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Abstract

Enhancer of Zeste homolog 2(EZH2) is an important methyltransferase and an important member of the PGCs gene family. As the
core catalytic subunit, EZH2 participates in the formation of multi-comb inhibitory complex 2, which is involved in the occurrence
and development of tumors by regulating transcriptional activity. As a kind of microtubule-based organelle, the abnormal structure
and function of primary cilia often affect the proliferation, invasion and treatment sensitivity of tumor cells. The paper elaborates on
the respective roles of the two in the occurrence and development of tumors, further exploring whether there is a combined effect of
the two in the occurrence and development of tumors, and providing a certain reference basis for targeted therapy of tumors.
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