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JIEL DAY SV 40 Y 235 A ) i B S A 0 455 200 A S [ i
BRAT 58 3 Sk AR B /b, R AR T R GRS 1)
Pk, BRI R, B I AR S B TR
SR LPA) B Ay — WL (3 3K 2 RE 5 JUL 4 b 1) 3z )
LRI A 250 28 ST IR 1) 384 g 02 i L o0 KR
WA HEWHED Y,

FEA 28 SCHE O B B UL P RS HC Al 40 i N 45 R Ay
o, WUTR A0 B T A0 s o, I A Ak,
55 32 50 LA M 1 A 5 5 2 i 28 ST 5 1 S UL T A2 40 L
BN R D A A RE R R L B AN
N LT 4 B S R 57, O B T AR ™ 95 &
P2 SCC T A L PR 25 4 1 Bl 6 40 1 4 R R AR
AN S = R B A (= N N i e T e =P S S
247 0 WL A A H 2 850 04 1l It AR S AR AT ALY
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T EMEXESEERNEREIIE

LAt f st Mg TR 4 B E A P I AE T
T2, J A 28 SCIE 5 | kS 1) B L 25 4 1Y S AL 2
— T TR SR RS L 2 B R X
S SE DTE A JE 2 A AR DR 57, 40 B4 I bk 2R/
J7 2(B cell lymphoma/leukemia 2 ,Bcl —2) % . & 2
b 2 IR 1Y K & B R & K A i ( cysteinyl aspartate
specific proteinase, caspase ) %X ji& . 40 i {0 2 ¢ ( cyto-
chrome c,cyto ¢) 1 i T2 1% T [F F (apoptosis — indu-
cing factor, ATF) g e [H C — myc 95 L A p53 4,
Bel =2 G5 A AR 22, 2 20 M 8 T 00 SC B el 4 A 1
AR T AE T (i Bax) A1 4e 98 v 4/ H (40 Bel -
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2) , A3 ik 3 Y A AR R 7 P e 4 £ ( mitochondrial
permeablity transition pore, mPTP) [ JE 1l Fll £ o7 44¢ I
3 35 VY A ML TR BORLR IR AT L caspase KK
S ) 2l RVERAT 4 M0 T B AR G SR, T E ok 2 A
SHSREREMECRTEEA . HitkA =L 0 E 14
FPOEAY, 43 S 08 TR 4R 1 AT o caspase - 8,
caspase —9 I caspase — 10 NI TG E, 2PN HE T
F o U WO L 51 caspase LK 5 caspase — 3
caspase — 6 Fll caspase — 7 HA7 20 M i T2 $h A7 & A,
PR SR B OIRE A L B R A T S S R
FER 2 SCIE Y R BUILPY o 08 T S 3 i, LR 4
BENPE T A AN WG L Siu Uy ek BUME
L2 b 28 S IE AR ARY, e B2 2 JR S HE B UL 0 T i
DNA Jr Bt 1 4%, Bax ik 20l B4, Bel -2 Rk
% FE RN, Bax/Bel — 2 W& 38 0 5 55 280k7 A HH 56 14
T2 4 eyto ¢ A1 ATF S5 40 i Jit & & i 35 Fh & 5 X 3%
A8 T3 45 13 (X - linked inhibitor of apoptosis pro-
tein, XIAP) & & F &, A2 8 7= K F second mitochon-
dria — derived activator of caspase ( Smac ) 7K 3 J| & i
caspase — 9 p 2| caspase — 3 5 PR 35 H % 9[‘ , 20 i AZ F0
AT pS3 K Tk W e EAR IR T I R
WFFE R B, 2590 28 SCTE 1) R0 JUL PR 9% G e 300 6 v 7k 8
f) caspase —9 FlI caspase =7,

