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Abstract: CBX6 (Chromobox 6), a key component of Polycomb Repressive Complex 1
(PRC1), plays a critical role in epigenetic regulation by binding to H3K27me3 and
suppressing gene transcription. In recent years, the role of CBX6 in tumor invasion and
migration has garnered significant attention. Studies suggest that CBX6 may influence tumor
cell migration and metastasis by regulating epithelial-mesenchymal transition (EMT),
modulating the tumor microenvironment, and mediating key signaling pathways. However,
the function and regulatory mechanisms of CBX6 vary across different tumor types, with
some studies even reporting bidirectional regulatory effects. This review systematically
summarizes recent progress in the study of CBX6 in tumor invasion and migration, explores
its potential molecular mechanisms, analyzes current controversies and challenges, and
discusses its prospects as a potential therapeutic target.
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