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MEACEE A IR (29 260 2 JE R ), Horh PH 25 4 5
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PR Akt 19 2072, Akt 19 2 SRR 1L
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PH 25 H4) 35 760 22 5 2R i 31 55 445 # , Akee 7E 32057 41
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Akt 5 P32 Z2 5 R R 9, b AR T W
AE It ALEZ -3 3 (Phosphatidylinositol 3-kinase,
PI3K) 5 538 %, FC U, Bl 19 JUL It A4 0 4 93 7l (3 -
Phosphoinositide—dependent protein kinase,PDK) |
2 T A TR R SRl T Tl 0 1) 7R T 7 4 (Reac-
tive oxygen species, ROS) Flilt & 5% {4 IR 2 7 — 22
FREE RS Akt TG PEES,
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TEMFL 39 PI3K BTG Akt B9 ML & 458 0 2 14
i TR TR Tt 3 3 5 PI3K HP (%) Sre [ Y5 45 49 48 A
HE5G WS B IR Ry MBS PI3K ZE AR 3,
A— T TR W AR IR UL (PIP2) AN 3,4, 5— = % iR W
EWEULEE (PIP3), i PIP2 gk Akt & A4 — H K
PR | B SO T 4 Akt LAk PIP3 233G
A PH 543800 R e R 8 2 0 2R K Akt
B TEE,
1.2 FESLBYIE PR Akt BOBEER L IR
B BLTR3H #K A1 , Akt 38 AT DLl 57 PI3K /Y
J: ML 37 B HE  PDKs 0] 3% Akt, PDK1 J2&
FLEhy PIP3 25 G E A FIRE H, 5 PH 4544
SR EE A5 A B, o PH 2548 0 32 2AE
FHJZ VA7 PDK1 5 PIP2 Al PIP3 440 H.AFE FHI, i
HAE LT M B 1 PDK1 #36 Akt,PH 543k 5 C
Ui (1 /K FE 23 3 S A — M 4 PDK1 #0080 f5 23
AR 0 it PISK B B9 PIP3 i S
Akt ¥4 52 2078 9 5 7% Y Thr308 37 45 ,PDK1 # i
b2 % e T 30HE Akt Hindie Z513% 81 5l bR
PDK1 ) PH 2535 , 25 30 Akt K3 . tAh s

7 MO Mok <= (il <—  mTOR A\
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HWFFE R, A PDK1 AT UL Thr308 v 45 7
P£, PDK2 0 Al i o AL B R 1L Serd73 7 s fiff Akt
Pt [ A A

Ser/Thr/Tyr #§ A% KT «B B H 5] e (1-
kappa -B  kinase epsilon,IKBKE/IKKe) i o] 7£
PI3K S Y30 B 72 b HAE0E Ake, H Akt #%
IKBKE ¥4 1% i), A 52 PI3K 5% PDK1 f{ 52 ts1el gty
Ah, MEEYEE (ROS) T4 Akt 935 PEDT,
Papaiahgari %5438 X4 ROS Az 5l 30 il 77 77 75 B,
JIN BT 789 il o 1 i 20 i 5 1 PI3K/Akt 3 6 3
TE A

2 Akt BRI K EH X A &R A0

[ 5 R A2 R 5 R R S AR W 45 A R 1k
J& e WE Akt FIFERR AR B IS Ake 3k B8
FRALIRZS . W& 1 R, Ak SRRSO i Ake K H:
RO R R, Akt B R TLOKE S B B R i
BN B TE M R TS Ak BN, 2 5 AT HL
AR, a1 A B A A R A 2 i oA

T, SRR R A A A pH L O | KU R
IKMEZEFEFR

GSK-3p > b -

® R WU K

mTOR —» s > WP bt
Ry T fuik Rkt
" GSK3p o pHAf {43k

Foxo  » U T gk

4 :mTOR. M FL3h %) 75 1% 2 2K 1 (Mammalian target of rapamycin); GSK-3B. 1 it & Al ¥4 i -3 (Glycogen synthesis kinase

3B);Fox0. X 3k# 5% [+ (Forkhead box);Bad. {18 H .

