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Molecular mechanism of sarcopenia
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2N

H)LORZT (sarcopenia) (&, MEICHESSTIFTLERICKD, BIEHESY VINIDERESBRDT
VINSUR, HREEREETEENEUDCERDREETDEEZI TSN, ZTOFMICE LTS FFHA
THd. YIVIRZTPZFUHE U BRHERCEKER TORARNERMNRIMEINDDH D ELEBIC,
BREHEERICET 2MBRDHIIEIRAZENI TV, IMEICH D BIREDREER S UICHKEENZE(LICE D
WA U IFU T 4 —DBVERHRIFELERREIN, ERTEFEZADULELEN >DIEBREUVVLWREZZXIT
TVWBIRRTHD. MBICKDBREEGEE (HILIORZT) [CIFERHEEE#->TVBTEHLIFLIER
<, BECIEEEHEENDO7 TO—FHRETHD. YIVOARZTVOREKFFSZSEFTHS. T)LON
ZT7RE - ERTJOBRCBVTEBHYET Y VI EBERZRBEECTHD, EABNBRIYATLDES,
ZUTHVNIEEREDBDT VIS Y AP BEHERMEOKER 2 ERLBEERDED O TN, &K
wClk, 7JOF7—t - #lENY Ny IKHER, SEHIVINIEERESFBOT VISV, B
FRERHIRREAL - BEER S, WETTE, BRHHEEBEE P RN —Y AP NS VRARESUICE MOV RUT
BEET2DZAEN ORI BBICERZEHTT, AARI I —TOHRERRERZ THILINRZT OFlciE5
FHABICRT 2RIEDHRICDVTEIERT 5.

YIARZT, TUAIb, TOF7—C, BIEHHER, M

[FUIC

HASENZ, 1950 4EA 0 = EE AR R DARE, IR
FIyFaOEM e HAEROKTICE Y, FEAdD
SHMRBINL, EEE oS RIEE), B, EHOEE
MEFFE 72138 T 2 &) BMERREEICHET L TV
2V MECEE LA RO TH L2 a RS
7L HRO®EB L OEOKTIZ X > THED TR
A \EB ORI L O T AL, BB L
TeHBEO) A WA SE D% EAEGHORICERLRY
BERITTY. 51T, Sl 1Mo b B o

(AEEZE 2018 ;55:13-24)

VAV #@BOLIELHL. LALEAS, Mtk
) BB O EOKT ORI D 72 0 B E O 1
R OBIEIZ D 55T A B = X L ORFIZAT KT
HBHH, KRE L TARWLEN S V. 5ED% { O
FAZE D, ECHED BREOWAICET 25T A A
ZALIOWVTOEEZFEI GO, INHDHRE
VA= T 2 FEB X OTHEET 5 H L WisEED
BBICHEFRICHEHTH S, AfTiEIraR=7o
GFAHZAXIELTTIRIIRT &) & 3200Hh
B AT DO % PR S 5.
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2) BHBRFAFRELRMAFMREEERY - BEMFHE

3) REIIEIAZf BRI ERG AT EEE
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MMP 23 MMP 2, 9

MT1 - MMP avB3 - integrin  CD44

(MT1-MMP, MMP-11)

fmpas EHE
(MMP-1,3,7,8,9,10,13 )

5 i E-MMP
‘ (MMP-1,2,3,7,9,13) 25 ELr
1RMEE
- EE_-MMP | ESFr—EH ’7'59':/‘ 4'¥ PR AR zﬁzﬂﬁﬁﬂﬁ~
(MT1,2,3,4,5,6-MMP) (MMP-2, -9) 5=y 3ynI7—2
| 2545 +—t8 || ssas—r RBAER, $FTRER,
(MMP-1, -8, -13) 18 ~3Ra5—4"> oA77—
MMP 4338 I 5 F
|| kOSAUE || FRFATVHY 344 i SFHRa. THARE.
(MMP-3, 10) QBOS—HY FE=Y yaIr—
MRRETOEN
(MMP-2) U T5R%—U8 ] ISZFY ?onT7—S
(MMP-12)
HERaPETE

