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VAR eI A 52 20 56 A5 Sl R R, R B A N S 1 (Ca2t) IREEFIA
WA, WOE FUHE S s R, IR S A 4R AR B R Rk, Bl
JULEF 2 3 S PE R A o
11 JRERRBOE M E AW (AMPK) [ S YIBE 2 RS TR 2 A v Fl BSOS R T —la
(PGC-1a) /JTBAE BT T 1 (SIRTL) 155 8%

AMPK & — it 25 L) P 20 0 e B 1 T 15 R, BPR O At R B T AR . AEIZ BT,
AMPK X 4ERFRE RN 20 E 2 . AMPK 22 2 FAREHE 5 1Y, W1 AMP/ATP Bl &,
IE3)5%, AMPK T B0 WO 5 T R 1 ML A G0 45 1 B JULAEL ZE A 1R 22 5% T U L 1) e 2
AMPK 5 KB 1 /N BT A7 250 b 1] Has 11x WLEF4ERL AL BE FT F#ARE. PGC-1a 64
BN RIE, TENAF LA A EZAEM . PGC-1a & AMPK R HEZEH >, W H
et AMPK BERR1L, PGC-lo RefBELRLAR M MG i, A FARYS LA AS B L2 (17 A
71, Lin S5EURILE SR IE PGC-1a [/ REEARAL ATk T RULF4E & i n, AR
B I, WUAGUR S5 M A R w5 . Arany S5O0 K% B N PGC-1a (1135 5/ BRITIKE
ST, HiES Mx ZUULLF4em [ RN, TTE s IR R mbR PGC-1a 22 {24311
LRAEN T 2, Tla BYAAY A TTx, [Tb BEAR AR 00, SIRTL REMUIARN 5y — HE R S R 4%
SIRTL ZRAEEE L BRIES — R (NADY) 41 A2 B HLES, SHeEAQMRY. &
IR 2 M AE B R A 5. MUK AMPK R SE 875 J8 7 It ol B A B e R W 1k,
fd NAD*/E RS IHEE f ARE S — A% FF R (NADH) BT, IS SIRT1M, /NGRS %
AL SIRTL BRI (e B tRVLET 4 I B LEF4E e 4k, HiRm PGC-1a /K1, SIRT1 Al
WA AENUAT T (myofiber regulation factors, MRFs) SZHHILEF4E ) 704k . MRFs F gt
RN PR (MyoD). WL4iffiAmi 2z (myogenin). Myf5 1 MRF4 4 . MRFs a] 5
AL AR T otk e LT 4. fE A2 JG MRF4 76 BRAEMANS LA 4 b 5
Semik, HENILS LA 4R RUEIE00, MyoD R ULYH A4S B R R s A R T 2
(myocyte-specific enhancer-binding factor 2, MEF2) i MyHC FE R 13iL, SO ULLF4E
KA, T SIRTL AJ URE A LR 73 A bn B 3£ ] MyoD A1 MEF2 HIZRIA, fEL T 240
MR RH, 2 R LA 470,
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CaM: #5iH% calmodulin; CaMK: #5 2 {ifit4 & F1 & calmodulin dependent protein kinase;
AMPK: JREEIEALE 80 AMP-activated protein kinase; SIRT1: JTEA{E BET5 T 1 silent information
regulator 1; PGC-la: i WIEGSZ 1A IE S IOE 244 v 4 BhIBUE Bl —1a peroxisome proliferator-activated
receptor y co-activator lo; MEF2: LN fAE 7P 55 45 & IKF 2 myocyte-specific enhancer-binding factor 2;
CaN: #5RBELES calcineurin; NFAT: T 4HMI#%F ¥ nuclear factor of activated T cells; HDACs: & EM
Z. T histone deacetylases; Fnipl: SR8 Z HAE®E [ 1 folliculin interacting protein-1; FNDC5: #£[4EE45E
73864 25 19 S fiber links protein 111 domain contains 5; Irisin: 22%; Fox01: X LHE¥: SR T O IF
J% 1 forkhead box transcription factor O1; Akt: & #HF B protein kinase B; PPARs: i S (0. B A 1 58 751
B 5% 1A peroxisome proliferators-activated receptors; ERR: M 255521k estrogen-related receptor.
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Fig.1 Signaling pathways of skeletal muscle fiber transition[®]
1.2 Ca/¥5 MmN (CaN) /A5 IHEMHIE SR F Mg (CaMK) 17 5l

