B ERIAE2E 2007 £ 32 £% 4 (Jounal of Chongging Medical University 2007. Vol.32 No.4)

£ 000 http://www.cqvip.com|

2 R rE4iS:0253-3626(2007)04-0445-04

3L B PTEN 5 3L 3038 i 5% & I EoE

A

Gk, bR H
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(hEBEHXEHEEIRT305 [ SrkdRiAmM ]A

PTEN (8% MMACI BX TEP1) & 1997 F 5afE Bl i — A
RO MK LN, EEMT 10q23.3, BES RENE -1
BASREHMEE AR EEY, R R, R RETL
FRRE B VR BRSO B> R i
ERREEMRNE , EERELBEME PR RAHARER
ik, EEARNEKET ESHESMARACHEERE
A, BERLE, SIE#H 1IN ZXE, BEE PTEN 543
BB R R BIFAE—£R5k

1 PTEN EEMEZR

WERERNA TGN, TRRAHREHEN, RS
FLp R R A B EE R . 1997 4F,Li FORZHE
7R 53§17 % (Representational diference -analysis, RDA) TEJFL &
HIRBH R AR D Z T 10¢23 F AR E XK
FREER, HHERAD MR, 1 403 MEEM
BITEASHESR A — B & 55 DR EMR N B S M B PR RS )
B, AE & IS T EERRENFI SHRITREA
tensin M E H auxilin BIR, s HAr 2 A EMRE 10
SREKERRNSHARBRED tensin 7 8 BEFLEEES
(Phosphatase and tensin homolog deleted on chromosome
ten, PTEN ). JLF-2RIMT, Steck %0157 RE15 2 B2 5 83 40 U 40
MEENG 1023 KMEEE , fiv4 5 MMAC1 (Mutated in
multiple advanced caneer 1,MMAC1). Li FUTEIREE LB
H PP A (PTP) R IHT R 51 i B H & 3 TEP1 28 (TGF-
Bregulated and epithelial cell-enriched phosphatase,TEP1),
EREESTELEMAR, TcF—B AIEERETHE, FEmH
W\, PTEN,MMAC1 # TEP1 R AR —2E, HuBRES
BmR—FMEA T, MG —FN PTEN,

2 PTEN WIZHE S %

21 ##4
PTEN #HE L F 10¢23.3, 2K 200ku, & 9 T8 F

EENG: & wO981- ), %, mAE,
ER 2O L £

[ %% B 9 12006-10-19

N8N T, H cDNA B —K /Y 5, BIIFER, HE 15
BFH 441 ATC BATBFY AENEARBERTE 4
A~ ATG, % cDNA BFIPEEFE—F 1209 M H B4 B
FIEAE (ORF), HABM EARA 403 M EEMBEH M.
£ PTEN EHK N W& A — 1 EARREMRBERA (PTP) )
et XBERER)TFHINHFIE ISR BEEE (Dual speci-
ficity phosphatase, DSPs iU X B0 HCXXGXXTS/T?,
BEXT M E PR 2 E B B R BB AR fL . PTEN MIBSERES
&R M CDC14,PRL-1 1 BVP %5 WU4% 5 B B 1 Fr 5 (R] 1R
¥ . CDC14 A PRL-1 & 544 K8, H cDC14
WHEE S DNA il BEE b AL Bm b R IF T RS SR
EEHA, W PIEN JESERMRAES SHARAE.
Pavletich /MEHEXT PTEN S &M AT, KL H BB
BB TE LS T LA S R B R 4 3 4. 5- = BEMR AR BE AN
P& (phosphatidy linositol3 .4 .5-trisphosphate , PIP3 )45 & o H 1%
HERLE RO PTP —HEIR, R R H WIS, M AT DSP 1E
FEAL 5 09 B2 B FNIREE , I Sh AR RLR AP M HIT BB PTEN (9
Z¥PUE T PTEN X EBEIRYA G

