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55010 5 g 6 (A Bl G 1V B R R TR ) 2R O [R]UR A A
(phosphatase and tensin hmmlogydeleted on ten, PTEN)/J:Z}\
JE R BN — A B BEIR AL TG T 58 14 410 98 55 IR, 76 40 i 1 A=
RE WL W (EoGBErmaseE s EEmimEfEm. &
RS, E N AN SE R IF T PTEN 5 858 6 R B BF 5T 4R 18 . 48 3¢
B PTEN B9 & B 454 (Ih B M Ho 5 JOE Y R REME— 4008 .

1 PTENWEAMEELER

1997 4F Li %0 FE B 58 sp R B0, £ P oRi v B T 10923
Yo to PRy XU 2% B F 5 R 8 A AR AR M 28 B A i ik
S SRR A3 A 0 43 s — iR A R TR % R T B S AE )
N3 A 7 18 AT S A 2R 5T I 44 R B R B (protein tyro-
sine phosphatase, PTP) , H 5k J7 8 (1 Vi B & (1 [R5, B b e
HAw4 4 PTEN, [Al4%, E 40 LA W A0 58 /N 23 5 K B T
MMACI Al TEP1 S L 76 L =5 19 cDNA K %4 8 H
K IE R — L,

PTEN % [X 32 4 & B W — BA & E I8 B 0k R 16 75
PERAESE R AL T ek 1092313 1L & AH 9 AN T8
A ETF 42K 200 kb, mRNA K JE K 5 500 bp, PTEN %%
B =Y 403 DR FERRA B AT 4> F i 4.7 X 10°, B
A ORUR 5 0 R 0 L A AE — A N B R I X I, — A 5 i

s AR C2 KA — A~ 50 A& R 4 A C o X I,

*  BETE [EEARREIER T BITH (81260042)
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PTEN ) N i — B 5415k 1 & A JH B & A =R 750,
HFUTAERRR. N FELSEWDRERX;C b 50 MR ERA
B R S AR PTEN 9 520 1 5 C2 45 0 380 5 440 Mt AH B4
FH . PTEN 15 b 4 4 20 82 5 I8 1, AN A 594 22 1 2210 40 i
NI R A A S A L LR R AR 2 {5 L3S 4k GTPase, W #5 8
MR RIS,
2 PTEN HyIhee

PTEN it fith X H i 4 5 5 P 0l 1 1t 5L AT s I 8 e 1l 0
FVER (B R W V& M 5 I T 8 ) i o R WS R i Mk PIP2 5
PIP3 Jii i B2 1k, D\ I 435 Bt 85 A 6 LS 3 B (PI3KO 36 1 . %
fR4n e Py PIP3 W BE it — B4l AKT %3 ; [H ik PTEN
A G AR R RS MR R Y A0 A B SR D, B Ab,
PTEN 4 n] 3 i3 # il FAK, MAPK {5 5 38 %", % i p53/
MDM2 \NF-kB % 53 i ; 3591 PRAP/mTOR {53 g 2
WA ik AR TR IR M T, 244K, PTEN IR
Z N ZFH A 7 JE 4%, A HF NEDDA-1 i 33 77 £ b [ &
W fift i 4% 15 PTEN™, BMP i i3 RAS/ERK 15 5 38 i 1l il
PTEN #3507, IGF-1 0] DL a3 30 ] PTEN #% 8% 1k, ¥ 7%
PI3K/AKT, e i & A b & 2 RN,
3 PTEN ZERfEHHIEHR

PTEN & 5576 i3 v 9 2 B 5T % B HC AT 5@ 5 15 40 i

)T, BN LA AT IR TAE. 2
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JRT T 40 B 0 e TR A A 2 R RS L R i
TE I A o R W Fe e M S R B LI E R . S AR,
B N AN ZEJT R T A 52 PTEN 5 R AE £ R BEST. T& A W
TILA.