1 MMP1 K & 58 50

Jar7—
HER

t-#ll@iv bUy IR

~ M)y AXAF 0777 —+¥ (matrix metallo-
proteinases : MMPs) D3 25 30 4 12 72 5 Hif
JEIC LD, MMP OAEALSF PR R i b RE 252272 1)
HOP R o7 MlB, MMP 7 7 3 —i%, Ok
2 Zn" 2 A L, BERETEIC Ca” 2 0§52
&, OWEAEERE LCHEASN, TuxTF FHY)
WransdZ il TR fbEha e, @7 I/ M
I BV THRVHFEEZ AT 52 &, @Ofifas~ b
Vv 7 ABGHTR U TA VIR E R R 2 R D, JLEfE
HATEREAETXTOMIBSN< M) v 7 A% 5HT %
Tl GBONKER BT OT T — LKA Ve

¥s — (TIMP14) (2o Ttk gl s h s 2 &,
LEZXoTRHBOIT SN A, b Cld 19 fE,
X7 ATR2AMBOSFREPMESINTEY, 1K
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RERE DI X o THWM L RN T 5 2 e TE
% (DY, sl X 2amEs (trax=7)
I - ERICBWTHEEICL 2 8KH) €T v 7 -
BRI EE 2 —NTH S Z e IL MBI TW»
B. AN S S RN - AR R EHHY €T
VY 7B WT, ik ofilast~ b v 7 A (extracel-
lular matrix : ECM) &HSO 7057 - HE
fEElERIZL TS (KD, SETHESIATY
RO OMIEI < M) v 7 AEASRBEEOTH T,
ETNVEW R O IR L > TH LV aR=T 5
i - HERIZBIT B4 O MMP ORENIET 27—
YWEMINOOH D", HEW R BHBHREED 5\
A (B OAA, ERRE R &) FEEIC X 2k
EAAEL, FHMERN O MMPs & PSR P TIMPs 56 31
EIEHTCHET 5 2 E DS EIRE ST YT, A
MMP (MT1I-MMP) &, MilaEe x4 574 > 7L
TEERRIAHAEL, 74 T7) rRag—rrihEox
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F1 BHEHEE (Prvax=74E) I2BF S MMPs & cathepsins £
B
€7 Tar7r—¥ S AFE B RO Z DR E /K SCHiK
MMPs/cathepsins
o i 2 ZEBLL OV
el N kfﬂ@kﬂ%ﬂ
W ome  MTIMMP Sy EUEGE (G Ref. 12
> 2 E> %é o
7L TR ko
S & ONTIHPECF -
3 g i
JE St ol
SEAS =T 38:;4}\];'{);//1?)/%\1}%@%7‘4 VX F—B/T I FR—F — A -1 ;
N g = Sz 22t - eL
ZRET/M PanMMP o OREN Gl et | 22,23, 27
7 —MgfbEFE (NO) AT
P RLSGHEI LB
BT PRREAL T
7 A S AR
VA bha74 FE R O PERAR ¢
VBT RIE MMP-2 TR MEHALC T Ref. 8, 21
<~ AET IV A AR
B O L ~OL LA -
FAIEPEFA R H A ¥ B
AL
iGER TGF-B @ L~V E 5
AT «B/7 7 FN— % — B -1 i
B E%%@%/ﬁﬁm7ur4/#% t%h#% & A
S aram SEeN - L LN
W REFI MMP-9 Y=y ) E/%/ﬁ-)')f preE il Ref. 8, 11,
YIITTY %%?%E%?%yg{7+ﬁg§mﬂ 15-17
ZYIRTRA i NOS &1 ¥
F@E#f%ﬁ{ Ligm
iy A Em
e T AL RE IR A
A B SR 2R A % WA
Wi
BRI & LRI
T L AOVET
A ViVI S & AU+ I Ref. 12
7 [ AR L O
Y ERE < SEBE
Y AET N MMP-10 T MRENS & OB T Ref. 31
7% ey .
VR H S T i =K ef.