PTEN B N 345 7K 18 H (Tensin ) A4 B & H (Auxilin)
BEREE, RS S (ARSI ONE s B FX
BORRFERS, KR A EmMBHREss. C 5o c2
KMRERX,C2 KAASFEARMBRENE & REARNE
ENGRXESS PZ MEAEAMAS  SEEARES
BEAS TR, TRESARNEARFSESRNERSR
%,PDZ XI13% PTEN WIBSEEESYATE , 138 PTEN {§ S 191%
SRE,
22 oA

Pten TEAL AN 2/ BA LA R AR , B4 TH
M, B TR R b, E AR R O
Uk o A B S A SR AR

3 PTEN 3D B ag4n 4l

HAEEEIAH PTEN R @S S MM, i
RS R , R G RO B RS T BOR AL T R4
ViR 1R
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3.1 #H PIP3 894K

PTEN {ER—FiR MBI XN 2 5SHEATRE, 8
BRI AE R B MR YT YE T SE B A . PIP3 B —Fh 23T HIBE
BRAGIE FISE4> T, 2 PTEN B SBsRRG1E FHO0IRY , L T 40
MaRE F, RESE EEEKET(ECCR)FHMESHFRM
(5 EE AR, PIP3 RUKEARIR, A KE T
H¥at, #7% PI3K(Phosphatidy Linositol-3—kinase , BEESEEAL
BE_3-3AE), HH S P2 BRE - MER, £R
PIP3,PIP3 MK E&E F 719, PIP3 7RI IR AW
#18&%H PH MESH RO 2 8B EMREE Ak (BFF
PKB) BB BRAL T AL . ¥54LAY Ake B PR IT R 2T
AT AER, BIBHIE NSRRI ARG R C FifE
Forkhead ¥ T35 , X BIMER FT 53 BB it Tk >t
HRATEEXEEN, Ak B2 EEATHF BAD i
caspase-9 IEBEMR LTI R IE . AT AL PTEN AUPE AR @ 4E4%
PIP3 BG{E/KE, T S 1A PI3K i#B% . Scambolic HIHE /LR
R, 284LHY PTEN BEM PIP3 FHBISRABERRERA
PIP2 [8] PIP3 B4R i %E, MHH T PI3 BOAEAUBERR
ALAERT, BB T Akt R T IFER R0 IEHE, SIEHMRMAT. W
FTEN ZiREAY¥ 524 S8 PIP3 A9IRE £ T AKT 893t BETS
AL, AT B AS 32 & Fh R T RIS 1R
32 ArxwmieRH

PTEN #i PI3K/Akt 15 55 S48, AL P Ak KFE
B T, b VR B A K TR S 4 5 SR A T 5L o5 S 1 o 5
P27KIP1,{R{F P27KIP1 S54RI R £ B REKHE
E ¥ 2(CyclinE/CDK2)A G, THhaIlAE KIS S 4k
#T G1 #i,
33 Amied)gi. 5 iis

Ja kb kG Bft 8% 88 (Focal adhesion kinase, FAK)R#&E
SHESRRPH—EXBENST. B ES 54K
ShEER T BIEIL. BAEELE , FAK BBEMBERR1L
TKFRE , FaT AN B R B S, T I RIS
TEORET. FAK S 0RERLIESRM A A AT, PTEN 38
A FAK BB X B ERBREEBNE N,
Tamura %48 PTEN 3 A BB B8 41 A bk U-8TMG +, &
| FAK # PTEN HHE B, NTTFEIEBA RN A4
T#. BRAREMHATER . BEE, Tamura /NASKEER
PTEN 8B4 # 3 BERRAL ShCpS2 FIE R, XAERHIE Gib2
BZEFHEE L RME T k4 RIME S 8T Mg
(ERK) £ 3 FELE A ¥R (MAPK )5 Sl MTE4L . PTEN
BRI AEE I FAK 0 She 8% R 4k i 18 % 40 HOKS # F0
A T FAK 893 3238 0] AT PTEN X 4002 i & %%
BROMEIER , ST {ESE MRS A . ik, PTEN B 8k xd it
0 it i 4 A A/ B B AR LA R G 109 5 T AR B4 B e 4
Ao

