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The regulatory function of acetylation modification

on the stability of human non-histone proteins
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Abstract: Acetylation modification is a reversible post-translational modification of proteins that is widely present
in organisms. It mainly occurs on the side chain NH, group of protein lysine residues and was first discovered in
histones. It mainly affects the structure of cell chromatin and activates transcription factors in the nucleus by
modifying histones, and regulates cell life activities at the genomic level. With the development of acetylation
modification detection technology and biological research, it has been found that acetylation modification is also
widely present in non-histone proteins and regulates the function of proteins, thereby affecting various biological
processes. One of the functions by acetylation is regulating the stability of non-histone proteins, making non-histone
proteins more stable and persistent in cells. This regulatory mechanism plays an important role in the growth and
differentiation of cells and affects the occurrence and development of various diseases. In this article, acetylation
modification and its main biological functions were introduced, and then the mechanisms and effects of acetylation
modification on the stability regulation of human non-histone proteins were systematically summarized. It also
introduced the effect of regulating protein stability by acetylation modification on disease occurrence and
development. It could be helpful to analyze the mechanism of disease occurrence and provide new ideas and
methods for disease treatment.
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