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* terminal differentiation « telomere attrition
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1. Why is the senescent state so stable?
(how to create a permanent cell cycle exit)

2. Why do we still get cancer”?
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: = tri-methylation of
H3-Kome3 e

lysine 9 in histone 3

* epigenetic marks specific for senescent state
« silencing of genes required for proliferation

» methylation competes with acetylation

unfortunately, creating and maintaining these epigenetic marks
requires other genes ...
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RNAseq data

collaboration with
Bin Yue

from
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oncogene-induced senescence ...

... IS a tumour-suppressive mechanism that can be hacked



