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Stimulated by Myostatin Gene Mutation

GAO Li', YANG Lei’ , LI Guangpeng®”

1.School of Biology Science and Technology, Baotou Teacher’s College, Inner Mongolia Baotou 014030, China;
2. State Key Laboratory of Reproductive Regulation & Breeding of Grassland Livestock, College of Life Sciences, Inner Mongolia University,
Hohhot 010030, China

Abstract: Myostatin (MSTN) is a negative regulator of skeletal muscle development, which is highly conserved among different
species. Animal individuals with abnormally developed muscles can be obtained by natural mutation or manipulation of the gene
by gene editing technology. Studies have shown that MSTN gene mutation can affect muscle development through various
regulatory approaches. Therefore, the mechanism of MSTN mutation promoting muscle development was reviewed from five
aspects, such as myoblast proliferation, differentiation, protein synthesis and catabolism, histone modification and macrophage
polarization, in order to provide reference for the production of new materials for agricultural animal breeding and the treatment
of major cachexia.
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Fig. 1 The possible mechanism of MSTN mutant regulated the TET1 mediated demethylation”
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