v xern  MMPIS IRy E%%%%%Eﬁﬁﬁ 24, 27
AleTr Al 1 7 b — > 2 > el
%’%‘fﬂ&(}?ﬁ PEDH] /KA
WA 28— .3/ 70 Hh ZA8—¥ 3 KT
B%%%%?ﬁ%%@b%ﬁ?ﬁxn—%S%Eb«»ﬁT
BRSBTS S A Ref. 3
AETFI athepsin NG ;ollalﬂ %’%‘E% 2/Toll Eﬁfi"%ﬁi / Hi%@ﬁﬁlﬂ? -0 8 {5 T IS BN S5 A R €L
FME r e (5320 /72 3 2 3B T)
U Sy LA
SEERERE (B - i) W
B O I -
W RRAE AL R,
[ BRI L3
- . %vzbg74~%m
;%%i&% Cathespin S SR/ %mﬁy—/i—h—1T Ref. 37
7 SEET- 4R B RS LT o \ X
E@%K%E?é —buTs Y, AT T)HELTCA NS h 5
Ju
Bl e ko R
G PR EE
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MY v 7 ZA&EASHRE, MK RE % S O GERE &
I U CTEART AL & BEICAT R 2 &Z#H 2 R2TEE
bhTwa”. IhboZ i, FRHEET TV
7 AT BV THEI I MT1I-MMP J8 3L &Gt % 4
ATBUIETELICHLPII o2, ETFF—F
B (MMP-9) &, #ifaio> CD44 &4 L CHMilfuhic
HFEL, 7 ua 7 7 — Yk MMP-9 o g ik i 4 1
ETOTMIMLE T 7 v F ¥ 7 ~OBGRHRESh
729 VA a7 4 YEIEFRIEE TV 7 AT T,
MMP-9 G PETCHED T HE W LR & BB B LY, £
DIEFHET X5 7 AHHAENLET 5 2 LWL
2o 72", 512, Hindi 51, MHRET V<Y
A MMP9 #InFRIBS A, i AT O 5 6E R 4
ERUGEEZ N L CEBMHHELBEEZRTILEEZHS
ML ¥5FF—¥ A (MMP-2) &, i
A7 79 v ovp3 &AL TRICHIEL, MMP-2
OWEHEIEMET AR ETY) Y TIZBWTEETH S
CLLERODVOEMWARNEBRTHL MIT% 5
2V YA a7 4 Y REET VR T A TO MMP-
277V =2 a VICEBMERAMLT2EL, FHifiiE
FAEMET T2 LoD H 2", Kumar 51, IF
FERIY 7% MMP A p38 v 4 M ¥ = Y iEMEAL T
254 ¥ F—+¥ (p38mitogen activated protein
kinase, p38MAKP) i&VEALHNGI % /- L C S B 2
HFB AR E A IH T2 L L b1, =a—u Vg
fb%#% (neuronal nitric oxide, nNO) FEAERH IV 2
LD Yy URTZEBTA MR A BB
S, ERTRRRRYGE £ T L L. 2013 4RI
Bellayr 513, JEFREEMY 72 MMP [HEAITH 5 GM6001
AT EI N OB OB A L THRBHE &
HAEZIHT 2 EHE2IT-727. I s OIS
FFAES B MMP 2 L, 75 28 MMP o5 #% i 11 2
VT YIINORGPEHEINTWE 00, £
DEFNE L TEE AW TH S, C2C12 B &My
FEBRT, 277 F—¥ 13 (MMP-13) %8 ¥ i Ml ja
FHAEHFMR~ A 7L = a NICRCES T A2 L
D3R D TH S M7 - 722, MMPIO0 1% N Bz Al HE 34 5
A (vascular endothelial growth factor : VEGF) /
Akt ¥ 7 F VR E A L CREESRTGOBIE L A%
HlES 5 LG SN TWAEY . &, SR REE

16 | BAZEEZSMSS 55815 (2018: 1)
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ETNVREWE~ 7 A G AT CBA (MMP-2/MT
1-MMP) BLARIZ b 45 T %5 MMP-3, MMP10 %
MMP13 D5 BITCHAE b His S 7.

