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Abstract: ATPase family AAA domain-containing protein 2 (ATAD2) is a new member of the ATP
enzyme family. ATAD2 contains AAA domain and bromodomain. The structure of ATAD2 suggests
that it may have functions related to cell proliferation, differentiation, apoptosis and tumorigenesis.
However, It is still unclear how ATAD2 gene regulates tumor cell growth,proliferation, metastasis,
and what are the related mechanisms and signal transduction pathway. This article reviews recent

research progress of ATAD2 in tumor development and invasion.
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