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FOXO03a ¥ 3% Bl FE M I /R 1297 o B9 A

X B &R R VR I R
(CRIERIR SRR PRI, K 300211)

FE  FOXO03a 2 088 T G 7L H7 AR & 4n I8 0 P (DNA 045 e A - 55 09 K ALIRA4E B T, 5 I8 09 & A K& % b e
%o FOXO03a x5 64 29545 7 A 06 R AT 5 06 97 3242 T #7175 @1, A X3k FOX03a M Fe 2 48 A B IEIPIG 06 I7 7 B — 4534,

KA
FE 4 %S R730.231

FOXO3a; M 9% ; 481 5 08 97 ; A4 eitn; vt 2h 4
XERFRERD A

SEHE  (forkhead box, FOX) 45 A 7EEL &
FARSF I SR F 5% , th FOXM, FOXK, FOXA Al
FOXO %5 4 M HRALAL", HiH FOXO(forkhead box
class O) NV WRSEIF G e 2 W) 2 — , JE 4l T
HOFE R HRACIRIR A 4 S LA\ DNA 4530 Fn
TS B AR IR R 729, FOXO DI REAY 2R IR 2L
R RG TR R4 L K DNA i SRR, DT BUie
R

SCLHERE SE R F O WAY 3a(forkhead box class
03a,F0X03a) X4 kB SULAJE 1 (forkhead-
habdomyosarcoma-like 1, FKHR-L1), J& FOXO i %
530 B S S R o T I [ X VA <)
FEERRAL . CBEAL TP R RNZ 2 AR Y BT A
A ARy g 40 i PR 22 e vhoa] LS
BN HRIRR R, HYEVE I B 45 E
S A A IR TS B BRSNS, 285 FOX03a 75
R ILR M U S IE T i — R G A
1 FOXO3a iFtE R IR ETTHLE

FOXO03a fii T 6 ‘TR ORI 21 X (6¢21)",
B 1 AR EEARST ) DNA 85580 Sk X7 (FKH) |
2 MLERAF S (NLS) el X (TAD ) Kozt

57 (NES)3: 5 S5 A1 FOXO03a iy 1 K
DIRe i1y 32 ZRE S5 m s i semm , 0F 2 5 E MK
2 B Z2 - BRAN A= B RE T .

1.1 # 3 5 A ¥ (Post—transcriptional regulation )
FOXO03a JE14Z MicroRNA (miRNA) BIFEFHE L,
FOXO03a 45 19 & ik A 4% 5 8] $2 19 2 3] 2
miRNA W57, SEHAFTE R B, AEFL R0 B B i -
FEEPH  miR-155 B3 38 T I FOXO03a
Pk, JF HAEM A U miR-155 i 45
E&UE XETEARFESEETE(16JCYBJC27100)

{E& I XIBE(1960-), 58, BIEEEIN, L, #3771 : FFRRRRSMY
Bl AR R B R 53 ;@5 16 - IV i, E-mail :jsun02@tmu.edu.cn,

1] FOXO3a 119 3’4 3E BHIE X (3'-UTR ) K~ I H %
ik o[RS AE BT 7R e BRI AR M e L NS L
RS USTRIARE A VI AT 4L AR TR, 23 038 4 miR-
132 J% miR-212 .miR-132 & miR-223 .miR-96 #
1] FOXO03a 1 3" sl EBE X (3'-UTR), M F iR
FOXO03a By &3k, A, miR-205 .miR-1307 .miR—
182 .miR-592 S35 0] LA B 5% (B 21 1 15 FOXO03a
FRIEI, R, S ] 5 FOXO03a Rk AHIEH)
miRNA [ FOXO03a [k, 1 {2 e 41 i
AR ] AR HUIRE IR T Y S — T R
1.2 #i% )5 1545 (Post —translational modifications,
PTMs) 935 164 2 0 1 2 1 0 o) i A9 A i
T, L 2R E RE TR N A G R 8 1 5 A A
B oI DNA 455 35 LU FL T
5 A AR BAE A EAE . FOXO3a i LA
LRI B BIPEE B TR, 0 S 2Rl KA S
I3 TRl AR R

