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Abstract: Myosin is the unit of myofibril raw silk, composed of multiple heavy chains and light chains, is
regarded as a kind of molecular motors. It mainly works on muscle contraction, chemotaxis cytoplansmic di-
vision, cell function, vesicular transport and signal transduction. Recently myosin phosphorylation is a hot
topic, as it plays an important role in cell migration, contraction, cytokinesis and other unknown functions.
Myosin phosphorylation is divided into heavy chain and light chain phosphorylation. According to the latest
reports, it mainly elaborates the research progress on the phosphorylation of myosin on the structures and
functions, the action mechanism of phosphorylation, the biological function of phosphorylation and the latest
research results.
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Fig.1 Amino acid homology analysis of myosin

(A) Myosin heavy chain amino acid sequence alignment; (B) Myosin light chain amino acid sequence

alignment
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Table 1 The main function of myosin light chain

phosphorylation
Acting site Function Dependent factor
MLC Cell migration MLCK and ROCK
MLC Cell contraction ROCK
MLC Cell morphology and apoptosis MLCK and ROCK
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