B 1 Akt REX R TEE
Fig.1 Schematic diagram of Akt cascade

2.1 Akt iEiZIAT & R0 R &R
WL, Ak 7E LA A A B A 7 T kG
2 OCHE B MR JEEAE N, E BE AT DU o s
mTOR A Bk 8 15T 43 18, 3T L 5 33k e
5 A F (Forkhead box , FoxOQ) 5 jig i 12 16 9 1% , A\
T VR4 2 1 0 A e O (1 2)
mTOR J& Akt TR 8 H, W2 Bk AE

BT & i OB 45 2 1, A 4 4 1 o B
FME AL W) 5 5 22 J A 102 D) R mTOR 3 o
A TR) F R S LY AR BT R i, A A RO
p70 B AEIRE 1 S6 ¥ (p70 Ribosomal protein
S6 kinase,p70S6K) [ Thr389 13 & KA G i 2%
BEAAR T 1 mRNA FY B0 8 b5 48 2 T R
FRI2I Tian 55 50% 2 G G FL AT 16 7T Jd i 15
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IR, R FEZ K (Recombinant insulin receptor) ;IRS. 5 2 ZAKY (Recombinant insulin receptor substrate); PI3K. B 5 Bt LA 3
P4 (Phosphatidylinositol 3—kinase ) ; PIP2. % fig ik JTLFE 1% 2 (Phosphatidylinositol bisphosphate ) ; PIP3. % 5 Bk AL EE = % 2 (Phosphatidyli-
nositol triphosphate ) ; PDK1. 2 WL B A P4 W 1 (3—-Phosphoinositide—dependent protein kinase 1);mTORC2. FHINERXLE LAY 2
(Mammalian target of rapamycin complex 2);AKT. & 17 B (Protein kinase B); AS160. Akt 160 ku iK% (Akt substrate of 160
ku) ; PFKFB3. 6 iR 5 i i34 il —2/ R 4l -2 , 6 W R i 3 (6—~Phosphofructo—2-kinase/fructose—2 ,6-bisphosphatase—3) ; FoxO. 3 3k % 5% H -+
(Forkhead box); G6Pase. % %] #5—6- 2 (Glucose—6-phosphate ) ; MAFbx. WA 25 4 3£ K Fbox—1(Muscle atrophy F-box); MuRF1. AL
TS PR S AT 1 (Muscle ring—finger protein—1);GSK3. ## )5 & BB A 3 (Glycogen synthesis kinase 3);GS. #i )i & WA (glycogen syn-
thase ) ;elF2B. FLA G H T 2B (Eukaryotic initiation factor 2B);TSC1-TSC2. 4547 k& G4 1-45 1L 2 549 2 (Tuberous sclerosis
complex 1-tuberous sclerosis complex 2);Rheb. & £E7E KM H (1% Ras [[] U547 (Ras homolog enriched in brain);mTORCI. 7 Mf1% 2 # 4
H&E AW 1 (Mammalian target of rapamycin complex 1);elF4E. EA% BB 45 8 7 4E (Eukaryotic initiation factor 4E);4EBP1. ELA% B 1%
IR F 4E 255 H 1 1 (elF4E-binding protein 1);p70S6K. p70 #% Wk & 1 S6 ##i (p70 Ribosomal protein S6 kinase);SREBP1. [# /%
P JCRSS A 8 1(Sterol regulatory elementbinding transcription factor 1);PPARy. it % £k 47 il 7K 34 5 41 #4005 3 7K y (Peroxisome  prolif-
erator—activated receplor ’y)O
2 Akt Z5ETEBRAEHER G 0EE K 5

Fig.2 Akt regulates protein metabolism, glucose metabolism and lipid metabolism

PI3K/Akt fi i LA 2 1 BT i . A% ke 4y A
T 4E-25 4 % H 1 (elF4E -binding protein 1,
4EBP1) )& mTOR T Vi fie 5 25 A9 8500 A, B 2 Bl
PRRLFR 0 R B 25 L 7632 B A BRI BRI 1L 1
Akt 253 mTOR #— LB 1k 4EBP1 Ji 2 1%
it AR

