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Regulation of the FoxO transcriptional activity
and the affection to meat quality
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Abstract:FoxO is a subfamily of the Fox ( Forkhead Box) family of transcription factors, which is a key signal
molecule in INS/IGF -1 pathway. The main members of FoxO subfamily are FoxOl, FoxO3 and FoxO4, which
regulate skeletal muscle development through various pathways.FoxO is a crucial regulatory factor during target
gene expression, process of cell cycle and apoptosis,so FoxO plays an important role in myoblast proliferation and
differentiation, the transformation of muscle fiber type, and fat deposition. In this paper, latest advances in
correlation of skeletal muscle development and FoxO transcriptional activity were reviewed. The interrelation
between FoxO and genes related to meat quality was highlighted, with the purpose of offering theoretic reference
for improvement of meat quality.
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1 FoxO ZHixERE /T

1989 4, Weigel 5 7 HWg rp 2 L T 45 1 4>
Forkhead J£[K" . FoxO %% 5% K 742 Forkhead ZZj%
WFFREIRA O W R, BLE 1 58 FoxO 2R 4 M H 4%
FhEh & ) 2 A A7 A6 5 W) B0 58 B VR Y . FoxOl |
FoxO3 . FoxO4 Fil FoxO6 J& FoxO 3 K 5% Ji% i /U 14~ ik
B, Hip FoxO1  FoxO3 il Fox04 2 5 451 % UL
EREE , Fox06 IR LD, FoxO K% il 51 D)
BEHR S Insulin/PI3K/AKT (& 538 &G &, FoxO 5%
SE IR R R L DhBE) iz, ¥ A A A T
2O A NG o AR I 0 B M A | I = N = R F Y VA 953
N A PR g imd aEn
1.1 FoxO ERFE &S

Fox 2 P14 /5 BE AR ST 1) DNA 285 & 254 38, ix
B Fox DNA & 45 ¥y 30 19 — 2k 25 4 5 JE A1, 4
G B TE IR, 5 A IR — 2R — BBUE (helix — loop —
helix) £544) , 5 W00 (14 3R 3 [R]HE B 320HR B2 i€ (winged
—helix) " &5k " . FoxO 15 Fox Hith 5 ik i A [l =
AETET FoxO FE ATESS 2 FI%E 3 4> a—18EZ R AT 5
A BER (4 48 A (SNSSA) |, 7 A FoxO Kk A vy J3&
SFo FoxO MBI 74 b HAT 3 A BEARSFIX, 4
F PKB BRI T . 55— DB RRILIL P TR 6%
W25, 58 2 DHRALIL P F Fox X, 585 3 %
[ Forkhead X7,
1.2 FoxO #H#REMITBEILZEHIEE

FARAFFEUESE , FoxO #5111 2 3k B B2 52 i B %
WU AR & T, s A 322 98 4 e LA & & AH 56 2L 1A
B =S N YNNI EE R O IN ORI S - =l =W (o h oy
HATE]H-#% UL FoxO1 1875 ik 2K Ak & 9 53 fid Sk S Ak
B, PECH UL ZE S5 AR I EARPT L AR B
FoxO3 F1 FoxO4 FL[A, & /)N B2 80 H ™ 2 1 LA 75
AEREET . Kamei Y 25 ABFSE & B, B85 L FoxO1 %%
FEDR /N BRI  JUL IR 25 40, O BV %, IR E el A, B
AR RS XF B 2H b g /N, LA Bt 15 17 e
WA & A= 25 4 S AR AR v A 3 1 V8 LA 4R 2 19
atrogin— 1 F1 MuRF1 3t K, B 4= % H g A9 3% 1k 1)
FoxO3 i JF K IKFEHE E atrogin—1 F1 MuRF1 J3 31
B3 PE &% mRNA (935" . 7L 3h 4 iR A A KA
H&Z A% 1 (mTORCL) {5 5 G LB 4% 5| A & 8% LA
K, FoxO AT LA F #& mTORC1 {55, A7 B8 LA H
Biar i o EELsh AR LR, FoxO1 3% 4k Al
g AMPK, ifF oY & B8 AMPK 3 14 -5 LBE DR . CFE
T LR LA AR B ) T R TR SR B A S,
ETTRY i A 2 52 J5 LA & B 0" o 5% 5 T FoxO
5 NF-«B B 8L A AR g 30E , 3¢ B2 LI
A R IL PR 5= P T = AR LS 4 o 3 it B A5 P il FoxO
5 NF—«B B9 %% 555 3 P 45 %k UL A 25 40 25 8 36 38 7 A
SEm o AE/N U LN |, Foxo3 FEA% B RS v 1 F
Hrmifil SAPKS g, I B k0 12 250 Atrogin—1
B9 FEIRTE WL ZE 45 i B b R IE AR . [,
FoxO 7F V45 40 id J) 300 b A K A g 7o A b R 4 i
FVE . FoxO 5% 5% B 1 FH L 40 B 15 A 4 it Ji5 1, 3
— 3ok B R G S R P A S gH M R B A B SR AT
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cyclinG2 FEBH 11 41 1 5 300 i) i B2, A5 16 P Y FoxO £
HELE G cyelinG2 i 3 T 1 i H SR 35, AT DL #E b7
FoxO 5 cyclin G2 7E4f a5 391104 GO A 35 85 UJ iy Bk
Z ", FoxO X 2 L 98 T B9 V8 455, S %3 i) FasL Al
Bim i#1% . LEHHMIAZ N FoxO %5 H TRl - AR A T
HHH Bim Fas FCAA K B0 T 37 (AR Fe A4 ) 2 35, 35T 5
T

