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Research progress in signaling pathway of skeletal muscle atrophy
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Abstract: Skeletal muscle atrophy often accompanies with tumors, sepsis, diabetes, and even long-term space flight. Skeletal muscle

atrophy lies in the decrease of muscle protein synthesis and/or catabolism acceleration. Since the degree of skeletal muscle atrophy is

closely related with the rehabilitation, live abilities, and living quality of patients, the prevention and reversal of skeletal muscle atrophy

are of great significance. Modern researchers have undertaken the abundant researches on the molecular biology mechanism of skeletal

muscle atrophy. Recent investigations on the preventive effect of the medicine on the signaling pathway of skeletal muscle atrophy are

briefly summarized, in order to offer the guidance for the research and treatment of the skeletal muscle atrophy related disease.
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0 16 A v PR e P AN T 2 1) A 1 AT Rl . V2
FEAMARZEA SRR AR Tk,
1.2 IGF-1/PI3K/Akt BN ERS B

J S FEFEAE KA 7 (insulin-like growth factors,
IGF) ZNWAKIEREYE S, fefedt gt
MG i SRl G SV . IGF SZ AR BRI
BRI ARG 285 A # Ui k>, 1GF
e SN AN WIIE ST g S Regn iyl INIEas i WN
Fo VLR i ntl, Akt AR PKB, RIVZR 13408 B,
e PR IR . INRATREE NG, A A A
TR BRI o BB 2R A5 A KA PR 14 ml A
WS Akt 15 5@, PI3K RUBEISWEIINE-3 1,
PI3K-Akt B2 —4 & M PE 5148, LY294002
At PI3K PRI 70405 PI3KC INF, BT m] $0 s ik A ke JUL
-3 IR (PIP3) A 1, BHIT Akt I35 4L . £F IGF-1
FHE ST, PIBK-Akt A THFFLHIH O ML, Akt
1w fE S, AR ENLA A Y Akt-mTOR-
p70s6k @ B AT A OH WL A4 I Akt
FOXOs-Atrogin-MuRF i i1,
1.2.1 Akt-mTOR-p70s6k iHp% HiIHE ZHED
(mammalian target of rapamycin, mTOR) EfF{ET
LR R — T 22/ 9 S R B 1 N, ST FL BN
% (rapamycin) (¥ 1, J& TG MENLEE 3-
Wl (PIKKO) AHOCHEME AR 154 Akt T 2
JEY)Z—, mTOR nf LU ZH AR, fem. EKH
THHBCOR WS Sl , R R SRR,
SEARDRI 2 R i A B AR RS AR, A
BOABM BRARGR ZoRiR G s 2 PRt
FEAE A . mTOR 7EW LN e T R
PRI D RE e AR R A 4K, — & mTOR. raptor
2 B I A R UK 54K mTORC1, 73 —AN &
mTOR . Rictor £ i [ 75 11 %% 251t 52 & mTORC2P 7,

TSC1 5 TSC2 ZMMyggpil e, TSC2 nIff
Rheb-GTP (mTOR HJIEH T4 /A Rheb-GDP %k
i, & mTOR WIT ). Akt AMUEEEEHUE
mTOR, EAEBHNET TSC1/TSC2 MR AL IT: BHL I H: %
Rheb (mTOR % AT FEPEMIEMT, (MRS
mTOR®., mTOR it /&2 Lifs 5 1. EKR
T oRemE. EEER . RIERMAR, SRS
B 508 B B IR AL T W IR B p70s6k Al
4E-BP1 (P42 S FIRIIE M ORI  IR ), M
T VLR KRR . p70s6k A2 AZ B4 40S
AN S6 B BN, Tl BERAL S6 B ki i