FoxO % % 11 & FoxO1 Fox03 FoxO4 Fll
FoxO6™, 1K FoxO % B2 il Z — ,Fox03 &
HZ5 7T \EE A4 arad B A JR T W aE B R g 40
it 50 2 LA K AT AR B . FoxO3 & Akt T i 81 %2
B SRR AT IR T 22—, Akt BRIk I AR H  FoxO3 #
FRALBE 2 AR, I FoxO3 02 T4% N I A 1%
P AR E 17 32 7 4 Il 5 6 DR A 2 3 2 T

LS LA f 2 BT R 227, FoxO1 /& Akt 8%
(R W ALONE A , 7E LR 3R s B S B A 2
5 T 4 SR TS A, T DA B A R, T
LU I H AR TS i 4 P 2 3 i 4 Akt FoxO1
T P T A 2 UL PR R P SRR

WURE A E AR EA . NRLT &R
SEE i S M E R E SN R = R A
W 8 IR KRS A TR B DI C R DESE
KIS TR R B R A L, e R
T CE AR TT UL PR B O A A R AR Y U8
B AR AN 2 52 ) P i XU T G 1 X g i A
PR, A 2 E R S RN L A
& AR AL 5 A B R B I R 2 — Y
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LR T LLT 8 B A 2 B R 0, LA
A0 AR BT, SRR B R A DU A R K
B AH P, Wojtysiak S P7E 52 J5 BUART & B, AL
200 0P R 1 b i L R B SR AR R AR A S
I 23 5 Ve PR B AR K P R v R PV X 5 JE A AR A
[0 38 R 2F I i 2 3 FoxO1 2 1 33K 5 T s B
PR SRR BT 80 0 T B, X BEHT Ake B2 AL A Y
FoxO1 5 # VI G, ERPIAL B FoxO1 Ml
FoxO3 #0-5 ILET 4k 1 25 AR OC | 7 10752 W) A it I
2.2 Akt & i3 V8 T HE A5 S0 B dR R

WA AR TE T A W ik v B B A 1 AR, Akt
FEREARMG R A2 bt A 95 B R 9 AR ] . B il
R Akt FEEE i LUR O A . Sk
iM% iz K 4 (Glucose transporter 4,GLUT4) ¥4
AL, T 1B A (2 0 I i I T 6 1 SR ol —
2/ HE-2,6- — W2 B 3 (6-Phosphofructo—2-ki-
nase/fructose —2 ,6 —bisphosphatase -3, PFKFB3) 1%
PR 0O I 5 BEIR AK Fox O FIONE S5 ok Tl 34 g —
3 (GSK-3) (& HEHH B FCAI Al i 53 2,

WF 52 BN 19 Ake nJ 3 5 7% A6 Akt 160 ku
B JEE Y (Akt substrate of 160 ku,AS160) 3 1 i
B % B 8 . AS160 J&—Fh GTP B &
(GTPase—-activating protein, GAP) , BE & {17 3T3-
L1 i /i 240 M A1 L6 B LA i (¥ GLUT4 iE &1,
GLUT4 fe i (R 2 #fr B A8 3T3-L1 i 177 48
FOBEIL P, 2R B 3R RN, AS160 £ Thr642 {3
FE Akt R BERR AL, JF N GLUT4 4 30 fiff %5 | 5
HGLUTA i it , A 38 58 20 i i A GLUT4
MR DL R i ag i i os . ERPILUIE E/N BLhy
AL IR S BT I - 45 P T o 0 Ak I 4 5
GLUT4 3835 , 0 AR AL A (o A Bk 5 2% K F-
AT o /) B A 9% IS8T S IR B 3R R BT
HepG2 4 I HY | WS 751 AR A 4 ml LA
R Ak Akt PI3K GLUT4 k7K V- 3% [T,
T — B A o N7 3T3-L1 B2V 7 40 i ik
RICHUB AL R I Akt BREs MGG, NE bR )
AR AT LASOE Ak, FF4E S T E GLUT4 By 3E A
FE IR T R ATRRR B AP

