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Advances in regulatory mechanism of myostatin on animal skeletal muscle

growth
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Abstract: Myostatin (MSTN) is a negative regulation factor of skeletal muscle growth and development in animals.
Overexpression of MSTN gene will hinder the proliferation, differentiation, growth and development of skeletal muscle,
while lack or reduced expression of MSTN gene will lead to muscle hypertrophy and the formation of double muscle phe-
nomenon (DMP). MSTN can play an important role in the growth and development of animals by acting on multiple
genes and combining with a variety of cytokines to participate in physiological, biochemical, material metabolism, patho-
logical regulation and other processes. This review discusses the historical origin of MSTN gene, gene localization, spatio-
temporal expression characteristics, and some relevant mechanisms, aiming to sort out some mechanisms of MSTN regu-
lating skeletal muscle growth in animals, so as to provide theoretical basis for later research.
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Fig.1 Belgian blue cattle, Piedmontese cattle"and British whippet'*’ double muscle phenotypes
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Fig. 2 Structure and amino acid sequence of MSTN protein
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IGF-T¥8 2, IGF-1 1T LAY 40 g 2 1f 32 (4 45 & 3 1 L
% PISK/ At i, %t FoxO 3 72 A 3 i 4 2
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G X B E, A, MSTN Rk & [, DA 41 il UL ast
£ A ¥ (myogenic determining factor, MyoD) 2 ik ,
Roe AT L TR V84 ity 25 2 55 UL IR 15 B 434k AR K R B A R
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BRI FL/IN B0 IR PR E L I0E Bl A L O A R
BEBAE; ZRIEFSTH/NRBBIERE TR
P LA BT B G R O, AR R B FST REWE 5
MSTN B 4454, i B 1k MSTN 5 H sz (k25 &,
fiff o LA AE FH O FE/N R C2C 12 41 i v [ B 3%
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