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Research progress of PHF6 gene mutation in hematologic malignancies
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[ Abstract] Plant homologous domain refers to protein 6 (PHF6), a highly conserved epigenetic transcriptional regulator,

originally identified in X-linked neurodevelopmental disorder Borjeson-Forssman-Lehmann syndrome (BFLS). PHF6 expression is
present in almost all tissues and is highly expressed in the brain, the developing central nervous system, and all hematopoietic subsets.
PHF6 mutations are seen in a variety of hematologic disorders, more common in T-lymphocytic leukemia and less common in acute
myeloid leukemia and other myeloid tumors. The exact role of PHF6 in the normal hematopoietic system and the role of mutated
PHF?6 in the development of hematologic malignancies have not been fully elucidated. This article mainly reviews the characteristics
and functions of PHF6 gene and the relationship between mutations in the occurrence and development of hematologic malignancies.
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