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EZH?2: a multi-faceted functional epigenetic regulator of cancer progression

FENG Hao, GAO Xing-Chun, SHA Bao-Yong, JING Xiao-Hong*
(Institute of Basic Medical Science, Xi’an Medical University, Xi’an 710021, China)

Abstact: Enhancer of zeste homolog 2 (EZH2) is a catalytic subunit of epigenetic regulator polycomb repressive
complex 2 (PRC2), which trimethylates Lys 27 of histone H3, and leads to silence of the target genes that are
involved in a variety of biological processes including tumor progression and stem cell maintenance. The
accumulated evidence shows that, beside to its canonical PRC2-dependent transcriptional repression function,
EZH2 also acts as a gene activator in a PRC2-independent manner, or regulates downstream gene activity through
the activating mutations and inactivating mutations of EZH2 itself. Furthermore, overexpression and mutation of
EZH?2 have been detected in diverse cancers, and been associated with tumor malignancy. Therefore, targeting EZH2
and EZH2-mediated signaling pathway will provide us a novel targeted therapy for human cancer in the future.
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