3.1 PTEN 5k gnife  #F 58 R B, & 5E N I 6e il 1T
PI3K %5 5 #% T 58 B% 15 16 0 1k g fR Mok 40 ie™*' . PTEN
Tl fdIg R {E 5 4 T PIP3 ( phosphatidylinositol 3, 4, 5-
triphosphate) £ 8 B2 1k LL 3l ] PI3K % ¥, B 4E  PISK
FEAREE F L PTEN B — & 5T RAEH A B R A
7 I A A 4> T . Kitaura Z8050 % B, 76 97 I B 280 o
PI3K 15 LI 4k . 3 16 i PISK BB 2% BT F i — R FUME 5 4
T anEAL T 40 A% B e SRS B e 1 R T 40 R B e 5
o Kwak 250 DLBE i /N BN A8 B 0828 T PISK 10 il 57
PTEN 5 3 #5355 119 /038 48 E AT = BN 1 19 56 ) 5 & 30
DL 55 505 PISK 36 4 B @ 151, PTEN 25 [ % ik & )
T PR BT e 5 A0 I 9 8 e P T4 TL-5 % g TR 4t i P
BT EANET R RS T PI3K #4615l & PTEN (1) I# 5% &
(AAPTEND J5 » | 3R ¥ Uk W b R0 B 09 o B0 0 205 1R &
TR B e K R I 8 PTEN B Rk B E KT
Xof HR 2L, A SR S A ) L AR M A i R i W R L DL R R
06 R DA B 406 Sy = 5 0 W 20 9 R R B P T4 MR R A
T M4, TL-12 e B B SR IG5 R

3.2 PTEN 5ep¥ERigiie 34 2 A 400 a0 45 o vk 40 i v
FR A 400 i 2 A ki AR R PISK R ME AT, BFge M,
PI3K 1 i 55) 58 400 1 3 4 0 7= 0« 4% ™= 0 fn 22 o Ak 5 5
BN ERa ™, ik, PTEN 47 338 1 7 ¥ PISK #4fil o
L 20 0 4 Ak T A 2 Bt 48 /R . Kulandayan 207 % 2R . i 5%
PTEN 3t A 1) i br 4 i , 46 AL R i1 F R - LB iR fb AKT
KA T BB 2 A R A H K 285 b 20 i s 3 A
MO R, B B AE R Y ak BRI P 2. ARk
AT e P PR 40 i & A AE T R P, PN A AKT 35 AT BT
TR 457 PIP3 F AKT 410056 50 mJ fin e o ok 200 M 0 9 1 5 1
W% PTEN J& , s v 40 i P9 i AKT 35 P4 Jir 3 98 9% ol i 3%
rh MR 20 I 5 AL R AKT 2235 78 P rhr 4 i A & P38 -
EE TEEMN/EN.PTEN T {8 i3 7 8 AKT 78 5 2 %z 41
M 1 R R0 A R 2 R R PR AR . L SR R
7 o SR R BR /N BRUBE RO IR AN (9 PTEN % 7 J5 » 34 & A i
S, HP P A A VR R A R 5R UE TRIOR A T AR A
A RE ) 5 i — B UESE T PTEN Al 3 fff PIP3 2 iz 1k
P4 v MR 4 M T RE .