—7Jj, cysteine proteases [4F|Z Cathepsin (#1577
YY) 7730 =] BRE feoEAOMIBAZ A
Ny Vxy—LLTHEBEL, BRETOIA YV —LTH
CEAMRFRE LTH#EINTERLY. LarL, &
EINSO—ERIFMIIIM S, fc ORIk £
TV TG TR EBHLRII RS2 2D 10
), FHEOE, ATTTr T 7IV—OHTLA
TTYYKENT TV SICHERL, LMERIEE
HERIZBT TN LDEFZW S, L kY, &
FTY RO NT TV KB, BIRBEALRZ TR
BERL, 79—/l cl5 352 L2500
720 F i, ARMLETTON T TV K oL
B e oifiieco s 77 v K AR
BB X OVGMAEMER Y £ 7D SIS LTwA S
EEHLICLAY, 512, Notchl i HE{E~D
BAG- B L N IER BT 2 %E SO LY.
NS DOFFZEECR Z — R RSO THEL, (LI
BVET) Y7 IZBWTEKZH LN T 7TV VK
LB ET) V7 - ML E OBRDSAIITH B
ZERRMLAY. 22T, 20174, FHELIIVOT
AT Ty KBIEFREYT A LEIROA T T2 >
K %] (ONO-KK1-30001) % flvy, BEEIC X 54
¥HU €T 7 - HWEBHALICB TS0 772 Y K
DB ZFHL 72", %9, NEHEREIZ LD FEGH
Mk 5/ HHVIIMIEICB TS 77 ¥ KFE
Bl & ONTIHEN (BohRs) L, WGPER A 28—
¥-3 (cleaved caspase-3) /7 T &1 A % — .3
(procaspase-3) ., BAX/Bcl-2 k7 & UM MEAL
Z8—+¥-8 (cleaved caspase-8) &L~V LE
I BRI T R N —Y ADTLHEDE T, BLEREILE
% > 2327 %-1 (monocyte chemoattractant ptotein-1,
MCP-1), Toll #%%k 2 (toll-like receptor-2, TLR-
2), Toll fk=z#Mk 4 (TLR-4) 7 & O HEIE AL R F--
o, (tumor-necrosis factor-o, TNF-o) {xT-FSHi
AL D SAEPEMTE R e S I, B w15
BAE (9320 /FAIVRBEKT), VEFY ¥
7, HERHELS X OB R T S5 2k 25
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2 N7 Ty KBIETRIEIZ X B RS- PR A 562
WA (CatK+/*) & CatK #{zFRIH (CatK—/") <7 ANEHZ TS L2z BEH 5 o

Kl A~ ¥y v/t (H/E) 4t ;

ETF <y >y ) zua—2a (Masson's Trichrome) Heffs ;

9320 5/FAI L A0E 2 maohgetn

CatKFHE#|
ONO—KK1—300—01

Toll#kZ & {&-2/-44

CatK
BIEFRE

EREEE
YETYLYT
Rt

¥

B IREE

3 BB/ BEN S 7T Y v K BEIC & L EEERGREER B L 2oy

&7 BIEFND D VIZEMENIIH T TV K
EPEZ IS 2 2 LT, BHH TR b — 2 A & KM
Nail, ) €7 v 7, bR S ONTED R
IR T oA EICEEE (K2) BLOZoRT 2L
('3), JCSM (Journal of Cachexia, Sarcopenia and
Muscle 2017) HMEREIZHE L7z, ShBAHZ, #HHDS
i, ERNAERICBWTH T 7Y v K OF KT
FaOBIH~OMEG LW S22l AT 7Y Sd
Toll #52 ZAK 2 A7 p38MAPK 72 & N IZ R A K 4
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J ¥F F 3-% 4 —¥ (Phosphoinositide 3-kinase-Akt,

