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BB R R FE RN AR SR FEE
ik B FIX CpG 5 Ak, e Mg A i i S R 2 3R
TR A A S O N S BRI . DARTIACA ple R 5 H ek
ARLLFER GG R 5 T A AR IR AR B R AR A 1 F =
AR D LE O T R, pl6 2878 I AN R R AL A 56, H
ZRRK AR BBl A SR B, RN R T
T, WA B4 T h U IS 8 AR . Bk
ST RBN i FR ML TR, A5 R A ple Ayat &
RRTE AR S n I T E I SE SR s, FLAR s h T B 2 1Y
WPk, IRA HRIE D FRAE LR & ple TR
pl6 FEPRITE IE 3 AR LA B P AR AR Rk, —ROC kA
W ple B, ple MymEFRIA RS AR £ 4 RIREA —
FE A DG R RE 75 A L ARS8 (1 0k 7 05 PY) - R S M
TR AR R MDA 7 aE — 25 1 SR I R 43 BT R T B M AT 9 ok
UESE, EAEENAMIFSTIE L ple B3 T IX CpG i B Ik
SURAR T Al R 1 & AR BRI AT REXT ple H KIS & R
WEEHLE T B, YEE S HERMAN 25190 4758 |, 75 3108 98
Hp16 K 1 B AL A5k 31% |, E BT S BFSR R ple
R FEAL 308 31. 6% , P& A AHAT, [m] B4t 1 3L At g 4
VSRR = T IR R A2, H 5B RBA e,
25 Goit R S AR RFLAR S 09 A AR B TC ] AR DG, X
SERFFEF A, pl6 3ok PR R 1 P Ak SR LR A B AR 1)
B AT pl6 3 B Y B FE Ak 2R AT AR FLAR R 1 R 2
WA BRI IRINMAE . 7350, ple I s i A K B
T3 3 A T 20 R 3 ) PR T BE AT, 3 T REAE 5 i



B EFIEFIR2016 F2 A% 41 5% 2 B

AT IR R TR, LU S L AR
FUHR T pl6 JED AT LA A i 75 S AR M O T AR RN, X
T REA AR B FUIRE IR T 4R R A B

2 PTEN &R

2.1 PTEN ABE# LA EHhEHae 1997 45, L1 50 &
BT LTIy e S LA 2 1 Tl 2 e R i T 2 R L O 1 11
EFEIA 545 0 PTEN JE[8, J& H i & B E— LA B R
AR P P PR A P 2 4k pS3  Rb 2 J5 I X — T KR
P, HU A E ST 10q23. 3, K 200 kb, 08 9 MR T
8 A& T, B R ILHA BRI IIEEN PTEN A
FARRAE " BRAE FLR I S e 28 R | T A R
T TR SR IR R 55 2 O R R A 7R
PTEN H:[R e 55828, PTEN R — @ LA T 3 AME
FABLH & A= 08 D BE - (1) X IR 1 PI3K/ Akt f% 538
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(R B R Ak K ST, 20 b 38 200 A 0 it 7366 I 1) 285 BT, 8 v 40 o1
Fifr e B Jey IS I S Ab e A5 (3) B MAPK/ERK 4%
A R 5 e ad A%, T e 1 2 K K e % . PTEN B
F ISP A B AVER F AR, I H A S
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