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[Abstract] Glioma-amplified sequence 41 (GAS41) is a transcription factor isolated from glioblastoma,

which plays an important role in gene transcription, histone acetylation and human tumor regulation. The ab-

normal increase of GAS41 will affect the transcription process and thus regulate the proliferation and metasta-

sis of tumor cells. This paper expounds the research progress of GAS41 from three aspects of its structure, bi-

ological function and role in cancer.
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