PI3K) /Akt-t A b ¥ i 7 & F WAL FE (histone
deacetylase-6, HDAC6) ¥ 27 F V) v 7#x¥KE=H L T
HNBIEFECA R 2l 2 R72d. IhbDZ i,

HF Ty v SHEET R~ Y ZIBT B M i
Ml s & OBEIC X 21 ) €7 ¥ 7B B0
TOHL R 5725, WHAWZ &2, 2016 4E12 Tjon-
drokoesoemo H ¥, mdx ¥ A ba 7 4 —EF I~
7 AN ARG EEE T VEERL, AT TS
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BIEFOT TV —Ya vk biMHEsy — > F —
N—, BHEL S X OVE R DGR & s L2, &
LI, ZhboZ ik, MBI RET 52— ta 7 1
VoA VTFTY v nbCICA e v ek £ L
FHT 5 LI X M OL DRI X % b
DTHAHAZEEMPLZ. K, #7577 v S#Ex
TRHANICEREIT 5 2 & X0 sHEEE, R
MALB LU YA b a7 4 —%EAL S, SHEMEGE
2SR S 7,

UEDZ & XD, MMPs & cathepsins (&l Jig 3 5if
ik, BEGE, R TRV ARY N v 7 A&
P15 # % U CEEFE, VETY v 7 LIS
HCHGTRHEEZONL. BEICEEGYETY v
7 WML D B & 3R & 2 BRI IS NE S B I
WARZTHRIED T EBHFEZHE LT, ZhbHo
BB TOTT—¥% 5 =7y ML O3S
WL IR GEERE 2 &) O I
TWwW5.

BEEY VINODEREREDT 2N
SR

TEZALICAE R &~ 8 7 B OB X 4
BN v AT A, ZoRBEE, BE S L
L7z by 7 F MEERB L O BAL Y 77 F VABEZE DI
WCEBLDEHEMEINL. v axR=7IE, M X
55 VNTHBRE S AR E DB OT VNS
¥ AIRREITRINS 2 5455 OB & 35 X OREE DB
LWL BHGEETH H, SRHIEKICE
Pt & R 3 005, PI3-K/Akt/mTOR ¥ 7 F )
YTTHY, TOREIMEIHECERL, Fy o8
7 EAEROEHART % 7253279, PI3-K oiftkit
X, MRNTO Y 7 FREE S L TRl 53t - B
A, MR ESMA YRR T L
AHSNTWAEY. PI3KIZX Y ) VEIL S 7 Akt
X7 R b= 2O ERME I E OB E R L,
mTOR I, A=+ 77 V—OMHIKNTTHSZ &
LIORENF— b7 7 V- L BERICHELTWVWS Z
LD L DI L 5> TRENT WS, F—
77 V—d, BAETOERIBTBEEAZDOF VA
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7B LG LERGFORED DO >
TFRERIH Y AT 2% BT 250 HEHRTH 2.
FRGEZHENT 201G, A—b7 7V —TF0k
A DWY) R FHE L, B -1+ T77Y—-10&k %
I MY R TOMEEBROYUGES LI L SN,
<7 AFHBIZBIT S mTORCL ¥ 7 F WRE D Rt
B 0GE LI, A= b7 7 V—DHEB XU p62 &
Y N7 HBER O IR EDI Fa v N
T OEBE R E § 5 HE RS ZE &
ENTn5LY,