FOXO3a {1 S L0 I PR = B e il 1
— RIN BB TR RSB . B I B(PKB/
Akt) 25 FE ] DL E AR AL FOXO03a B3
FOXO03a # Akt B8 05 s iG ez 2], If 5
14-3-3 R iR SR AR EAE ], i 2 B FOXO03a #%
FENAR S B LR H PG A A, S Y Ake 1 —
HAR EERR LAY FOX03a 512 K B3 LS,
fifi FOX03a Z R 1z F b5 i 1 85 FH B & 17206 I
Reg A2 K A, 0 T FIORE R T3 2 IR 9 B (SGKO)
ik 25 TP 1 (CK)  OBURY: 5 1 T 2 1 ol 7 L6 )
T 1A(DYRKIA) janus N 7 S BB (JNK) |, 22
ZUIEVEAL AR P (MAPK) HFLZIMI AT & 20 k¢
P 1(MST1) AT AMP 3% 4k 8 1 3% (AMPK ) 3 A]
DL i B R 1k 2 A~ R FL 1T FOXO03a FH A 52 %
AR5 227, MDM2 J 6 T IS 3 R0X03a ZRKZ R
b, P FLRA A, B AR B BRI MDM2 RE A1
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FOXO03a B @S, ZBELTE FOXO3a DIfg i iy
i EEAE R, ARG R FOXO03a Z kL
% ZBEALIE S I FOXO3a [ E N . (E4A A%,
FOXO03a 7] # p300 F1 CBP ZFifk, 1igk SIRTI1 Al
SIRT2 % LMk,

SR TR, U FOX03a AYBERRERAR /b, 2 1
W PR B —2A (protein phosphatase—2A,PP2A ) j& — i
AL LAE T FOXO3a YIfe i REk oY w2 ik, 635 1l
FOXO03a .21 i 7 5 A1 T 68 i VB i N5 48
Singh Z5P1% B PP2A 1 FOXO03a 22 [A] 1 1A FH AR
W), 14 -3 -3 K B RS2 PP2A A
FOXO03a Z[AIAAHEAE R  (HRERR ] AKT B fb 7
&4 Thr 32/Ser 253 WG, HHILIAH PP2A 41 311
Thr 32/Ser 253 W EMEIRILIE 14-3-3 A4 N AR AR =T
FOXO03a %51 2508 e sk B 75 19 . Richard
SN IR AR 20 MO RF 25 AE PP2A T 152 30 7 A e T
EHIRZER B, R Akt AIE PERE SR FOXO03a
TEPE S IR U T Rt 4 4m i ba 5, (E [ s %
M, LRSS PP2A W LLiEE FOXO3a 12K -4
AR AR FOXO3a i LA, DA T3 i G2 4% 4
P FE R,

DT I , 200 v DA N Tl 2 il 25 22 ) ) S P 3
1T FOXO03a 1% 3% 15 AT LUK K b 52 M 40 A 174 4
iz ,FOXO03a BHIF 5 B4 0] g 5 5E 2o o 6 45 e
(1) 2 A Rt e A O
2 FOXO3a 5pERXHR
2.1 FOXO3a *tf g & A Xt BEAER  EKR
ZHCENE R A, FOX03a 2 I8 T B i i
SRR B . EFLIE T, 1% K (Aplysin)
n] L3 i PI3K / AKT / FOXO03a 1§ 5 i #% 5] &
FOXO3a [ 28R AL, 30 400 20 A A 33 e A 1F
JIe o 240 B P O A bR A K, FOX03a 5
RUNX3 #£ Bim Ji 217 _FAH B AE R UM A0S Bim 19
Sk S5 T T, 28 FOXO03a n]fETE H
S VE T R HEE A, FOX03a 1
Je5 DNA HIEF £ 3B(DNMT3B) G s FrY 45 &
JC FOX03a-E(+166 Z+173 ) A E.AE it 171 i) 3
%7 DNMT3B J& 3l &P i DNMT3B i 335
SEUE G E— 2P R RS, AR PRI b R e A M R
KK47 J ik Twist 1 f) TCC—sup i i1 1 ,FOX03a
A A ]S Twist 11 Y=box 455819 1 (YB-1),
A R R i AR RSP WNTIE K 73
P SRR ZE SR RSP0 I SUfF o8 0, S8 I BRI
&1 il BE 3 B FOXO03a iAo T RE S P8 M1 5| ik
IR A SRR