SRR A AT IR /Y 32237 B, 053 O A0 i it
AE s LA, LR A i o 40 A 0 T B R Ha b o H UL
TR S LORLIAR 25 Bl 2 SO T ZRn AR iR AR 1 S L
ML T B R LIS LRAE BT cyto ¢ ATF 4%
iz N V) il ( endonuclease G,Endo G) ZR M T-H M,
20 52 08 T RS S 2Ok AR S S S S 3 1 02 fi
cyto ¢ A ML 5 VA caspase {381 3% 12, 5 04 T2 B4
1% K F (apoptotic protease activating factor — 1, Apaf —
1) . % = #% B2 1% 3 ( deoxyadenosine triphosphate,
dATP) #l caspase —9 Hij{& pro — caspase — 9 L [A] ¥ h{
T /INME B ZP0E caspase — 3B T2 AT/E H S
AIF F1 Endo G #t AT LLAE caspase K i 1%, H 4%
i DNA FrBefb!* o HAR 2 b 28 S0 I i s 4 1k oy i
PRI FE TG AL SR v H0E T~ 1o (peroxisome pro-
liferator — activated receptor y coactivator — la, PGC —
la) FTER KR5S 5% I F A ( mitochondrial transcription
factor A, TFAM ) 335 [ i {ff e ohr 7 ok 20>, (L[] ) £&
KL TE 375 P 5 4 AL T 0T BUR%, HLYE 1 4 (reactive
oxygen species, ROS) 7 4= 34 i, 471 % A W 15 7% T %
S0 2R K BK Bl 0 T B ) AR SR, R UL 46 i AE
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20 g 2 T B9 FE T A2 4% (death receptor, DR) , 1Y
T-#H & A 7 (factor associated suicide, Fas) Fl fif 588 #R
BEIR T 3244 1 (tumor necrosis factor receptorl , TNFR1)
EWHOE IR T 1 R M T AN AR . AR TSR A FasL
524K Fas 255 5 8 30 A 1215 5, 8 B 1B i = %
1K, 5 Fas #5695 T2 8 B 9 ( Fas associated protein
with death domain, FADD) %5 4 )5 i k. caspase — 8, i
it caspase — 8 {1 caspse — 3 . caspase — 7 ZE AT IH
T2 TNFR1 5 H B AR TNF A OCH 1 45 & J5 W nliE
i GRS BT caspase — 3 7 5] KT, Jin 45
IER B2 SR R B ZE 4 LA Bel -2 R8T
B, IR T A OQ B JE T 32 K Fas, FADD Fil caspase — 8
(2RI I . Tang 45"k A6 B b 28 51405 ) 25 4 28
SCHE R UL R BF 58 A B, #h 22 5140 2 K TNFRI AH
K4 (TNF type 1 receptor associate protein, TRAP -
2) k2RI, AR 5 RIK BN m KT B4 L
BeJe , TRAP - 2 R IK % i F M 2 A Ko P LS
SRR R, 2P 28 S WLIE o B T 2 AR AR
s

2. 35 A S < B BT A R A A 2
SRy B RS LAY IE R S A g LAL4E i 2 G Bl
5503 i 0 S 21 o BR A, 248 1 BUA 2 TS S
x| R VLR 4EAZ A0, LA 2245

(1) A2 SCHE XS LA M 26 A R A 1Y 52 1
IGF - PLLK — Akt - mTOR 2 JJL Y & ) A% i A4 3= 22 58
W o BENSBENLEE 3 — i B ( phosphatidylinositol 3 - ki-
nase, PL,K) # i & E #4E K A 7 (insulin - like growth
factor, IGF) ##7% J5 {2 i 45 14 i B B ( protein kinase B,
Akt/PKB) B 2 Ak T #5005 36 AL 19 Ak B2 95 1R 1k
FOE Yy L 30 W) 7 0H 2 R #LE H (mammalian target
of rapamycin, mTOR ) J5 ¥ 1% T Uif {5 = i@ #% . H
mTOR & &% 1 (mTOR complex 1, mTORCI ) /£ FH F
AR T 4E 4558 1 1 (elF4E - binding
proteinl ,4E — BP1) Fll p70 % B (K% 11 S6 B4 ( p70
ribosomal S6 kinase,P70S6K)Z 5E LB E S
2 2 A8 AR 7K1 T o B T T 99 R A D S R 2
HEALA A A B B s, USRS O &
7545 [ (forkhead box O, FoxO) th 2 Akt T Ji# %% L G
F, Akt m] £ 25 FoxO i 1 f e A1k L 25 4 AH OG5 K]
(94235 K P 2 ik 2 1R MacDonald 48
SEHUE R 3 AR VIR BCAL b A Y X ph
SCRE /N R o SR T RA A L, B Ake FIiE 1k
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) Akt 7K SF- %8 B & 3% fm, mTOR 3@ 8% & i /5 =
mTORC1 1 4E - BP1 ik LI, 1M & P70S6K 7K JL
AN, T389 i s B R f 1 PT0S6K 7K ~F K B,
mTOR 38 #§ 15 5 [ 94 Al fig & B 1k LA i#F — 25 Z 45 1
AMEAINE o Norrby 25Tl % 3 5 i 28 5 0 25 4 119 )L
W IEIE Ry Akt fil 4E — BP1 Rk B, #2 1 L
G ENAZES R FEEm TEAKEMRDY
o WA R H A B