BB, Ca? WOl 18 AR X VAT 4E e AL S MR, AT DL 0% e 5%
K7, VAR AL i B, (AR 4 A R AL DS, R 551 CaN {5 5% 31
REEN CatkEifizigtt. PHIRBERREG S M T Ca/85iHER (CaM) HILLER/



TRRE AR . AT 4E B PE AT, IZF4EN Ca? & B4 FLidin, 5 CaM 4547
ol CaN, HEMifE T 4% T (nuclear factor of activated T cells, NFAT) LRk, #
RN, SYEEER LG, (RS ILAF 4 AL R (b0, 523l m] LU I 15 CaN 55
SO LEF LI Ak . R4 B WUR IR Gy 850 I8 B T % Ca?*, JFi@ I CaN P45 LT 4k )
Fetb. /NBRRER CaN R[], T BUMILF4ELLE) T F%, T CaN JEd ik, HEilh 1. la
RUNLEF 4 o) 7t 8], McCullagh ZERVR L NFAT (il T2 ILEF4ERE IR [ 3RIE, il Bl
LU RIE . CaMK Al B4R N THim i) Ca2 it SLERMEF4E 8 R4k, MidkiT i
AN, AN CaMKILEMET &, JFBF R &, %Y Ca®*/CaMK Z 5 L4F
YRR AL, HORE A MR CaMK 5415 [ i 2. Bk i (histone deacetylases,
HDACs){F )G, HDACs ¥4 Z4HIIZ RN, i MEF2 i&1k, S8 ULLF 4Rk FRik0e20,
CaMK I 145y AMPK B35 5 43 7115 /N UL R A AR i e g 124

1.3 Hofth 5 B 4% K

1.3.1 SR EAES A 1 (folliculin interacting protein-1, Fnipl)

Fnipl ZAERN 5 IMEFAHEAER M —MEE 5. Baba SRR IR B B IE4H
Fnipl Al 4% AMPK BEERAL, A AMPK #II5J5, JLBERRAL/K-FFEK, 0 Fnipl W HEY
AMPK 2 518 BIRAIARSC. 7ELIEREE, Park 205 B 5 854 BN A EL, Fnipl 2
SRR/ AT B 4 AMPK ZKSFIS, H 5 AMPK A G ZAE A 8 PR R 4 B 40 U
o, RILERT B 4, Fnipl fE AMPK 74 xR S80S A i ) 4E Rp+ 4>
. [, Park S5RPULHL Fnipl fEH BN RIEK S . Reyes SEPAL UL H # VLA
Hr, Fnipl JRIRL S BRI AL BERR ALK -T 1IN, ZokifADhpeson, AR LET e
m, WUEFHESR AR A Ak . Fripl vl RIS Bl A EGR 2 1. AMPK AT 5 &Rk 2E
Y& RS AT 4EE L
1.3.2 SCKHER ¥ O IEfR 1 (FoxO1)

FoxO1 52 FoxO FMGH HHZ MR T, 2 MM BT, 72 RuUL40 58 7y
10 B VAT Y25 R B Ak b 5 4% 5 B ] . Schachter 25251 Bl FoxO1 2R AL AR 4 B

(At %7 TEE#NIF, S5 E A FoxOL AT RoK 6 &0 il LATR AL AR 201, Kamei
SRR I NN FoxO1 Z: B/ RICAMA AR, EEEIC, HUABIGRE. L5
HAERR R Bl sShRNA T4 FoxO1 Fak (e st A% sL4u il MyHC [ 3k, 5 5kigssRo
WHFE I FoxO1 iR B# AL MyHC T BIZRIASE R — 8. Sl s i 0 I3 2 rR el