FoxO [ 57 30 P R 423 38 G0 46 0 138 5 1 i VR 42
Mgtk . LA N RAEMIAF . X — FRH 00 FH
PEIR B i 2352 W FoxO %% 53 R T~ A6 40 I PN 19 5 v
MR DNA 45585877, INTT52 M0 FoxO 25 I Y BN HE .

FoxO #UE S AT 22 > 75 2 IR AN 22 2 1R W 12 Ak o7
AU R AT NG BT, FoxO v F 4% P, 4b F 25 i
PR RS 5 A2 1 P Tk B0 i, FoxO i e £k, i 4
MuAZ i B B 4 B o b g% . LS RS B YL
R I FR e = Bl R S B AP, AR P9 FoxO J @ iR
1, A 2 A% NS o TR L FoxO A% 5E 7 1
¥ 15 M A2 3 IGF-1/PI3K/PKB {55 Fl N 0% A 85
FL A . e BB AL, FoxO 2 5 JILAN it flt
A K RE R ARIHE Y A AR

S R JE A 45 & & | (CBP) FI p300 25 M
(CBP300) JZ2H 85 11 L W55 R 1 , 76 XUE Sk DNA 254
3R X RE B3 4 F 2. Ak FoxO, Y/ B 5 #0255 K 41
HAEHBIEE S . Chamberlaince JH s Z€ K #5 4b 3 1%
FEVE , 45 R 4 e 7K 59 £ Bk Ak FoxO1 F1 Fox03 K
R I FoxO (1] 106 2, FE Ak 34 =15 20 it 1) 397 IR
AR5 .

A, FoxO RIARES T Akt 5538 % vz 1k
M. TEFREFR IR Akt BYHT B bk B 40 i b, FoxO1 01
FoxO3 {97z ZAb/KETHE , 32 FoxO1 il FoxO03 #
EHKEFRAE™ . FoxO3 7] 818 i 22 05 20w 2
225 2§ MuRF—1 , 34 MuRF—-1 3L [H 534 FoxO3 2k
EWHEER

R, FoxO A58 ixf 22 Fi {5 5 38 45 I 455 41 i Ji5) 0
FAAT . AP FoxO BOBEFR b R BRIk . Wl i £ WE 1k
Mz Z Ak, 5 DNA B9fig &5 545G, v LA G 85 30
AR FRIE, FEARF LM T, FoxO A LLFE T~
AR R B A B o
2 FoxO 5@ fmRHEX R R E

FoxO #% 53 I -F7E LA T 40 5 fb i i v i o
MVEHEVE . FoxO1 & FoxO ffA5 [ 3 4 rp 5 SR 3L (7Y
PR E T, ELE A B UL E AR g i AR

