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Our aim How to predict the impact of tRNA
In this project, we are developing a method to circumvent the enzymes modulation on the

difficulties of studying perturbations of translation in

cancer. proteome?
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Riboseq experiments

indicate that the loss of
ADAT2 has a limited 2
impact on global et

New translation. Codon 3%

therapeutic occupancy a.n.aly5|s indicates iy
that 3 specific codons are %
targets the most affected by ADAT?2
loss (ATC, CGC, CTQ). .
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How to characterize translation
modulation In cancer patients?
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We used a breast cancer proteomics dataset of patient samples S S oo S0P SR ST
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Loss of ADAT2 leads to increased immunogenicity of cancer cells,
as shown by proteomics data analysis.
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| : Correlation between ADAT2 signature score
: — We d.erlvgd an  ADAT2 and CD4 infiltration
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patients. Immune regulation.