HMULEEIX FoxO1 mRNA [RZIE K, 21 i AR WL AT 4E S AL B0,
1.3.3 AN A GG Z 18 (PPARS)

PPARS J& 7EH% /K V- ATHE R R 1) — F N 2k . Wang Z5PUR /N R H PPARS
WG, Zebith G acgm, H 1 RUL4eS &8, K9] PPARS Al fe /e LT 4E (i 18
I SREE > ¥ Luquet SFER I E B LR IL PPARS, RESSITHENLAF4Edy 1T A1) T AL
FYEiLAr, AT RIVERETRE I8 5R . T UIZRE PPARy 1 PGC-1a 1EA [FIJLEF4E 2%
R AN E KPR, T RE S OB WUAR 4 o R s 25 R 8 204G D81, Schuler 25034
/N B PPARB R BUILET4EE AL AE /1 R %, PPARP [FIRf #ill¥ PGC-1a #i5. PPARy AlfiE 5
PGC-lo H1F 8 [ I8 ¥ AH L AF F I 4 5 B, PPARs SfEBI A <321k (estrogen-related
receptor, ERR) BELHZEL[AIFEME (2 #4844 2L 10,

2 WUAF YAV ELAL B TR 4 1 1
2.1 RAREVHRIY)

FRAREYHRE 8 S 2 2 MY, 2RV R 525 53Ul AMPK B2 1L
FERE, WEMERE PGC-1o BERRMLIFIEAL, HEN RIAESRII AT Reid L 5 AMPK &4
LA 4R AL BT TR AL 2 By 3R Y, S i KL h T BULAF4E AR DG RE R 11
RILAKF 2 T m, 10 b BYYLEF2E i) FRIE 7K i 2 FEAREE) . /N RO IR AL SR ML R
RE 8 (2 HEDR LT 2k 18 LT 28 (R AL B, /NEUBRDIR TR 5% 3 S 2 Wy e $2 VLA P g UL
LRYERILL], BEJERIGER I, 0.5% 1NN B AE (R E IR LT 4E (K 041, Murase %1425
FOR I/ R GARR T NN & 5 2 T (R 4R 2 SRR i JULPA) 3T 32 3 RSB AL BE T - E I A4 1)
FEB IR R IR &7 ) LR R E TR RS 1 B4 5 &b, AMPK %
IBEFEL, H PGC-la RIAFZ MG, X vl A8 SHLIYIM P LA INEA XK.

2.2 e SR E A FUKT

AR Hh A RURE 2 P KT S SRR AT R T LR AE R A AL . Harrison SR I,
FEAN RN 3~7 Ji W KL & R4 S B To e, (BB 5Em sl T AU
LRYERI LA, HEME F72 7K AT XA R ILET e AL R AR — 85, R LU
Feett. LefaucheurtIWH 5L R I, AFHE AR FEOT KNI b BYYLLF 4R L] 22 TH s,
i 1Ta BYWLEFZE R o) 525 BAIS, A SO BRARI AT AL i T BT 4E b ] B 38 hn . Li &%
BT ¢ i S VRN ) e B SRV R M B IR LT A28, RVE R s IR e R T i 1 Y
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AEFLE), SRS E RN . IMHATER L, SRR RAMEL, mEAERANAT Ta M
[T x BYMLAFELL I EGn,  1Tb BYWLAF4ELL I FAR . BREECSIBE SR I, TR 2 B P ks
FEL) N\ ZT0A 3 LET 4R AR Li SR B, TR AR K P Y 16%F4 (K% 13%,
AKE NS TS SR T a BUVLEF4E i — S T BYWLAF4ER B ] 2 & 580 #7K
7 SO 7E AR5 b R T 37 7KCT 0 5 B B R K = T6 2 3 1 S K L P LT 4 2 34 (g 2
TG R, HENAIE TE 45 B 22 55 T R SR R A AR K BUR 6. EAh, B KSR IR
LM VAT e SRR DGR R (0 2R0E, 2 PRIk /)N SRR A U LT 4 B PR ) 3Rk
T 8 B/ B LG H UL PGC-1a F &A1 T LA 4E R ) RIA R B2, AMPK /£
MU B R B2 2%, ISR R I, PR AR SRR B UK P 2 S BN
YERTIH B, T RS RE RS2 M 25 Hh AMPK IR 5 1E A K .
2.3 AHFIIR TR