Akt i 1 B2 £k FoxO I GSK-3 >k 4 il 4 5+
A IR IERE A, Chen 28905 B I % a2 K M1 22
Byt () FoxO1 HE IR, 43 58 HAE 1 % M 50BR 5 28 /4 4

B I I xR A A R i I 2 B Ak/FoxO11 38 42
F14) B8 T2 A 8 . 2 VTS O TS LR BB BE A . Fang
A5 ORI 5 2 WY B IR 21 15 400 1100 ) 2 W T TR A 4
FAL ) Akt B9 PH 58 BT #0T Aky/GSK-3 {5
oI DA e O LA A AT A SR S
Akt G 13 31 FoxO 3§ 28 A CIF , DA $22 =5 4
%] i —6—1% 1R (Glucose—6-phosphate , G6Pase ) f) i
PE, Akt i ] LR AL T 3006 PFKFB3, W75
I 21

BEIE e MU D A A pE R i iR iR 2 —, W
fift oz BLHERZ W pH {E B8O A5 P L SRR AR, B a2
JE LA H Akt (975 P B2 0% pH B AR 3
pH 178 A1 S et 52 5 3l L 1A A 0 T3 fip 3 5,
H pH {H 1 828 25 1 & 2w A O RROK
TS SR AR, 2 O T 5 3 DI i Dk
D30% H ML UE Ky & 0] R B A IR A Y
pH {E, i 2 BRI /K 453 25 A1 Ak 25 F1 RSB R LK
Vo BEBEE, BESSIET B ILP 20 R RO
Akt T 3HE AL PR ARE T il B 17, 44 0 L 2 Ak Sy LR O F
TERN TR, B pH (BT B, 508 T A R A 1) AR
A o ] 4 ¥ 20 3 3y 22 1), AIK pH A S R 25 5
J 1% PSE (Pale, Soft, Exudative ) A,
2.3 Akt &8 5 A5 4151 5 e Y Am T

Akt TERR BT AR W) 6 1 B [ A s R
T AR Ak B P O Y O AR 45 5§ ) 7 SREBP
(Sterol regulatory element —binding transcription
factor) 4 A Bl P kS 25 S B R O Hih  SREBPs J&
Ji o AR e SR VR T DR, T A AR S A T O
FIE B, Akt 7] BH 1R B Y SREBP-1 B fi# . Horton
SEUIE SR, Ak i 3 K SRUTF 20 ML SREBPs %
SR T 45 IR 0T A i o Diivel SEHSI7E K FRUIR 7 40 i
B & B Akt A 5 B9 mTOR {5 5 3@ % 2 i
SREBP1 1 8, Jf- /55 SREBPIL | [& i 1 i [y 1% 4
Y& N 3Rk . WAL Ake 2 30 mTOR {5
5 300 [ A R BILAAR B 107 A B R T A0 L 53 A 5 A
mTOR A AT LA il SREBP1e &3k , i ] 7 5
J5 O 3 SRR A AT 8 AR B B g, AR g D )
(K2).,

IR NG Al R A = 2R T
Akt TAZFE R W55 R, 52 We IR 7 O 2 T 52 o i
AR, DA i i A LA B s 5 i BILAA I I Dy
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SEB0L R PAE X RE S B A A S e e B Sl A
PI3K/Akt 1 #% F ¥ SREBP-1c %5 £k F, &5
FOFE P IR BT AE D, Tang %% I Akt 1 7
R 2 BB I & B /D . Dong S5 18] 2 18] M
S N SE B = T PIBK .mTOR 1 S6K1 JE [H
ik BEAR T G ME AR T O B T ORI
BE T & &, W E PI3K/Aky/mTOR 3 i 1] LR
BRI A
2.4 Akt 1 i3 V8 5 48 B TR A SR R

