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MyoD % & 7 ' K (Fig.3.) o ¢ ¢ » 3 CUG200 !m?* d® 1uM 2 5uM
clenbuterol - % ¥ Jk & 3 4. myotube 75 = » 3 4c (Fig.4.) o 2% i diip] & CUG200
® »clenbuterol # it %”gvi % 1 AKt/mTOR pathway #_:E F-v 4 £ T A5 = myotube -

AR 7 ¢ AHE I clenbuterol 3t DML 03¢ 8 % enw 4R 1% o

L 2

limfe sz % 3 F g
¥ % C2C12 EGFP-N3 ~ C2C12 CUG200 2. fm*?2 ° ¥ % & 5 90%Dulbecco’s
modifie Eagle’s medium (DMEM - GIBCO)~1.5gNaHCO3-~10%Fetal bovine serum
(FBS » GIBCO) ~ 4mM L-glutamine(GIBCO) ~ 1mM sodium pyruvate(GIBCO) ~
1% penicillin-streptomycin ; 4 i+ #* 32 % X % 4 10%FBS 4% % 1%horse serum -
52 %3 5%CO2 ~ 37°CH: % 4 °
#-3x10° Wiz 46 ~ 6well ¥ > m AJZ - < 0~ 1~ SuMclenbuterol » **ff % #-32
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3.Functional assay (Ethovision)
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Clenbuterol-HCI1 (uM)

Fig.4. 5] 8gakcsdp A2 clenbuterol 2. C2C12 CUG200m % -
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Clenbuterol Treated for 5 Days
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Clenbuterol Treated for 7 Days
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