WA, BALICE B4 v A ERKERT 1 (Insulin-
like growthfactor-1 : IGF-1) O T 25 A=k % 33
LT EDPHMBNT VDY, )% s 37 AL TC
5 IGF-11%, WHEFRVEY (GH) I2XhFisn
FITHF CTREA SN2, IGF-1 1, EHBMiZB v
T, Mo, 5bs LR, 7% S CICHREE
BTN E % R7-7% O FALREICEE S L
TWBYY GRG0 IGF-1121&, M3, Fhif e
MBLOBEIRIC B % PISK 7 A7 — K&, #iiiia
DRELG, F 87 G, B AK, BR, TR
AN E S S MAPK # A7 — KO ZoD Y 7
FIEESRD D 5, IGF-1 1%, PI3-K/Akt ¥ 7
WEGEILL, S6FF—+ (S6K) RIZX D & v
TR T S®. F 72, IGF-1 X Akt DY) v
LR L, Z DO TiICH 5HE KT ? Forkhead box
O (FoxO) @) ¥ AL % ¥4 % 2 & T FoxO D
Hari AT %2 $l] L, MAFbx/atrogin-1, MuRF1 ®
BIZTRBZIH T 2%, GHBICB 25 v 8y
BRRoORKBE LT, Z2¥FFo-Tasr7V—LR
(UPS, ¥ FF 1) #'—¥ E3 : Atrogin-1, MuRF1),
Yy —=2,% F—1F77 Y= 1LC3 Bnip3) B&
CHNWIRA 22D 3DODHFAET 270 Ml & 5T
INLDOPTLH, 2HEHDVIE3HFRENAEL,
VARZT 2R &3 5 ERMREDPIIET 5L ED
NCTwa, BER%MZEM T, IGF1 BB T %25
&I Akt-l1 OV Y ERALHIE] & FoxO o) ~ AL
WX BEBN~NOBITHRZ ), MAFbx/atrogin-1 &
MuRF-1 DB LR L, #i 5 v /37 Bl st s
N9 ZOTHEM, 4 270 RNA (miR) 12
X B E KR L E IR T 2 AR b ER S o
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mTOR: mammalian target of rapamycin

AMPK: AMP-activated protein kinase

PGC-1a: peroxisome proliferator-activated
receptor-y coactivator-1a
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T mmEmEL

\\\\* Al

FTR—UZ ]

Zimox T

- R Ay fohe E.l-\b
D (e

B4 HVIAXRZTHRIE - IR TTARATF LR EE

2dH 4. miR-23a 1X, E# MuRF1/MAFbx O #n T
FEB IS 2 2 & THERTREMHET L EWE SN
TV FHAWIC miR-182 W I 5 Z L2k
) FoxO3 ) YEILIZ X 5 MAFbx 7' 1 E— % — A%
PAL S A, WsEZERRASIIE S 2%, S, AN -
WAZZI IS C2C12 ML L~V T O miR-182 % il
% Z & T FoxO3 A MAFbx ZB 258 <, 5
BMERE A E S N 57, 2013 4E Motohashi 5 13,
miR-128 254 ¥ AV Y/IGF-1 ¥ 7+ VY v 7% 4 LT
B A A OB 5l & R 229 & il L7z,
fiiz, B - BRIEREC X B BRIiEkHE T 7 1 K
B4 +H 4 >~ (adipocytokine) ¥4, FRIZHELET 74
RIAL AL THET T4 KA T F 5B - 57U
T AR R DANA T E O EIEE R R R S,
NaARZT DL REMEEBHREAOREZ RS Z &
AREY Y IR & BRIRIFZEIC & - TREM S T & 729,
2010 4E Iwabu B, 774 KA 7 F ¥ HE MR
LBWTT 714K R 7 F v Zik 1 (AdipoR1D) %4
L CHilaAt Ca2l A ZFFEEL, 2L TCa™'/H IV E
Va) VT e T4 v ¥ — € B (calmodulin-
dependent protein kinase B : CaMKKB), 577/ ¥
=) YEEEMAL T e 74 %S —+€ (5 adenosine