G5 LA BT B g vh 2R iR p L W 25, IF S S i g 2]
VT RE AR . R, FoxO1 J& k5 LT
A EE PR E A T, B 5 Fox03  Fox04 1L [F]{E
FH, B G IH 45 B B LA 25 BT X L ET 4 245 780 2 5 1)
ZEIRA VAT AE i LEF 4 2780 0 T 32 5 i LA (5
P B RLN AR & . Ik, FoxO S5 vl 1E Rk
75 Y PR BT A e B ]

WAESR , ENAME RiE 56T FoxO1 X4 | BRI 4
ANV IR AT 5T, A IRATIE L2758 FoxO1 4N
fal A4 A - E s LA KOR T A R R R . BT i
7N, FoxO FEH AR 5 MyHC (LSRR 1 EEE KL ) |
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MRFs ( A= LAY ) A& MSTN (ALATHIAE R 2R) 77
TEE VI R AT ALEL N A B
2.1 FoxO = MyHC Z2Im A f &

Bk EAE (MyHC) J2 LY Wi o) = 22 D) Re
HE L, EREE R RIS Z NN L 482 8 %) 55 00 255
FhRiC. WIBRE A HE 43K (MyHC) PU Ff 52 44 44 i
MyHC I .MyHCII a . MyHC I b 1 MyHC II x 2H )i, 43
il P Rh X N 2SI B WILET 4, LT 4E AR A4S
H 55 &7 42 0 2 i e JUL P £F 4 e v i = 38 4, B
Wi R ENA T2 0 FE R K, 4288 5 A R
PEAR 09 R 22 55 L 45 0T IR B B0 9% U AH S AN W) 2 A
WLEF4E iy A= BLAT 4 vk, X0 1AL 5 R A B 2 Y
Mg TR F A A A T R DY 2 ki S MR A S
Hr2El] : FoxO1 it A 55 JJL &1 4 Trj AL 52 5 3% 10 40 565
FoxO3 JLH ik i 5 WLET 4k 25 5 | WLET 4k AL WLET
HE AR i A S s FoxO4 LR ik 8 5 LLF 4k AR
WLET 4 i B 5 @ 35 A O, i I HE T FoxOl |
FoxO3 F FoxO4 3@ iz 8 42 LET 4t P bR % PRt o ™= A
s, MyHC T 3 R 458 il 3 35 %) 2 3 401k 780 UL 21 4
A BT L P A R N 22 v, s R R AS i T A
T FoxO1 BEPH shRNA T8 s sk, 45 1 W
TRULER FoxO1 418 F 7% i L4l ff v MyHC I mRNA (1
IR, BN FoxO1 1 A4 B UL I A0 | 7Y UL &F 4 5
PRk
2.2 FoxO iFi= MRFs &0 7 & &R

LB VE T B 7 ( MRFs ) S PRI 52 42 41l B 8% LA il
A SCEEVE T R, gRAi 4 Fh UL AR S PR SR T, 4
FJE MyoD MyoG Myf5 Fl Myf6, FoxO ZEFE%} MyoD
1 MyoG HFREAEM . ANz BT (MyoD ) Xt & 8%
JILEYTE 1A 53 A e ZEAVE T, MyoD i 28 AT 5 30U L
20 L ) 38 B AN A3 AL B IR HEA T . MyoG J&ME—7E T f7
HESNLANHE R P X n] Rk A, B IR E I E E 8%
JUL TS 5L 20 e 1) ol 228 UL A48 i 43 Ak i) A B R i — N T
AR AR JILTE S 7, WEFE R W, FoxO3 il 3 1
BeiH A MyoD (26152 5 LA T4 1 fiviz s ™
Allen ZEWF5E T FoxO1 7ECER /N BT C2C12 4ififd 5
O LARE4n it 5= ) h i X828 1k, #8378 FoxO1 W fE
38 3 PR MyoD ik A B3 LB A F ,
ZE R IR, FoxO1 T yi 2B 85 LAY &, FHASB-8% LA
BRINRER) K5 . e ARSI IE WoR , 1E AN R4 57
SR RERE AL A 2H 2 b, FoxO1 Fll MyoD %:H mRNA
MZRIBTENLE & B P AEAE A G, I FoxO1 7E L
PAZH 2 9 - YRR FH 2 3 B MyoD 3£ mRNA 33k
TG A et sl =2 —, T 0w WL PR ) 2 R B LY
P o Rk S U ST s, FoxO1 i fig 3l i K 14
MyoD F1 MefZC 31 il 5% 5 WL 410 B 384 58 L5 434k, 38 0
NFAT 1 MefZC JEIZWILT 428 . 2 )5, o ik 45
R 2 3 %5 2 ( wortmannin, WM ) [fH W7 PI3K {5 5 W
%, 45 R o, BB AL 1 FoxO1 HH| T 5% B 85 L T
E A Ak, U TE B IR | I 53800 fh b 7 it
MyoD . MyoG ik F%LBOJ o Kitamura T 45 A Y
B R B, 76 B #% WL sk FoxO1 ZEH 5, MyoD
SR B F ik S, I HVLET 4R gl il ke A A e o
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2.3 FoxO i@# MSTN &In KA G &