2 5-TOPmRNA #EE L. 4E-BP1 & HAZH
PEEUA T eIFAE MMl H, WERR1LIY 4E-BP1
LA eIF4E (@A 8 Rl E 41 A2 . mTOR
N {55l LKB1-AMPK-TSC-mTOR £ H#l ik
RE AR SE A%, e+, AMPK X} TSC
ALIE YA 1, AT G i 875 mTOR™,

UK, mTOR W& # UL A e E R &
AR R R LR AR S A J7 1T, Han 2600173 51
H IGF-1 AU RAENL DR, 458 LMW, &
I IGF-1 AL RS HESE = mTOR R RN A+
S6k. 4E-BP1 [ 1k ; FH 76 W% % 4] mTOR /5,
S6k. 4E-BP1 [ ILIRD, B BN FUT A R
FITH 6 (1 14 5 527 246 o

mTOR J VZAFAE T S04 M, 707 8& L4 o
RE I 2 B . A KRGS, Ed B
ZIUGESHTFIER, WEFwIEA AR, K
UL T fi# mTOR R4 F B B AH S % 0] 15 i JUL 2
P e L
1.2.2  Akt-FOXOs-Atrogin-MuRF i}y FOXOs ¥
SR E R — REm BERT) DNA 455 kA
T HRIGEH T, ot i s 5 1.
TR, NI A2 . FOXOs WEiRHE FOXO1.
FOXO03. FOX04 VLK i Wtoii) FOX06, [T
FOXO06 LISb, X8t [ W skiis thvos T HO2 e
PR AN A T S DNA R gs &0,
Atrogin-1 (BT Fx &y MAFbx) F1 MuRF &P LIA
P Sk B3 g, FOXOs 1] LT —F R IX,
AR BERRIE S ERE OB RIS ER . ARSI
REWNGEG RN ZESi1, Atrogin-1 1 MuRF #{
Sl BT e AR AR AR, Rk Atrogin-1
FTMuRF W] DL B 86 L2 46 10 5 3020 FhRid ),
TENLAIAR D505 B2 W e Sl B PR T . A SRR
B, M0 SRR R K B Atrogin-1 53 MuRF i,
N ERFRAIE T FE AR AN, XU A —
AN E3S BT LA 2 R B R N 248, [FE
WX P E3S A ILZE 45 2 1F 1 5 4 0L, S Ay
W9 I, IGF w] LLE AL Atrogin-1mRNA )
I, MuRF JGAEHT, 1 BH 3K il (10 8 g i 178 A2
FIE AT (U8 Akt 2 2R (AN A, e R LA
il FOXOs MAZHAT 145 Atrogin-1 F MuRF [1)214,
A R T E A4 .
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JI =5 e A] 3 1 PR FoXO3a. MAFbx. MuRF1
mRNA I [ Rk 7K Pk 1M 48 2% 2R 1 48 1 i UL 25
i, AR (extract of Grinkgo biliba,
EGb761) REHEZE KR AP FEINLRZEYs, HAE
FIHLHIZE EGb761 Re iy 4h Jid th {2 fff FOX03a &
WAL IR 40 A BRI B, AT FOXO03a 2K3E T i
MAFbx®, 2z 48, T FOXO03a i NifIL Fif
MuRF1 [FJRIE 31 2 2% 15 B WL 245 .
1.3 IKK/NF-kB/MuRF &%= A & 5 P&z