monophosphate-activated  protein  kinase : AMP

http://www.jpn-geriat-soc.or.jp/

kinase) 7 & ONZ SIRT1 O FEBIEI & & 2 ST, X
Vot F 2y — KBERFEALZ B Ry 2 T 7 F X —
% —-1o, (peroxisome proliferator-activated receptor-y
coactivator-1 : PGC-la) &7t F M AbZMHIL, I b
OV F)TOREHRLTEmE L. 2ok, A
H912 AdipoR1 #ifilld 5 WIZFHRFFRICT 7L — 3
YYAHIET, WEFVI T AIBITLT T4 REA
7F Y OEEHIIT A IREEH 2 HRBT 5 L%
L 72, ok, FH O, 774 R4 7 F ~/AdipoR
1 i 2 L2 P I E B LBILIREE T V<
A (SAMP10) %M L THGE % 1T - 72. SAMP10
WCBWTIH 7 714 KA 7 F ¥ &5 TO AdipoR
1, PGC-lo, Y ¥ EEfb & 7z AMPK, MAPK, Akt
7% 5N mTOR 23F MR T 95 & H 12, MuRF %
BUGELTWwa Z e zHoIcL (K™, Thb
OEALIZZ 7 P A4 XX > THEIZSEL, 774
KA 27 F >~ & AdipoR1 O HHIPUAIC & o THEB)R) R
WL B EHWLNITLAEY. 2512, C2C12H
FHRLIC BV THREET I 7 Bu A > v of#ED T
& A B-Hydroxy-B-methylbutyrate (HMB) HMB %%
AMNICELY sAF b &, PI3K 4 LT Akt 2161
fbL, S HIC—HMIy 237 GHRICHED S mTOR
IEEALT B 2 LRI N, F72, W EL 2
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Akt 25% ¥ 7X 7 53R b ARG T Foxo &) v 1
EL, AEWRICT 5 2 & bR SN,

N6 E LD, 7% 4 ZI3HEERE I OL
ERNROSTHEMEE LT, RViMEE» S shiz7
FARRTZFUBT T4 RR T F UZFEARL (Adi-
poRl) #ALCHEAAWKZMRL, HMB IR
MEFRICEEE 2 & VX7 HOARARKE, 5 EHI RS-
LI edbirbh, 5B VaIARZT O, Wi
~NOKFHEATRIE S L7z,

Fi5EhE M (B2, satellite
cel) Zft - KeEF=E

BRI, BRACBWTOECEERIZRFFLT
WBRREN LMD —DTH 2™, B,
[T 74 M) L IFIEN0 2 5 055 5 2L 1Y 70 4L
PRI AEEE L, HEAEICBLTHON 2 5EE %2 H -
TWwWa™. IR, HitT 74 Ml oE R &
LTORRIEERH DX ), TORMED X OHhEH
BNZH AT HMIME - 5T LV TORIHIZRE A
TWb., FVaxR=7 OFRIE - #E & ERH T EAS
EDOBHEPEIZOWTIE, AHLRREPL VL O0, ik
PEE A TR AL 3R TSIEICEL b o T
W5 EERRIETZERE b TOMRBRSER S
oo 5. LI, FHHSEEE~ Y ZIZBWTRIL
RIS X 25 Bl R A B2 AT BATIR B) B 72 5 T2 HAE
KToOHEZT- 727, ki, BILREET V<Y
A (SAMP10) DF#EE RKISMB DN 2175728 C
%, WECHTEGHIN & AR, WAk B4 77
) ¥ a7 & CD34 ¥ 7 VBt o5 & ni BRI L (mus-
cle stem cells) O¥t& ZoMifatkne (BEhfk, Bk
LHGEGE) KT & 7R b= ATLEL R S .
ZORKNE LT, FHEME (17270 2 o7 i)
2B W T p-AMPK, p-Akt, p-Foxo3 7 & OF{Z Bel-2
DEHLANVKTTHL I L 2R X D72,

BRIEE R X Y N—DZ N —HF2 7 7
3 Y — (members of myocyte enhancer factor-2 family
of treanscription factors : MEF2) ®7%:7C, MEF2
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