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Abstract Histones are the main protein components of eukaryotic chromatin. Histone plays an important
role in mitosis, meiosis and embryonic development process. Different histones have many special different struc-
tures so they can modulate chromatin structure, ensuring the precise operation of cellular processes associated with
genomic DNA and maintain the stability of chromatin. H3. 3. an important H3 variant. plays an essential and

specific role in gene transcription, DNA repair and maintaining genome integrity. So when histone H3. 3 mutation

occurs, it will lead to the occurrence of many diseases, including tumors. Here. we review the current research

progress of histone H3. 3 induced tumorigenesis.
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