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Background

Lack of Mstn led to an inhibition of lipid beta-oxydation in gastrochemius muscle
Myostatin (Mstn) is a negative requlator of sKeletal muscle growth

Natural mutation or targeted inhibition in mstn gene

U results in twofold increase in skeletal muscle mass (hypertrophic phenotype) in some species c Ratio p-ACC/ACC EAS
U is considered as a promising treatment for various muscle-wasting disorders. 1,6 7 09 - WT KO => The WB shows that the ratio p-ACC/ACC <1 showed a
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Methodology
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0 MAG ...) Further analysis are in progress to bring out new perspectives on the relationship between mitochandrial signaling
0 WT ' KO WT pathways of cardiolipin or muscle lipid metabolism and the mitochondrial or muscle function.
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