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Overexpression of CENP-A and HJURP is observed in 

a range of aggressive cancers 
Is this just a correlation or does CENP-A/HJURP excess give an 
advantage to cancer cells? 

 CENP-A/HJURP excess (and 

mislocalization) provides a cancer-

specific advantage? 

Lacoste et al. Molecular Cell, 2014 
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What are the mechanisms behind this 

apparent CENP-A/HJURP-dependent 

advantage? 

Compensation by alternative pathways? 

Unusual chromatin: impinging on centromere 

function / DNA damage response? 

Can we exploit this for cancer treatment? 

Research Question 



CENP-A excess: compensation by alternative 

pathways? 
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 Not just due to secondary 
effects 
 Induced CENP-A OE is 
tolerated/beneficial for p53 
defective cells and sensitizes 
p53-WT cells 
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Thank you! And I encourage you to visit my poster for the rest of the story! 
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