NO B I M 52 i

M4 & 4., (3) PKB 4, A] 55 % hypoxiainducible
factora ( HIF1 aand HIF2 o) 5% 5 R 340, &5 49 38 o
mTORCL &%, HIFa (9 #35 fie #E VEGF Lz HAb ifn 4
AEAF R R GR E B B A W55 gy WA E i A AR
o

3. DM O UL 0 HE B AE K VR B 5 PKB
BB MG, PKB O i B B2 1K T KI5 GSK - 3p
& FEBE LA B, DA T B0 LIS JE 5 PKB/ Akt G
C 2B IE 52 A8 O UL R o 751 4 B ) R S5 R A SE R AR
R EEAR N, S5 T g A B0 JIE AR 4
EM o WHFEUE B Aktl (Ake2 75O JJE o B2 R Gk, 1%
H16) ) PKB i 2 38 e 5L A B LR B0 LA R, R B
O JUL A0 S KR R 1S 22 R0 L 46 O 1S 98, PKBfF 5
R TN AZ N 7R 2R B 2% 1R T 0 8 06 A X0 JIE
HA

F .PKB 725 ) T 5 69 K2 A

AER A K PKB 5 I HF 5 © A oE . il
PKB i P i 24 ¥y ] 5| 362 40 i J4) 400 e 1k Al 9 O 1, ]
WA TR BOHE R , 1022 18 R A] 2> PKB Ser 473 5 iR
A, R IR A8 Py A0 B A2 A 52 PISK I 1 B e B2 1 410
il PKB [3% P, (AEF X PKB3 Fft S5 4 1 114 4% S5 1 4
il 5700 2 WL AR GE  BOE PKB Y 25 4 AT IE 7 B PR L {H
S P 25 0] B A 3 9 T2 R, B TR e e R B R 2 AR
PKB 1) 85 R AL il 8 GLUTA B o DA 1 B ARG 1fi 4, 7T 22
JA T L JHEAS B S A A PRI 245 490 5 20 4% ) I 44 fin
O WL 4 Wl 2R A B e B 28 R 93 ) PB 36 1, AT [
fI% Zucker PR AL JHE DR B It AR . = 156 T il B 3t 5
105 R 7K - o

AN 2

25 b Bk, PKB 7E WE A b bl bR I A8 I K
B kA e bR A AR AT H AL B 2% A A
VI 22 [ J8 1 A ) B - PKB ) 3 Ak 1T 2K 33 10 ORG 1 o 4%
H AT R0 Z 620 5 Akt 70 41 i A% N B RS B € A2 b LA
TR AR AR ISy 5 FEE 2> A TR OFSE  PKB
BN IR A V20 fr KB 259 T 1 PKB |
F IR B R 2 A A] URE SR s 2 TR DL e PKB %
o7 2 L JRE A T 1 T A0 AL ) A A B B 5 g — 2B IR
PKB {5 16 i i BR A 102 55 W5 DR 14 I K 5 9 AL
il B OC 2%, B A T RE S W DR I A8 2 E B K AL
il 5 B AR BE A2 W LA RO T A 4R A — S R Y JE
FJ5 k. Ak, % PKB S ALEE 7] PKB 8 B2 1k A7 53
WO R B T & K IR E PKB 0 4 6% BEL T, W] ok
PR 05 L 5 2R HICHT A 2 B PR 19 B 76 B2 416 8 1)
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