3.3 PTEN 5EmZ0/fi PTEN £ EWgZ0 i b i/E B N E
4, HOH A W M. Kuroda 26020 DL 5 o 3 KR 0 400 g
PTEN & H /)N B 1 8L, BF 98 PTEN %) B W 40 it 75 Wi 2h B8 14
S B N4 PTEN 56 B & Bk /N UK 22 0F 5 55 A B /)N BRUxt
F AT 2 ok B EL S R, Ho R PTEN 2 (K] 69 5w 40 g 5% 15
5 JFAR I BE F1 7R B F B R ik PTEN Xt F 5 0 40 i A 2005
BB N 25 A TR B9, Luyendyk %5 fff 58 T PISK/AKT
T ) e 22 B (LPS) 55 F B W40 i Sh e A s2 s IR s R W
PTEN 3% (A 8 55 /N BRI I S W 40 . 78 LPS i 8 F 40 W
TNF-o.IL-6 7 It T B s PI3K 3 1 BB /N B I s B Tk 440 it 3
W R % B 7 = A I T, A ik PISK/AKT Gl 76 LPS 5]
S R B AN R S b R BT B0 AE A W AR b PISK/
AKT 3 # 7 3 N F 19 PTEN L F k2 3| T & fL1E . Cao
U5 T PTEN 78 FeyR A% F W 40 g o 8 b /9 1 5
FiE Bk PTEN (1 B 40 i, H A p 85 B2 16 AKT K7 T, B I
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Yl ) B WE T 3G R, B i FoyR A 5" 4 1) TNF-o IL-6 1L~
10 K- Fhi s (H7E LPS 4+ 57, fi B PTEN 3£ & 19 E 0 41 i
7= TNF-o (K54 BT T B B L, PTEN #£ LPS/TLR4 4
5 B4 I 200 O 6 RE S I PR B T AR M AL W AE FoyR M R E
g A A S R R B T A E A . Bk PTEN 78 B 41 i A o
B AS (R VE 55 B W 40 A 1) 30 3% R 7 %% B0 AR 06 AL AT
HE— 2
3.4 PTEN 5%@udifi  PI3K i B 78 9875 T.B Ik & 20 i 1y
BT O R B K HE O R 5 E S {E ™, PTEN fEh
PISK fif 6 Pk 8 2 BB -, 76 fe 3% o 9 1 o 3 i 51 i AL
PTEN tffiZe & F/NR G K A2 45 Fi o A B B b0 5 T 0 1
WESE PTEN S5 MRS IE W R fe A %Y XA .
3.4.1 PTENX THIi k& MIMBERI RN T SB4E 3k, ok
M2 AR R W PTEN i i 4% PI3K {558 B 7e T 40 %
HFHRS T XA . Suzuki 2525 % ] Cre-loxP 2 45 45 5
mi /N T 40 PTEN % [ 5, 3 i 28 Jt ohOSCRH 4 T bk B 248
0 245 X5 50 A0 AR S $ 35 3% £, CD8 ™ 41 Mt Bl #4372 B . CDA™ T 41l g
Job B B A, DATT 51 A A S bk L 9 0 ) B G kR 1 R AR O
TA A7 HE L Y OO0 T B R R T R R I o R O R T k. i
i N PISK & PTEN f F (#0545 A A% {2 1F 1E % T 41 g
EE TR A B A e th A AR . iR
F A R0 I E S A T S PISK AN 5 & A 45 40
JLAF TG 3 R R S — &R 50 4B S S, 1 PTEN AT 3l 2
HiHt PISK MM & #9842 45 H1 . Soond 17 % Hl Cre £ 4 4% &
A /N CDTh 41 g 69 PTEN %£ K )5 , Th 40 Jits 2% 30 i 58 58 A%
A 8 S AT A W TR 2 B 4 M IR F L 1 PTEN 3% ] # B /N B
A HE B I L 45 e bk L 4 B Y 3% 22 5 ARk PTEN 19 Th 48 i 4%
IE H B A AN B, T4 R B R 0 0T B R 40 A 1 g
T i PTEN 3 B i /0N B 26 1 5 o7 ik 3 B2 K 1E %
B A RN R e PTEN S m] s Th 40 i Bh 2k .
3.4.2 PTENX B4tk Mg m  PTEN Xf B 41l
KRBEWEEFEEEN ., PTEN Sk b k4 A & kwi vk B 41
W% b R IR B B PUART 51 TR BRER 1 I E A B G e
YL s Pogue 2 BF 58 /R L 30 i) PISK n] {2 #F B ik [ 40 g
T B T80 fE i 2 38 AKT B K K9 55 . PI3K & PLCy
55 38 % 76 BCR #5519 B 41 M 35 1k A o Ak 3 72 b 5 5 2 AE
646 PISK Al PLCy /] =2k PIP3 K if PKC ¥ 55 LA
V55 B 20 BG4 R0 G Ak T PTEN S a8 % 5 B 1 008 ¥
YERIFE B 4l B 5 fb b AR rp e 35 0 RO AR . BT R
H1,B 4RI 0 FoyR 1 b 52 i 36 16 15 5, T 3l 2 5 5 900s
PTEN, # il PI3K & fb A0 98 77 3 A AKT 3% 7% 1 T 9 BCR
AL E S R A I N . Heindl 2579 %t 34 1 % 4= PTEN 2% X
SRAF R ILEE T B I ERE A e B A A B A SR
Jieg Mt 38 A I 9 L 0 R PRI AR L B B e e M a2 il
T2 B 46 1 A= 3 3ot et 1 M 3 26 A O bk 2L A 2 kA 7 o B G
M & 8L, PI3K/AKT {5 5 3 i 3% 5, 7T 5| A 8% 2 1k S6 3% £ An
Y1 336 A R B L £ CD20 (+) CD10 (4 ) B 40 i I8 T3 2,
it PTEN 283 mJ i o 3 5% PISK/AKT {5 5 3 ¥ 5% W A\ 2k
Lot B AR R s,
4 HiEE5RE