ERAREEFAESHNSFHRZE RS a s
B (ECM)Z [BIKE B9 53F, 20 NCAM . E—cadherin ., 1 5E % , 40
i A FOR F43 T B MR 4 I ECM AR R B GRS, RS

B S FHURAES 5 EREH (o B catenin vineulin,
radixin % )H % , N T ¥ A AME S5 AR, AT iR AE
K. FEL FR R — IR B BRIOH RS B BB 0 T RE,
REMENEESES. #HEAR—HARERER. 5
i S MAIME R ECM BORSBA 5%, N T BB A % 50,
PTEN B N 38 5 A EAMMBIEA (Auwilin) REHF
B, Hod B ek s AR B 3 . A ISR MBI R
% PTEN Al4I 41 50, R Z NI RGBS, NS 5
Fip s SRR RO R B ISR RS
34 WHABLE

Dickerson ZM0% B, PTEN FI&SREF S E MR C-Inss
Fats,, BT DL & N A AR AE /N BRI R IBAE R IR S . A
AR, MPAHFER PTEN 2R S A KR REMEE,
53t RAM L, HME BN, B 4 R T R4 I B
A, FEEYLE, BT REA R 2 : DPTEN SR8 8 T i & I
B4 KET(VEGF) - S MIME N EHHHHE I8, EKE
KM FAKEMMDEE K. QPTEN REGHE LF
VEGF J& 3 Fi% 1, #i0 VEGF mRNA B4#%ik, @PTEN R
AKT HIBEREAL B KF , MBI E IS B F (HIF-1 )R A
W FEREEEEN . HIF-1 REENEYE T REESS
JERBTERE oK 34N VEGF HI&RB,

4 PTEN S5:FHMMEHXER

LFHMEREALE LAOMEZ —, fRl R, &
H R THASERPTEN £EH A ERUR SIRTE
Bk, KB £, PTEN S EE ILRE . S3EE
u-a b il ) R AR YR R IEEMTIR R B L HH
Fhygishd148 PTEN ZERZHNRHE .

BWRABER A SP kAR H L Rl 62 #1108
ErRR 12 BIER OREES PTEN EAEL, ZRELE
O R R PTEN YR8 MM RE (12/12), ZEOBESEES
24.29%(15/62 )% N PTEN EARKMEHZ RE L. THRE
VB RY] PTEN 768 . [R50 O RS La r Rk
514 83.3%.78.6%F 25%; PTEN 7E O e H A P
BEARSSREWNER X EFHELM. A pTEN £
HEOESRNEE XRIBRPRE—F/EA, A PTEN EA
HIRE GHASREBEHR.

SR L0 R A B RN (PCR) B o g 5 B il
BT Rk TR AR S5 T ML RGBSR, R B R B IR B
RAZh PTEN A 5. 55 6 R 8 /NE TH L Kbk
Ko BGREIA 2HIBRBEELERENE T 8 KR4, 1
o1 B RS R AR R A A Ak TR AR I 3R S A
WREBRERE RS, HENFE DNA KB EHE PTEN
IR BB R E R, E A AR BRI
B —EMMEM; 7E DNA KB E A PTEN 7EAR R
BB RSB RREES/ER.
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Lee Z50o5R Fl S AR £ 4k 05 oA ) 41 31 I . I . IV 3 9%
IR0 B R B A R A h PTEN KA (TA B EMIEET
SRR RBGIBIT ), TE 29%(12/41) BB HiESL T PTEN #9
B4, B PTEN BB HHAFFERAFEEH R,
B PTEN BYBRATE R BPRAMBHH LR FERMEM, TRE
1ER & B BUS B3R

