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Role of nutrient sensor AMPK on regulation of myogenic inhibitory

WRFERR OMEEL (F030) 0 VMR R & 0 SR TRRE ~ & bR 7 v o 910 2l st 22
RARENT Uz, BRI L 7 3FIa i, fZifiia~—2 —Myfs #%8lL, MbFEIZ L > Ty
{b~—#% —myogenin Z ¥l L7c, AMPK Z{EM b3 (K7 v a— A THobifE Lo & &
SERIHIE i, ~A A A FZF 2 (MSTN) HIAWEA L7z, LarL, MSTN L& 7% —D%
BT E D > 7=, AMPK OJEMELA] AICAR X FEIER 0L 291 L. MSTN R HL 2K T
SH 7z, £/, AICAR (T MSTN > 7 S HERIOER 2 HIE LTz, £ - T, AMPK iZ MSTN
OFER ZFHET L TV D AlREMED RIE S 7,

WFZERCE OB (¥30) : Primary myoblasts that can efficiently differentiate to myotube was
established from bovine skeletal muscle. The myoblasts was expressed myoblast marker
Myf5 during proliferation and differentiation marker myogenin during differentiation.
These cells were inhibited differentiation and MSTN expression under low glucose
condition, which activates AMPK. However expression of MSTN receptor was not changed.
AMPK activator AICAR also inhibited differentiation and expression of MSTN in myotubes.
The effect of antagonist of MSTN signaling was abolished by AICAR. These results suggest
that AMPK regulates the action of MSTN.
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