NF-xB 24 i) I AP e L R, 440 i
52 F AR TT e g0 T B A A, R
3 A5 5 A L R RIS AE T« B %0 NF-xB %K
G S 4 k: e-Rel. RelA (p65). RelB.
NF-kB1 (p50). NF-kB2 (p52). EAMIEIE 14
1 P AR5 16 Rel [A] Y5 X RHR(Rel homology region),
f77 N 394 300 P2 B, [FE DNA 255 Xk,
R RENLIX I HT RS TR AR B I 11X 35 A K
TR K. NF-«B g LL— 2 17 N R 45 5 1
2, Hoh SR R ps0/p6s sk A b
e, FTh— T4 NF-«xB ml/& p50/p65. IKB
(inhibit kappa B) 40K P A7 R Iy — MR,
AJ 5 p50/p65 4t =R M H#E 75 NF-xB K&
PEAE S IR LR IE . IKB 45 IKBo. IKBB.
IKBe. Bcl-3 & ATAE A pl00. pl05 %, —f IKBa
5 p50/p65 4ity, FE p50/p65 TLEHMHIE . IKK
(IKB kinase) &P IR 5K, |8 T2/95%
PR, HALHSE IKKo. IKKP LA IKKy (NF-xB
essential modulator). 440 il 52 2 A AL N 41 A PR
T W EE AR A A FE S e,
—ANEE ZANBRREE IKK 5 MNNES IKB
WAL, REMAE p50/p65 N SW bR, BEAY
JfAZ b 5 R SR DKL) )R 31 FOXO 454, dkm 3
MuRF [13RIA, M JH Bz 2 I EE A8 12 g
eSS

(A2 P (—Fp NF-«B T3 N H A7 MAC16
B 24 h Ji5 g 35 G R TR R BRI b H LR
FLEAR, BB UL NF-«B 3%k T B2, i s
FEPR/N B MIKK F1 MISR [IRFFER I, MIKK /)
() MuRF-1 T}, 1) MISR #43E X i MuRF-1 %
i, XU NF-xB 518 LA 24647355 il ik
MuRF-1 51 R, i IKK/NF-kB/MuRF 3
A LA AN SRR LA 2 45
1.4 #%|3E Myostatin/ActRIIB ES@EN S8

B ELE

WUA A KT ZE (myostatin) & AL A KR 1
(TGF-B) MG — 01, R 208 T IR LA Ak
I ERE UL, 2B BELER G R IAT IR 1R 4161
. Myostatin {55 5% FRULT TGF-p i KKK
TGF-B, s PRI AN [ S 1Y 1) 22 2 12/ 7 28 R P g 52
A F 1. Myostatin 1] {135 4k 25 Activin I A/B
(ActRIT A/B)ZATEAL, SR 5 5 2 454, {2 myostatin
5 Activin [I B 454 5 %% . Myostatin 5 Activin [ B
gitim, HhH 1 M2k ALK4 805 ALKS 454, R
JaERA Smad2/3 BEifT R MyoD (—HILIAJE R,
) IS, SEUR A A b 5 R BRI
4ii. Myostatin & REFIH] Akt BEFR IG5 S FOXOs %
ik, i Atrogin-1 Il MuRF, s (R, Skl
IHARERIH] IGF-1 H#E A RgsE, 1 Hitbigie
NE-«B 347 A E 7 ) IGE-1 L AEHIA] Myostatin
g, PrLUXAME AL SRR K &R

H sActivin [T B (Activin ITB #5135 ik
RERBNZEL /N EIRTT G RKIN, sActivin Il B A
AT LARH AL A Bt e O B LA 5 e, T80
LRI Fr L2 45, FLHLHI ] BEE sActivinllB 584
BT Smad2 Jif, SR FOXOs K1, i
A Atrogin-1 FI MuRF ik, [R] I ) LA
PRI, 25 b, HIE Myostatin/ActR 11 B 47
SR W T RE S L ZE A ) A SR, ActR
1IB th ] e — NI T B LSRR AR s Y
2 N

HHNLEAR 5 LR S B ST e S DA G,
HHEIVLE A& R BT o AR I, SR
FE, JLIHIEHLHI SR B 2SR 515 5 R
RAEP+ NF-kB i&4%. #1235/ Myostatin/ ActR [I B
BAREE, HET M Z A I0IT )ik (HULEE S
B IR A AR, XLAE Sl P A
IRTT LA ZE A0 1R AT 8008 5, IR B B IR 46 (1) R
TR AR T, I AR A G TT LA 248
Breyse i, BA T EEE .
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