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The progress in exploring the structure and

function of histone demethylase LSD1
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Abstract: The discovery of histone demethylase 1.SD1 is an important progress in the field of epigenetics,

indicating that histone lysine methylation is a reversible and dynamic process like other covalent histone

modifications such as acetylation, phosphorylation and ubiquitylation. Structural and functional research

results demonstrate that .SDI1 regulates the activation and silencing of gene transcription and the function

of p53. LSDI plays a significant role in the development of several cancers and is a potential target protein

for developing anti-cancer drugs.
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Fig. 1 JmjC domain containing histone demethylase
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Fig. 1 The reaction mechanism of histone demethylase
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SWIRM

(a) The structure of LSD1; (b) The complex structure of LLSD1 and CoREST; (¢) The binding pocket structure

of LSD1 complexed with the suicide inhibitor N-methylpropargyl-K4 H3,5;. The N-terminus of the peptide

inhibitor points to an acidic pocket. (d) The binding pocket structure of I.SD1 complexed with the pLys4Met peptide.

The N-terminus of the plLyséMet peptide points to the same pocket in (¢)
2 LSDI BiEREEEWE
Fig. 2 The structure of LSDI1 and its complex
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