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Abstract: The instability of the entire chromosome caused by abnormal cell division is a hallmark of cancer development. Accurate
segregation of chromosomes plays a critical role in cell division, while the centromere is the key to accurate chromosome segregation. The
centromere protein A (CENPA) , as a centromere-specific histone H3-like variant gene and the most widely studied factor in the centromere
protein family, is overexpressed in a variety of cancers. CENPA overexpression may lead to the proliferation of centromere heterochromatin

along chromosomal arms, resulting in microtubule-kinetochore anchoring defects and ultimately genomic instability. Therefore, it is crucial

to explore the relationship between CENPA overexpression and cancer progression for finding new targeted therapies.
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