
Vol.:(0123456789)1 3

Cellular and Molecular Life Sciences           (2023) 80:85  
https://doi.org/10.1007/s00018-023-04725-8

CORRECTION

Cellular and Molecular Life Sciences

Correction: An oncogene addiction phosphorylation signature and its 
derived scores inform tumor responsiveness to targeted therapies

Eleonora Orlando1,2 · Matúš Medo1,2 · Ariel Bensimon3 · Aurélie Quintin1,2 · Rahel Riedo1,2 · Selina M. Roth1,2 · 
Carsten Riether4,5 · Thomas M. Marti6,7 · Daniel M. Aebersold1,2 · Michaela Medová1,2 · Ruedi Aebersold3,8 · 
Yitzhak Zimmer1,2 

Accepted: 13 February 2023 
© The Author(s) 2023

Correction: Cellular and Molecular Life Sciences 
(2022) 80:6  
https://doi.org/10.1007/s00018-022-04634-2

In the published article reference 41 was missed in the third 
paragraph, under discussion section in the page 15, and the 
below mentioned reference has been incorrectly processed, 
and the error in the below references has been now updated.
Previously, we have reported that aberrant activation of 
the MET receptor modulates the cellular response to IR by 
rewiring key DNA damage response (DDR)-related phos-
phorylations in some tumor cell lines featuring MET activa-
tion [41]. Assuming that a MET–DDR interface underlies 
MET dependency, here we monitored 116 DDR- and RTK 
signalling-associated phosphosites in a panel of MET-
positive, MET-responsive as well as non-responsive tumor 
models following targeted MET inhibition. This analysis 
revealed 14 METi-modulated phosphorylation events that 
were present solely in MET-addicted models, thus represent-
ing ‘MET-asa-driver’ footprints.

The original article has been updated.

Open Access This article is licensed under a Creative Commons Attri-
bution 4.0 International License, which permits use, sharing, adapta-
tion, distribution and reproduction in any medium or format, as long 
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included in the article's Creative Commons licence, unless indicated 
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the article's Creative Commons licence and your intended use is not 
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need to obtain permission directly from the copyright holder. To view a 
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