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ABSTRACT: High Mobility Group (HMG) proteins are a class of widespread non-histone chromosomal proteins, which impact
DNA expression by inducing structure changes in chromatin. HMG20a and HMG20b are close paralogues of HMG family proteins, both
with a conserved HMG-box domain and a coiled-coil domain, and are widely expressed in vivo. They are involved in the formation of
histone demethylase complex LSD1-CoREST in the nucleus and participate in a series of physiological processes associated with cell
division and differentiation, such as neuronal and erythrocyte differentiation, cytoplasmic cleavage, and EMT processes. Researches
suggest that several functions of HMG20a/b are achieved by LSD1-CoREST complexes. The antagonistic effects between HMG20a and
HMG20b are observed during neural differentiation, while HMG20a is confirmed to promote the EMT process, which reflects that it is
probably a cancer-inducing factor. The structure and in vivo distribution as well as biological functions of HMG20a/b are reviewed in this
paper.
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Fig.1 Protein structure diagram of HMG20a, HMG20b
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