BOBT IO TR A, g 7 v R 0 R 1) 2L 5 L A9 AR B i JUL R 44 2 B () Ak o AT BH ISR IR
AEFIR TR ALE N T BUNLAF SR R ik, JFHEIN P RE S AMPK OGBS K. SE0R)S 1
REGE L S RDRR r A VL A I 0 1 T S R A 0 AT B F At LA 48 LAY 2 3 A DG R
MRiE, REAPEENTNA LR L3, R g iR HEMIAAR S, AMPK J&[H R iA
BE LW, HENAEAE IR (e i S RV A 4E R TR ] e 5 AMPK A5 538 % IR0 AH
RIS, AN IR 7 R PO A LT 4 2R B R e A i — e s . R HEBR I n-3 Kk
AN I BRI B AR HERE LA ZHZY T A 1Ta BT 4EME S RE RO A, MM 23 ILET 4
RIHAMR . SERES n6 ZAERRITRRN K ZHALL, WRPRNE S n-3 ZAMA
i P 1 e ek S 35 488 /I BB A UL T B JULET 4 (g BB, 1T S 35 KK T b 2R LT 44 1 B A3
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VR Yt A 52 22 B (5 5 i S R IR - (R e, 8 35 D 3 LR 4 A B A AN R AR
FEMIAATME R IE4ESR, Bk T X G BUVLET 440 M A0 1 FER ISR N 2 4, X ST
FE I 5 ) 5 A AT AR P LT 4B SR A0 (O 7t — BLEEREAT o b UL T B 40 4 B R 4L I P 3R
A TEAS IR I, LT R AR 28 2 5 LD T 40 A T RN D R (R 4 R 58 UL T AR 40 T 4
WHNARRRTEE, ORI, BRI AT RS, R AT, L2
i 7E R AT B R 2 T A0 T DRSS R A s, UL 2 40 P 7 440 B e
BN RENGHRE B, TR R ) VAT 44T B8, g i L TR AR A R 1R Ak, AR LAT
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Progress in Molecular Signaling Pathway of Skeletal Muscle Fiber Type Transformation and
Its Nutritional Regulation
GUO Qiuping’? WEN Chaoyue!® WANG Wenlong*® DUAN Yehui!? LI Yinghui'? LI
Fengnal#*

(1. Key Laboratory of Agro-Ecological Processes in Subtropical Region, National Engineering
Laboratory for Pollution Control and Waste Utilization in Livestock and Poultry Production,
Institute of Subtropical Agriculture, Chinese Academy of Sciences, Changsha 410125, China; 2.
Graduate University of Chinese Academy of Sciences, Beijing 100049, China; 3. Laboratory of
Animal Nutrition and Human Health, College of Life Science, Hunan Normal University,
Changsha 410006, China; 4. Hunan Collaborative Innovation Center for Products Safety of
Livestock and Poultry, Changsha 410128, China)

Abstract: Skeletal muscle is made up of different types of muscle fibers which characterized by
the myosin heavy chain isoform composition and consists of up to four main types: 1, Ila, IIx
and II'b. The composition of muscle fiber type in skeletal muscle influences the meat quality after
animal slaughter. The skeletal muscle fiber type transformation can be regulated by different
signaling pathways and regulatory factors in vivo and also by nutritional factors in diet. This
review summarized the underlying signaling pathways and certain nutritional factors, for reference

in understanding of improving meat quality through nutritional intervention.
Key words: skeletal muscle; muscle fiber type transformation; signaling pathway; nutritional

regulation; meat quality
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