40 i 7 2 PR TR, TR AR Akt T RLAR
P A0 e TR T Ake BERR AL TT DL
A8 4 a1 FoxO3 (5 4 Bad (2 M T2 1)
T Ak, , AT 1 2 240 L R 1% B Ak 1) Ak RT3 5
PUMT-E A Bel-2 [, BEAK Bad 1996 %, #0&
1) Akt 231k Bad Rz 1L, IS 14-3-3 11
(338 A /E BT Bel <1 (FL = A ), 3
PUAAR 4 B 4 7 5 Akt 7EHE AL FoxO3 B R 1L )5 , Fox-
03 &5 14-3-3 AL G I B M h,
RH 1F FoxO3 76 4H M A% P 8 7158 X+ A2 4 57R K
BB T faris s Je SR T DASETE Ak -0 61
U Bel-2 Bax (2 YA 128 1) 85 1 A 3Rk | HE T
il N LR e

PR A& Il (Caspase—9) & Akt FIiFARZ
KWz — 1AL E Akt 22 BEAIX Caspase—9 13 1,
BEL1E R 30— R 0 SR S 1, DT 980 2 MILAAR 248 i
PATTHERRE H T E AN R B R T S A
i ORE S AT G Bel-2 I Bax J& Akt R kb A
M Ah EEN IR, IS EPFR R
W14 A SE 5 bax/Bel-2 A & & W3 LI, 3591
TR UGE T A O . Ak il i 2R LRI
) 45 A4 R T e R AR 14 40 B A A7 3%, 3l el Bk e T
DR~ P9 TR T80, 470 ) 200 PO 1100 T BB SO0 5
HH 2% 22 7y 3 1 410 ) £ R 0 0 Tk A 0 9 AR A B
J& . Chaves %% Bl Na*—K*—ATPase i i it 2% il
FEEE, Bt C JEMiE Caspase, 5%
i UL PA) 40 B 1 R T RN T Ak Ak, 8 LS 1) 45 4 1 3]
IR, PR IK R A

3 #Hig
Akt LA L PN K 45 T AR T 22195 AR

A AR R Ak S G RL AT i
FEALR B 2R RE AU, AN EE A 5 A R B B A
JIE W DT RR g 105 T A6 A A B 2 LU T, 78 8035 A
5 HA R, B EFTCA Ik A Akt
A 5T 32 B2 v TR AR R IR | R DR I
SRR PR IR A, O T A AT Ak 35
oK i o P BT BRI SRR O B = Ak 2 i
SRR TR L R I K 4R it A T 2 5 )
RO (P 22 THIE S A BUIR B  28 LA,
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The Effect of Protein Kinase B (Akt) Activity and Akt Cascade on Meat Quality

Chen Xiaoyu', Liu Chang'?, Dou Lu',

Yang Zhihao',

Te Gusi®, Su Lin', Zhao Lihua', Jin Ye"

(‘College of Food Science and Engineering, Inner Mongolia Agricultural University, Hohhot 010018
’Inner Mongolia Vocational College of Chemical Engineering, Hohhot 010018
‘Bureau of Agriculture, Animal Husbandry and Science and Technology of Wulate Zhongqi,
Bayannur 015300, Inner Mongolia)

The protein kinase B is significant serine/threonine protein kinase in eukaryotic cells. It is also a pivotal

downstream signal molecule of phosphatidylinositol 3—kinase. Akt can play a crucial role in protein metabolism by regu-

lating the activity of mammalian target of rapamycin, glycogen synthesis kinase 3 or forkhead box; glycogen synthesis or

glycolysis can also be regulated by phosphorylation of FoxO and GSK-3. It can also regulate sterol regulatory element—

binding transcription factor and mTOR signaling pathway to promote lipid synthesis. In addition, it can phosphorylate

FoxO, precursor apoptotic proteins

(such as bad, Bel-2) or Caspase—9 to inhibit the apoptosis pathway and ultimately

affects meat quality. In conclusion, Akt and its downstream signaling pathways may be an significant target to improve

meat quality. In this article, the activation mechanism and cascade effect of Akt as well as its effect on meat quality

were reviewed, with the aim of providing a foundation for improving the meat quality.

Keywords protein kinase B (PKB/Akt); cascading effect; energy metabolism; apoptosis; meat quality