WL ZE KA il 3 Myostatin J2 LA 2 F 45 B AY 61
W EA, TSN R m G E2 K& 1B
(activin receptor type Il B, ActR 1T B) 454, 2 #F ActR
I B 093 b J5 i 45 5 % 3 811 Smad2/3 @R 1L , BH K
UL PAY -4 4 6 S DR G 0k, I s LA T
R, BIL BLIG , Myostatin % A I 2 48 861 24 Fn
JUL PRI 2A AR 1 1) 3 38 7K P B o R B R Al i b
VIR G 51 R WL & 2 SR B0, ME 7 L Myo-
statin 25 H 7K 5K, M 14 K J5 Myostatin 3 15 3
i, Sakuma 4% B 7E 2 W 28 SRR LA 2
£l N R i L NN 1770 R WA = L
R B, T Myostatin 7K 5P H7E B JJLATHE i UL A
B, AL B b 2 T R B2, ] Myosta-
tin [ 35 HURE 22 M I I VENL A 22 4, % T L pl 42 =2
e 5| A P L PR 28 4 5 SRR B

(2) 2 28 S TRE X6 UL 4 P 8 1 o i 2 8 7D 52 T
T2 SCHC T | kS WLZF 4E 25 1R e in ] 2 UL PR o & T
FEmy F 25N . LA 4eE bR E2m iz 2 E A
fi# 2 4t (ubiquitin proteasome system, UPS) 4%, 12 &
EAMRE TR Rz ZE A EEIRNZES
& F BE A (MAFbx/atrogin — 1) FlI LA BR AR 45 SE A 1
(MuRF1) 4 /8% 57 35 25 55 WL P 25 4 o R o 0 A o6
FAN G SCIE, AR RIL A T A 5] R i LA 2 i
MAFbx Fl MuRF1 ¥ &g 2 2358 n"*" . Bodine %'
i S5 R B, C2C12 i g b o 3k MAFbx 5 &
MuRF1 [ 2 K5 WA W] 722 3, 25 45 ; MAFbx il
MuRF1 =ik B AR 23 980 55 25 i 28 3 518 09 LA 22
45 MAFbx "~ #l MuRF1 ="~ /N 14 K5 WL A 25 45 15
JE 5 2 b 8 S B A A LR s LEF 48 R

ZPHASCRE A LA, MAFbx Fil MuRF1 ) % ik
KPP I LR AR B, Moresi 45 % 3 55 i 22
KR AL, T 24 8 1 % £ BE AL B (histone
deacetylase, HDAC) HDAC4 F1 HDACS 45 JUL 40 Jfd =
AL Z Myogenin 23584 i1, 1 Myogenin 3R] DL B #2 ¥
% MAFbx #l MuRF1 fy 3k 5] & L A 2 46, ) &l

Myogenin 33K a] LAHRHT 25 1 22 SCIE 5 RS 69 JUL DA 22 4
Bongers %5 4 i HDAC4 b £ 3¢ 34 #5 / WLAZ 8 (1
growth arrest and DNA damage - inducible 45a
(Gaddd5a ) ) £ ik K ¥, £ i 2 SCB B ILA
Gadd45a ) mRNA 7K Z i 38 i, fff Gadd45a M
FRIKBEM . Gaddd5e i i FE AR Akt Al PGC - 1o
PR ) 2 A R K RE B AR, JF B A v
caspase T T (1 2 11 G At 1 A [ 02 2R UL PR 25 4, {EL %
MAFbx Fl MuRF1 [) %35 8 A B F 0. PLK - Akt
A B P 2 55 X FoxO 410 sl /6 D, faf 25 W iR
L1 FoxO #F A I, $ 5 MAFbx [ 363k o R 11 R 1%
ALK 1 18 B (adenosine 5’ — monophosphate — activated
protein kinase, AMPK ) 3 i AN {X 7] | MAFbx Al
MuRF1 ik, 2 ] 98 #55 FoxO, B B2 Ak o 11 51 & H Wi
Wi, EEMEZENUA H A WEAREY) Beclinl (1LC3
I ATG7 FI p62 45 K34 I, #8 78 A Wit 8 11 K A il
S H LM AT SN ES . SR ELGE
S e R BE R 7 o (tumor necrosis factor o, TNFa)
AU I8 PR AL K 7455 4 12175 3 9 (TNF - like weak in-
ducer of apoptosis, TWEAK) &5 (1) Il i th 2= 5| 2 25 4 B
I MuRF -1 (9 F . TNF - o 38 5o 8 35 4 55 5% N 7
NF - kB 5IEJIAZES . EWHHEL T NF -kB 51 -
kB (inhibitor of NF — kB) 45 & 4 T IR &, 1M
TNFo K P38 n 2% % 1 - «B ¥ (IkB kinase,
IKKB) E 5 WBITE AL, i 1 - B B AL J5 3 i, M
s NF - «Bo LR % 5 1k 0 36 ik TKKB 22 38 i
MuRF — 1 7K, 3™ 00 UL PR 25 47 5 25 M 28 SCIRC Y
LA NF - «B 32353 i, MuRF1 7K P-4 &, 40 i
NF — kB iy 3 35 fiff 25 28 SCHE 5 1R 19 LY 25 43 KR
Wb AN, E R SCICNLA T, AT 4E A0 AR K
T 55 A F 14 (fibroblast growth factor — inducible 14,
Fnl4) ik 8 i, TWEAK 3 i 5 Fnl4 254 0l 36 1k
NF - B, I 1§ MuRF1 ik /K, 518 UL A B #
TWEAK @B /NER ,NF - kB 15 P01 MuRF1 FRAA T
Wi, A2 SORC 5| /B B9 WL IA 28 46 955 . T B TWEAK
fF 5 & B PGC - 1a /K, 855 PGC -
La Xf NF - «B & MuRF1 % £l Fnld 2 25 ) 4 il £f:
AR LY 22406