JUL PR A R A il 36 ( MSTN ) g — 24 51 22 i UL 48 i
S R R, AR ] MyoD G758 A% 04 e S i
P A R LA M 0 7 1 2 B A4k, 3l MSTN i
PRI 22 355, s 0142 140 JUL 1) e B8 2075 4 8 ) o5 5
BB . 76 B MSTN JH 3 7 b & Bl T —2£ FoxO
&5, 41 FoxO3 il FoxO4 - B WLN 21k, I FoxO
AL MSTN J3 2h 7 89 3% £ . FoxO1 3 5 4% 5
MSTN {4 2 36 17 0 ) L 1A 2 %, S 3L 25 45 .
C2C12 LA MAFFE 2 W, 78 MSTN L[ 13 3l 71X
HAT FoxO1 1945437 15, , FoxO1 75 5 MSTN Jt[K %3k
JEil AT 5 FoxO1 254 3 S ARAE T, 3% 1k MSTN 5 3
To DK B T 1 FoxO1 &5 & 43 55 1k 47 9 748, Il
MSTN Fit % 55 38 P 1 b B AT, A TTTT B AIG MISTIN Sof J JUL
2 i 394 B P A AR

ek, FEXT 35 BT 5T v 2 B FoxO1 78 i 5 2H it
Skt B BB, FoxO1 (3814 7K 5 5 18 B
PUBGHE RAFAE B IEA S . w5 S A AR bk
/N, FoxOl ) £ 18 5% e B 3 T ™ . %Wl
FoxO1 T] HE S i Mg 40 i 434k 3 B2 i 7 B2 9 45 I 7
INERIEHEEDIRZS R R A 9 FoxO6 175 P 4k 435 76— 4~
AR A KAl K S, T AR AT L 35 S 42 Fox06
ML % g 0L R B 3 2 RO PR (T2D) /0N BRI I HP i
Fox06 7 PS8 Fhm'™ . W Fox06 W] fE 2 3 4y {4
PN 245 I 5 3R R o A Qg i A b g — A
VA PR 2 T LT R S S I A O, (EAH BT 5
W I, FoxO 2845 LA 28 K & 7 F1 AL & 5T
A P A VE 5 R T
3 RES/INE

5 T FoxO TE B 0 A= K 6 7 L 40 i &1 09 9
DT AE EEAEH . FoxO RN AN S 55 8%
JULRITRE 7 2H S AR 38T 9 42, T L 400 460 iz JUL 440 e A i
BT AU 434k . =5 P BRI Y Jo 4 g L R e S8 IR
JIEL e i 2 1 AR T Y R R T B T IR 2R
HRE B IR FEA 7T, WENLR FRE
i A K B e R B A R S R, BRT, BE X
°f FoxO K& P 54 BIF 58 0% 2, T LA, BIF 98 26 TR & 35
FoxO J PR 1 AH Sk HAT FL 238 L,

FoxO ¥ 53 N + A7 7€ £ Fh il 3 77 =0, 5 MyHC |
MRFs J MSTN 45 Py o3 PR R 356 R B HO 2R 1 i R 3R %%
VIR , Bl 2 [ P9 40 ok AR B A ML) B9 ARFSE
JLHe 3 PR iy e ] 5% 0 A B B AL (s B R . R
e, %) FoxO BN ik g B AR BB LR Z
PEFEAT R G SE , I HE S S ORI D o L2
PRI pH (073 45 PR TR B9 A DG, HE— 2 AE 4y T
IR FoxO P2 798 5 ML, > PA B bR 1% 2l
PR TR 22 (MR AR Ay ) R Y SR
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