RO AR ALY SABC Rk R IE
HHA, BEANBMEIL LKA (Nasal inverted papilloms,
NIP) HLFIEEE NIP AR PIEN BHMFRL, LR ERA
PTEN 7£ & E ¥ A AR5 AR (100%) BT NIp AL
HIRIEAPEH(69.4% ), RHBIEA: NIP FRik FHIEZR(75.0%)
SR NIP #iABHMER(81.3%) Z B L B EHEE R (P>0.05),
FE7E NIP FiAFEHEH(37.5% ) IR AR A NIP(75.0%) . R
£ NIP(81.3% )F8 LR A B EHE R (P<0.01), R IEEE
B PTEN 7€ NIP Mtk . WS E/ERMELAHE,;
TIZEFEH] NIP 40 s (BB 18R EE/EH X Rk
R BRI BT LAVE D9 UM NIP R M A #3605, Rt
X FAFRER 7 R WAL IE B R IR R B 4 4% PINE B H
KRk, RI PINE ZERBHLAR R EHHR(523%)HE
BFEERFRASNMRIEABEMER 06.7%;1. 1 #GE
(71.4%.63.3% )PTEN BHEREHHRXHAERF T . VA
MERR(25.0%.22.2% ) ; 75 | T BRI (65.8% ) BB F RS 1T L&Y
AT BRI (34.8%.25.0% ) ; B AR 85 (88.09% ) BH B
B TR LR BE% (37.5% . 18.8% ) ; NO MR8 (78.4% ) B .5
F N1\2 B9 (17.9%) » 183 PTEN BB & 4 R K Bt 18
PERABK, BURBEE SRS K FES SR
WEEBAE X,

Tian FCOF R H 1L SABC R E3: 8 65 BIHEIT
A0 23 BIEHE AN H P73 F1 PTEN B934, RKIABREH
2l PTEN BRI K 49.29%(32/65 ), T IE H HE HH
HHR 95.7%(22/23); 7E 1 - I HIMEEh PTEN HH HtER
ERTI-IVH BERMEEE AR 6 SRk E SRR
FURAL % B 6% 6 h PTEN B B RIET EEB B,
PTEN WRBERFAGFRERMHBATN 66,7%, MBELE
FREARA TR 27.3%. F PTEN §9MHPERA T BEFURME
TRBS .

Xu 2R SABC G 48 2 S KT 0 88 6 48 64 B4 VR A%
HAGK PIEN £ik, EREHITZEF PTEN B = %
(13.3% MK F 8- VR & 41 21 (47.8% ) ; 76 B W I8 %5 9] & , PTEN
ERIEBYE R E H(58.1% ) F T HAMHRAKRI(30.8%); &
WAFZERZ PTEN MR SRR EAIAESE, 8L PTEN 3
0B VB (RS AL AR BE s FENG R - IV 39 S5 M8 -F PTEN &9
BRZH(78.1%)B TR 1 - #1(21.6%). B1BtHER] PTEN
BBk O T RERZ e B S A9 R, L S KR SR
MrBRIkE R 43 A %

Poetsch ZF2WH7T PTEN/MMAC] 76k SiEf8s& h i /ER,
FHXTH P16 7R TR B AL D R 2 B R AT S B o T o

ik o #1 10 BBk, 7F 23% W B R4 T 1 B PTEN/
MMAC1 B4R . B LARFRERE] 10 5Rakiie
#1 PTEN/MMAC1 B2 F(71% ), PTEN/MMAC1 B R4
1 5,6,7.8 04 BF . BHAE-AREURE SR
i H 7€ 3 B A (6%)F Rl B P16 MRE(2 S4B
F),14%898 B/R T Pl6 MRAE ., g B/RTEME R K4
P38 40 B 3 2 e S 2R PTEN/MMACT BITER

5 MNEIRE

PTEN B B&45 R R REE - LA BRMEEAL
MEER, BRI, BB AN ERE T AL ME R R — &
FANREF ) BRI, 5 1997 £ ZBLOE, BB ER
BRTE SR AR 89 R HLE h R EEE R 52K
¥, BT E 7~ PTEN #HRA REAMRMN R AREK .
R #EUR T 3 i B A BB 0 R RS B R B B9VE R, (B
£ HATHBT RS TS BB, #— 285 PTEN SRR
AR A EE AR SE AR R Z R M EXR R, 7E M
R BURHE ST R A ERER X

2 £ X W
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