FAZ SIS, MAFDx fiE AL A 8 1A 0 1 B
fi#t , MuRF1 AL JULET 2 20 0 28 28 1 e it , I A
LA ZES . LT R ( myogenic differentiation
antigen , MyoD ) 52 JLPY ¢ 57 1 e 3¢ ) 5 D 1, 1 48 B
5 WA 4 & F1AT 98 % 5 2 b 28 SCBC IS, MyoD Pt 5%
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K VLRI B UL, i MyoD J& MAFbx R iiF#13E H ,
FA A Nt MAFbx i 3 3k 2 5 i MyoD {2 3%
AR A, A MyoD V& 55 f4 JULAE 23 AL FIJE 1. MAFbx
U 1) IS A EE A G BGER IR K T eTF3 — f(e-
longation initiation factor 3 subunit f), MAFbx [% fi#
elF3 —f J5 & 1 & M2 M, 51 & & #IZE4%. m
MuRF1 "] DLl 42 AR 22 5 52 /49 LA 25 40 &5 11 A 2 5
], 40 troponin [ | AL Bk 45 H & 4% ( myosin heavy
chains, MyHC) L8 & F (actin) 55, {2 7 5 H B 5
i LA 2= 46
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Nakagawa %5 4 t 75 25 4 28 5 B30, 15 % B 4140
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T AE 5 UET 4 LA, 22 LA 25 40 o H g 3 30k
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2. Y Bhiz gy iz B n] ik A2 b WLAF 4 20 I
PEFRBT IE L 2545 . Szabo S5 fdf £p 22 X E R B H
LR shiE 3l 2 JAJa KB, LN 25 4 g .

3. PP TR < Bl 28 JT R AE T 3 2ok 4 A 48 F R
P IR SR AL IR, A BB 6 20 2 SO LR
Ueda 851 Wy K BUIE #2851 762 1o UL 26 1 28 SIS o
MW, —HUIW R4S, 7 — AV W s 2 1A
FAZ B UIUE . 6 A HJE i, M & o id
K BN ILANE P SE G ZHRE K, 150 10 Aol 28 0 40 1
WU ZE 4 A — E G AE .

4. A0 RS A - [ N A1 2 0 22 Rl A0 B RS A K b
2 WA R AR f LI 25 46 o Yohn 5544 11 iR - 40
Jitd (embryonic stem, ES) # 48 21| IE # 22 Y1 Wi #4 A AF /)N
SUILPA & 3, R i 1 40 it a] LS 2 A 48 SIS UL A
S REPESE b, 1 7Y £ i B0 A 57 5 5 18, AL
DA 25 4 D) 22 %

5. 28WNR T A% K (clenbuterol ) & —Fl B, ' I
JiR 2R SRS, T HEILA BT S . Sneddon 45
RMWCHBN LAY KRS TEAERE, 5%
P2 SCRCLHAR LE LA BT 36 3B A JE B 1 L0 I
BRR -1 RS EA — 2 MR ZE g1 .

6. SR YT « 5L IR YT 45 8 2k e B DR i A K A1 il
P TR 5 1A S8 A 28 A0 2 i 28 S LA o, A e
g3 WA E IR P R 2 AR R B LA 2E 4
Shiotani 25 38 4 i 7 2 43 VKK A\ B 20 06 3 R A AR KA
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7 (human insulin - like growth factor - [ ,hIGF - [ )
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