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FoxOsif & i ) K2 K (IR) & K2 K EY 2
(IRS2) il 4E 454 % 11 1 AEBPD) B A 1y £ ik, i
IR I TRS2 Kk [A 3K 3k 1Y 14 9% . 23 WG Akt 5] &
FoxOs B R 1k , i 2 1] B 41 §% 32 . FoxO1 75 % 5% K
S A A I IRS2 1 23K L WEE S R AT S
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IGF- 1 5 PI3K/Akt i %45 # ILJE 40 i 4tk

A K, IGF- | Z I AL 20 IGF {55 K1 .
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MR ZES A X 2 M EREEEZ RS EATRIKY S
S U N N0 A o R i 25
X W], IGF- [ /PI3K/AKt 3@ B A~ 5 GE 8005 & 11 R
A s 5L AE R i HLAE M ] FoxOs 191 14 , 4
il LD ZE 4 TG . B % UL FoxO1 %% JE IR /N /LY
JULPR 22 40 Il e o A D4R R B LR B 0 R
YL/, DUA T 9F it 3=,
W, FoxOs A e J2 I 45 JIL 1A & & FH PRl JBE 194 15 A 78
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W 18 2 5 7 ) S0 Ak R U Y R T L A
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HEARAN N BRI b R 0 R 0 3 A Sl i e 45 R
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PEE I iE & & M HLEH AT BE 5 FoxOs %% V) 4H 56
W95 & B . FoxOs 7E ¥ i i o K i %357 . FoxOs
FE R B 8 TP 308 ELA 4L SURR S v RN AR IS R v
HEBERALERAZ G . B8 E W, FoxO4 i F
B R A5 R Z A MU A% | FoxO3a 3 2L 7E
W 45 B B R B B A 2 A0 i % Rk
FoxO1 7& 8 g #5358 0 #0238 . 40 i J& 19 28
H Ecyclin E) I 1 & B HOB M #08 2(CDK2) Y
B4 CyclinE-CDK2 M4t A G1 i 3F A S /Y
KB E GW EA N G I3k A S 53 2
BEZEXEEMNER. FoxO4 Y3k GE W% 8 3 40
it & 390 9 4 R 7 (p27° ) # il cyclinE/CDK2 1y 7%
PEEST 40 e E 0k T G . B 4Rk g
T — 2(Bel-2) G5 20 M P8 T 1 G S 9 1 R L
U TR PR T 8 51 P R L A2 R T2 2 1 (Bim)
EHEZ M A . BN FoxO3a B89 3 p27'™ DL &
Bim ) & [ &3k, 42 2F 40 08 . 5 4. B
FoxO3a 5% Bcel6 1 B & L M F i cyclin D2 &
Ml mRNA /K F, 5 FoxO4 & H H b 4,
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RE 6B 5 1 IR 1 iR A T 56, BF 5% FoxOs #£
J 38 v 23k W] R 48 AR TR YT M R I R R 9 v 1B
KH W5 T O A HE . B A A 56 B A 2
— L RAEFE .

3 N &

25 LT IR 8 o AN R LR B AR AR P ot b
I B 28 K- o A e 5 3K VR R B 3 B M A% 1 2R
4 FoxOs, FoxOs 3 45 % & 19 77 A5, Jal /b Jil 5 2
(14 53 0 » B AV Mg 7 0 JUL PR 5 L 5 00 P g it Dl
Ao N e A R 2 T SO0 R R R KB
FoxOs 12 FE ¢35 7] fig 25 5| 2 55 fin 8 R & &= 4840 &%
2L B0 2 RURE PR A= AR LA . i FoxOs 25 i . 411
il 3% W PG B L 0] BE AR ST 2 UM e AN AR 36 25
HAE SR A . [R] I  FoxOs A Jhy e s i 75 H 5, I
25 55 44t J] 00 R0 200 B 0 T A O BRI 1) Rk L R T 4R
B By RBURH A R T X A RATWEFE 8 AR
JHWE 45 20 2100 J i B i 7R R K . A RLAE i
B o Q1 ZH 2R P SR 5 FoxOs % 5 PR/ B, oy 3R ATT
AL 75T FoxOs I 5 AL I B A 20 5
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Regulation of FoxOs Transcription Factors on Body Metabolism

WANG Yuanxiao WANG Tian"

(College of Animal Science and Technology, Nanjing Agricultural University, Nanjing 210095, China)

Abstract: Forkhead Box O (FoxO) transcription factors play an important role in modulating metabolic functions. FoxOs,
which are conserved beyond species and regulated by insulin signaling pathway. are usually expressed in insulin-sensitive tis-
sues, such as liver, pancreas, skeletal muscle and gastrointestinal tract. In calorie restriction or starvation, FoxOs are pres-
ent in nucleus of cells. They active transcription, increase hepatic gluconeogenesis, decrease insulin secretion, increase feed
intake and cause degradation of skeletal muscle for supplying substrates of gluconeogenesis. While in the case of insulin re-
sistance or excessive calorie intake, FoxOs are activated and lose the transcription activity. Also, FoxOs regulate the devel-
opment of insulin-sensitive tissues by controlling cell differentiation, proliferation, and survival. In this paper, the metabo-
lism and cell cycle related genes controlled by FoxOs in insulin-sensitive tissues and the consequently metabolic effects were
reviewed. Further clarification of the function and mechanism of FoxOs in insulin-sensitive tissues will strengthen our under-

standing about tissues development and energy metabolism. [ Chinese Journal of Animal Nutrition, 2010,22(4) :811-816 |
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