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IGFII /Akt Signaling Regulates Myocyte Homeostasis in
Human Induced Pluripotent Stem(iPS) Cells
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BRI T 7 4 MldoOx CEE SN0, £ OFAEREITA
PERSCL EORRE. A2 X 2RI ZEICRB TR Y 235 5
Insulin growth factorI:(IGFI)&:16F11~iﬁi$§ﬁ%;74t ZR 59 5 KT
T, FRIZ IGFIIIf EFHEMfd iz B W T H w5 b+ TCHh 5, LA
A, F&xld~ 7 R ESHEIC IGFI s 728 AT 5 2 & CTEEHMY
IHACLEREIC AR UT=, BBEDDERE LT/ 5 1PS Al AR U AR~
ST 2 & VBRSSO, ES HHAER FHRA ZREE & 72 D AGER7 2D ~—
RAVOAEE DEED SN R —AD 1 SEEZ HIVA, 1PS HllZEEDE
5P EBA L, 1RO BRNSHS UToHE I35 2 &13, WE iz KR
(THPESE BHILD Z & BRI 2\ T TR HIETH 5,
ﬁ&ﬂﬁ%% BWTE b iPSHIEIC IGF I & nF 2 & A L E K& 5 [ i
FHE A RAT,
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B b iPSHHAEIZ 26361 #k& 201B7 BRAfE L7z, 9B FEASE
BRCld. IGFI &5 F% iPS AIMIZEA L 14 HMESHE AT 7D 5 RNA
ZHHL, RT-PCR L=, 7= SIS 17 - -,
Iz, WWEEHIEEE (embryoid body : EB). #h4r bigHiz R N7- 7540
FHERAT, € LIPS MILEHHET 1 v &2 b DAFHEL T8, bFGF
AR IR L, 4 A ORIEERIC X > CTEB 2 ERL 7 ¢ 7
BRyFra—hLUEEET 0 v U2 SR LTz, 24 FERIR I bEs
HBIZAZHL | [RIRFISA o A Y 2 T3 A 22 BGF, BFGE & A7,
sV ERIE S 04 WER1% . T2 BERMS. 7 H . 14 HAEPAZ[EY L. RNA A4
HiL 72, RT-PCR 4TV 543 (L B Z 10> mRNA DREBLAE 2 Mt L7,
S DI T H A TR & [RIBRIC IO o ge b S L7z, E 7z,
PI3K/Akt 3 7 F MAREERRES ONHIK 1 ( LY294002, Calbiochem, La
Jolla, CA) ZfEH L= bIT -7,

b bk iPS ff~ IGF I i&fs 728 A L7 A IGFII, Insulin growth
factor 1 receptor (IGFIR). MyoD. myogenin OFELIX R Hiv7=25,
myogenic regulatory factor4 (MRF4) & dystrophin OFIFILA H iV
o772, MyoD 1% rhIGFII OUSMOFEEIZ 20> 54 15 HEH THRELL T
We, B FEAROMIITAEGFRENMELS | ZF LIk 2 #r4 5
ZENHEETH U RO E TOBENH Ko T,

EB TR 1% s 18 & 3k A 72 SEBR Cid, AR Z [0 L mRNA ZfH L
RT-PCR #1417 -7~ Z A5 HH TmyoD & myogenin ®3ENA, 12 HH &
19 H B TIZ MRF4 & dystrophin OFB MR SN~ fEHEIZE - iPS
FAE 253G1 #RE & 201B7T #E & HIZFERTH - 7=, & b iPSHIfEHE KO E
R A PUARRG 2> IGFIR M. 7 H H T62.0%=15. 0% TH - 7=,
F7-. 12 H B TIX 20.6+0. 6% D#EAS dystrophin [tk & 72 - 72,
LY294002 #¥sN94 % & IGFIR T > 7+ /L Todh 5 IGFI, myoD, MRF4
OFBUI R LN 20 2O DBEFRIUIFRREZNT 52 &0
oMW E7eoTe, biFE% 3 H B O/ THL myoD HLik o4y e th %
1To7-& 2 A, myoD B PERINIE 33. 7+9. 3% Tdh - 7=, [RIEEIC Akt B
X3 HE. THETENFINT79.610.9%., 96.8+3.3% ThH -7,
Z O THAELZ v R IGFI (thIGFIL) OWRINEBRAZER LT-& 2 A,
WINt% 20 43TV Al Akt BEMEMRIZ 3 HE, 7T HH TENEIL32. 7
+0.8%. 17.5%+2.6% TdH Y . IGFI /Akt > 7 F IAGERE N4 A
ENTWAZ AR,
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b R iPS MARIZ IGF B {s 128 A LEGFE L 72 Mlife T MyoD &
myogenin DI AR L7723, EAVERT~— 11— To 5 MRF4 <°
dystrophin ®FHILI R 2o 72, ZiUX IGFI BfnFDEANZ ST
1T EFEENR R0 TH Y, 57 5N RN LBERGEC, ¥ 7 A
ES #lifiel & DN, THF T 29 DNA A F AL EAR| DR 551
oty &iﬁgm@%%ﬁﬁﬁ*“éhfw6 trvzm2ome
N iPS ¥RHF A OBIEHIE RO A REMEDNE Z B 5,
IB@%%%K%H%3%%%%@@Lk%@%?%b\%ﬁﬁﬂ@
LB E T A OICHIERMRE LA b Tng, ZnETF
KA DS LB EDORAICB N TH~ 7 A~ ES M) 554
HECHOBN TSN, B F TSR RITIE LN TV, A
DFER T EB O D AT IGFIT I L T IGFIR 851 D3 BLHE R 58
S, [RFREO TGF TR ELT PI3K/Akt ¥ 7 FIVTHRFE L TWA Z &
ZFEB XD &< &b EB IR ~#IH 2 EEGE BN TiE Z @ IGF
UREBNA— T TA /T 7 T4 N TV D A[REEN H
2o

bFGF IX MAPK/Erk, PI3K/Akt v 7 T NWARERKEE &2 09 5 Octd DFEH,
EFAZ L o TES Mk iPS MR DL EEME Z MR 2 DI 4Ty
%, IGFI/IGFIR 2 HET 5 = Lt s 7 o — B 2D &
%, £7-. bFGF OMEL T 5 Z & THIlLO b5 E %2 MBI T,
SEEE. MAPK/Erk (=38 08 O P E 1L/ HEAAEIZ 38V T myoD & myosin
heavy chain O ELZ R L, Mlaghs 2 &+ 5, EB 2/Ek3 56 2 &
T.bFGE 5 IGFII ~D A A v F v 7 L fpfia b ~DORL & 7~ 72 &
EZ oD, IGFIFE FICEET 5 2 & THRDEHEBEICRT) L7=23,
AR A Z O LSRR S TR L A ERO N o T2, &
f’ﬁ&ié 512 dystrophin BEL &2 8 T D5 EFFOE ARG - DBR N
VETH D,
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I TE G~ — 0 — B b O EN T RETH D Z & &R
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