PTEN fE 2 — A~ 5 2 09 0 9 5% A, Al 3@ 3 PISK & 42 .
PAK #&12 \MAPK & 458 45 k4 H g 5T o 2 1 A1 25 1 B 1R I 0%
PE 55 4t M0 T L BV 20 0 B 90 o e R A R 2R L R
i g I A B . AR L B A A A SO A A G2 B
W& JE . PTEN TERAE I 5l F 58 J7 T 1 AF 5% 4ok R A
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B A5 158 % LR {4 (dynamic contrast-enhanced magnet-
ic resonance imaging, DCE-MRD & ii 4F 3 Bifi & w4 2L 3R £ R R
W S R T 7 A 14— b SIS B A VAR IR 0L R 1 D) R LR D7
%5 T8y T 88 2 B IR 2 S5 4503 1 BIF 5 R A FE TR Y R
A S 0 o AR R R IT T RO K U i O . T
(nasopharyngeal carcinoma, NPC) J& 3¢ I F & WH 25 IR g B [
R0 25 R R ) SR TR LA I O L o T IS N B ARl
YWLE S 8 B F M P 5 CF-VID . P9 Bz 20 i &5 B 43 -1
(CD3D) 4 g 3 A Bt It 34 (CD34) 45 13+ % 8 o T AR v i
O A B H BRI 45 % JF (microvascular density, MVD) {E 4
F) VR I Rg 2 2R Il AR B R VS BRI AR AR (R BT
NPC MVD Il & 77 75 Bk I HE 7] 8 20 25 A 81 1 45 B L i
DCE-MRT PAH AR = 28 AT 8 52 4 T A 8 48 ) 55 000 50 hy []
e R e NPC i A5 B0y al A7 ikt
1 DCE-MRI 5 MVD W%k &
1.1 DCE-MRI A JEI Ak K 2B 8 HE /N5 F 515
257 K P T S T A I P B A D L sk 3 4
I3 A1 40 ifL b 18] Bt Cextravascular extracellular space, EES),
7 A6 i 968 A 210 B R0 B SR IS A 1296 ~ 45 26 Y X LU R A i i
iy A EES, B % LG 70 (8 42 B 43 A FEOIE 199 3 B 100 3% i
X EE AR BE T L EES A AR AT E R B B N, R
X He % 8 T B . ) A5 1 I RO 1 SR A AR P AD
LD (DT 83 F b B %07 ik, B Xk EES P9 i Xt H 5 8
J& B AR I AV 1 B B M e EES BRI ; (2 T2 + 53 A
ORI B R E AN A . H TR E L TIW DCE-
MRI R BN T2 8 B W 3l 25 H0HE >R 48 390 18] X L 500 o B0
T1 Rt () 4 A 2800 . BT T1 73R B9 3% i 55 X L 7 19
R A B ] PAGE I TIWI 5915 5 28 46 F Al % b 7 ik
B JEE T % DCE-MRI SR 4387 LB N 1 &K
Bk 5 LY L PR 0 3% 4% 3l Ik RT D) 3R 4k 3l ik i A B8 % Carterial
input function, AIF) . AIF w] HF $FEAk i i 45 P9 % bl 550 ok B
B AR Ak 52 B I 9 AL IR EES X e 70 9k BE B BT B DA T
L2 iR il A A U RE 1 5 DCE-MRI 56 & Folkman'™
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s (D) AR A5 TE 5 0 3l Bk 6 410 45 R e Bk 25 44 i 4 9 AR
YA B I 5 AL L ER AL AR FN A3 3, T WA B I A Y i 4
b R I WA 5 (2 I 4 RE Bl = 58 5 Y LU RN RS, 9 R 40 i =
Vi) AS 5 25, 40 D R (R BR A T . AE SRR b R R - (Db
P64 I 1 95 325 P 004 00 g L 280 ) Y 4 o L TR O T
96 AN P 32 BERE AL L] 5 (2) e ygd o 45 S A 1 1) 235 180 43 Ao o e
el | 7 T Rl 01 = A 0 = B Y ik - 1 K
FETHEOT 8 A 09 i A AR IS N W) T B 25 5 RO T
HIR G — 3 B Z PP MVD b T 8l 25 59 58 BUIR Hh i 7k 4l
2 (1 5 A A7 T 3 B B T M gRg £ 4R A AL 4 R R L X L R A
21 A1 8] Bt B 22 /0 e I A8 A1 20 B A1 TE) B B AE X 2 R B ik
DCE-MRT A8 48 H: 24 ¥ £ i 2y Jy 2 55 AR 550 % WL 1 S5z e s 1 ) 42
rhE o B R RN B R O A S A L T I N R
i 98 3 97 T 58 0 T I Rg LA A R M B 38 AT e A=
YR TT I A .

1.3 Jig T1IW DCE-MRI 045 73 B 3805 8 B 93 4 0507
CEE T b s Ak 35 W S A9 X380 A O J& % M X (region Of inter-
ests, RODWF5E T1W DCE-MRI () {5 5 78 4k, o] 58 i £ Fb 7 ik
PATEME CEEBMER M. (D E S 32 2% E
QAT BB VA L B L A A R Y S A L 38 S T
FIFE AT . (2020 8 4 A7 2 F B )05 558 B il 28 (time-signal
intensity curve, T-SD , i i £ F 45 42 XF 2 2L58 Ak JF 4743 7 0
T IR R T B ] LBk il 26 7 S 2 R b b TR B W 1) L B
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