Fp E AT B 2E )2 243) Chinese Journal of Cell Biology 2011, 33(8): 942-947

http://www.cjcb.org

NF-xkB{ES1#

B 5B RRA =4

E )%\ ﬁ *
(DU T 24 B A RERE 272 B, 1L 430079)

BE  BFRIEEAATLHARFZERRET, wEA. REREMR, #EF-kB(NF-
KBz 5 i@ % 0 4ENF-kB. #74]%& & -«B(IkB)# kB8 (IKK), CNIEMNE S T £ FZHA, 449
FlANAEG RIEMR. F5 KE. FBIRG/E %6 LA 469 B 4 . NF-xB4: 3 $e & 35 MuRF-1.
YY 1£2MMP-9, if 7T i it 4% 3 & 98 5 MyoD. B, & B %45 445 s AR €4 BANF-kBif &

b F R ALE S ) 2o T ¥edr. ZFER

FIE G RAEAE
KA HERIL; FEYE; NF-«B; 15 5 18 %

1 5|18

22 Tl A= BRI 995 38 )38 Tl A )L i AL A i
BRI BRI ReN I 2 44 i fs 5 1l
4, AH I S A UE B 26 W, NF-kB 2 e 2 45 51
S ARGz —, WIGNF-«xB] SEUH #1245 . NF-«B
& — PP E B 2 RO S R T, AT . RE
0 M A A7 A B S N o {HL A, NF-xBAR 5 % 75 7
WS WLZE 45 b VR Bl A B BESE . JAE4N i
PR bR O R R 4 A R T R e
R BENF-«BIT LA FH o S S8 s WA 7 () 384 A
Zy BRSO AL T A TR A, R A SRR
NF-«BiG P B b & fir s R0 i, AL DL
FEA R (DMD)FI 28 45147 55 4511 N R AE VL Z 4
A SCKE T VB NF-xBAE 55 18 % 78 1 8 WL 46 b 11
H.

2 NF-«kBESE

NF-kBf5 5 it i £ 5 NF-kB . #il £ 1-xB(IkB)
FIIkBH# KK ™M, 1% #1032 28 (5l 3
RBEFE T 81, Bk TIKKE &4 W5 /16, 0%
NF-kB ] i o 8 31038 %, n) 3@ 3o 9 28 438 2% 52 %
(KIT)o WOENF-kB[1) £ S % 2 IKK BATKK y i i
PEI, ¥ K IkB AL (A T BEIR AR A BB Ao 1T 53
— 2% A 28 L IE B U Bk FIKK o MINF-k B 5 3
(NIK), %5 Jep 100R7 44 2 (1 T 450,

KT CAE B, BOENF-B2 V2 M )1 35
i LRI . BOEHEIUER Y, B TR Y, £

NF-kBA&F 8 E % + 4946 ), A F- R34 77 k6

%1 NF-xB. IkBFIKKEHRR &
Table 1 Protein families of NF-kB, IkB and IKK

HEH AT G R BT FE A

Proteins Family members or subunit compositions

NF-xB RelA(p65), RelB, c-Rel, NF-kB1(p105/p50),
NF-kB2(p100/p52)

IxB IxBa, kBB, IkBe, IkBy, Bcl-3, IkBC

IKK IKK 1/0, IKK2/B, IKKY/NEMO

L 122 B4 UL 0 R, 1 EL
AT NFBILE A 25 i B

3 NF-«xBES@RERANEZELEPIER

e ONONIE 3 NE S 7S D)3 P =0 1)
fify [EEAZ), KESCE LM S R E IS
Do FECH U RA ) R E TR AT
UEBH, J5 B2 6 A B S 14 5 T OK R LE H A JVINF-xB
DNAZE A (136 e S JE R S 1, 1o H5 & FR
BUAH UL, 76 2% By L H A LA, NF-xB/IkBS % 2 1
Jiip50. c-RelFIBcl-3 (1) #% /K - & % T 7. 43 HTNF-
KB/DNAK & W% W, F 2% Ap50. c-RelfBcl-3,
1M % ANF-xB/IkB S5 2L e i 51 P X T 53 1) 2
AT R 22 4 AT W0 48 Mip50/p65 NF-kB 2
A, XD Z SR AR FBOR AR JERE 41 B DR R T B
WO, HAES 58P i B L 2546

A TipS0FIBel-37E 2 4 faf UL 45 v A FH A

Wk E1: 2011-03-25 232 1 1 2011-04-01
WAL AR R 3E 42 (No.2010CD060) 75 35 H
*HIME# . Tel/Fax: 027-87191215, E-mail: msijin@wipe.edu.cn



Lk NF-xBAE 5 18 4% 58 08 WL 25 4

943
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28 M B B AR IKK o/ IKK 0, I3 EURERR AL AN Lp100, 7 Bip52/RelBS — 5 £
Activation of NF-kB can occur by classical or alternative pathway. Classical pathway involves the activation of IKKo/IKKB/IKKy leading to phospho-

rylation and degradation of IxBs, forming p5S0/RelA. The alternative pathway involves IKKa/IKKa and leads to the phosphorylation of processing of

p100, generating pS2/RelB heterodimers. ROS, reactive oxygen species; NIK, NF-kB-inducing kinase; Ub, ubiquitin, MEKK3, mitogen-activated pro-

tein kinase kinase kinase 3.

Bl FENF-xBES@E
Fig.1 Schematic representation of two NF-kB signaling pathways
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Fig.2 Diagrammatic representation of the role of
NF-kB in muscle atrophy
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NF-kB Signaling Pathway and Skeletal Muscle Atrophy

Meng Sijin*
(College of Health Science, Wuhan Institute of Physical Education, Wuhan 430079, China)

Abstract Skeletal muscle atrophy occurs as a serious sydrome of a wide range of diseases and physiologi-
cal conditions such as disuse, aging and various chronic diseases. Nuclear factor-kappa B (NF-«xB) signaling path-
way consists of NF-kB, IxB and IKK. Emerging evidence suggests that activation of NF-«B in skeletal muscle may
contribute to the degradation of specific muscle proteins, induce inflammation, and block the regeneration of myo-
fibers after injury/atrophy, eventually leading to muscle atrophy. Transcriptional targets of NF-«kB transpcription
factor include MuRF1, YY1, MMP-9, etc. Moreover, NF-kB signaling may relulate the expression level of MyoD
by post-transcriptional mechanisms. Recent studies using genetic mouse models have provided strong evidence that
NF-kB could serve as an important molecular target for the prevention of skeletal muscle loss. In this review, the
current understanding regarding the role of NF-kB in different models of muscle atrophy and the development of
novel therapy will be discussed.
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