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[ Abstract]

gion of frequent deletion in neuroblastomas. CHDS is the fifth member of a family of chromatin remodeling proteins,

Chromodomain helicase DNA binding protein 5 (CHDS), located on 1p36, was first identified in a re-

and it probably functions by forming a nucleosome remodeling and deacetylation complex that regulates the transcrip-
tion of particular genes. CHDS has been identified as a tumor suppressor gene (TSG) in many malignant tumors. CHD5
is frequently down-regulated through promoter hypermethylation, and its decreased expression is associated with unfa-
vorable clinical and biological features as well as outcome in neuroblastomas and many other tumor types. This review

mainly focuses on the structural characteristics and the role of CHDS5 in malignant tumors, aiming to provide a theoreti-
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cal basis for future clinical research.
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