2.2 FOXO03a Havsgiess S MAbsr L, ¥ m
FOXO03a My Ay7 ELAG B, ml S P10 i Jgg 241
21 PRI I H U d R AR Ry 2]
il 14 PI3K-AKT .ERK .JNK P38 MAPK }% IkB i
ity 45 {5 = 8 B R HAF 5 5 FOXO03a B 4, MR
FOXO03a ik, 5 FOX03a BEfR 1L I S HA% -
Jii 5 (51 IR G2 B S A T R B IR VE o SR A2 1
ZRHWAFIERE DR T s R4
2 A A K B340 7 A 24 ) 00 e e TR A S i ek
FOXO03a BIE AL [ 3] PIBK-AKT {55 5h r /i =
(E=0, BT, FOXO3a 41 20 A7 9 B 1 1 ey
B , LRI R B TS R AT RO

FOXO03a 1E4 PI3K-AKT 15518 4% 8 2 19 F i
Ay , AU 2 5 L RIA Y7 25 4 it 7
2R, [R) B 2B AL PN A AR YT 2 R R
37 25 A0 535 1) 2590 (0 20 AR T2 0, 3l e %o
FOXO03a JE R K b s S8 & Mg 4k
IPIRICR
3 FOXO3a ZERNE & YT RIS A
3.1 FOXO03a ERM T894 77 2 e &L Hil,
FOXO03a 1ERIETEMEDbREY I T 2Rl
Jeg B2 W IR RN o AE B R AR MR
I S B 240 IR S B MR 2R 1 I A g v 240
FZ3] FOXO03a it 2k 5HUSA RASC, SR, 78
S MR IR O SR ) S5 YR S B DR I b Bz e O BB A
Hr, IRFIA FOX03a 5T A RAK . Akt IKK Fl
ERK X = Fh i il - 5 (B R fL H 3% FOXO03a 1972
F A, SR R R AR D T ek 55 H T e
AR, R, H R e FOXO03a #7952
- AT MR (AR DI Y IEAESEA T, WAk 259
(HRZBRBAT, PLIAEEE , BB e, Ve 2 8 B, 7
R e M fi e ) it i dl PI3BK-AKT $#2 &
FOXO3a Ay & Mok M il I fe A K I+ 32 1k
(epidermal growth factor receptor, EGFR), “MiGITFL
g | 25 s , 020 B , B SR8 | IR A Sk B0
T —FpEr A M B IR T ARG,
32 HEAAMAEESFE TS HT FOX03a
PR A R v I O EEVE T, FOXO03a B2 B 1k
ST YN VR TERE A o TR AT Gk LR (HL) HhmT LUK
ME] FOXO03a MyFRIA, MR A 4k 08 (NHL)
HU R L 5 FOXO03a 1335 ,FOX03a Kk {UBR
T T IR DB S, s 3Rk
FOXO3a 1Y 4 f 9% Ay B A 25 0L i 78 A 4 4 it
(Cancer—initiating cells , CICs ) B9 /7, ] FOX03a
ATLUREHR S HL [ CIC APIAs &8 BAZJE HL
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4 RE
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