ATVAL

é;i[ }u %ﬂ
ER §85%
(l-ﬂ ﬁ!y= f

=

UNIKLINIK = CS" RTG UNIVERSITY PZ 054
~ ologne — Seoul International OF COLOGNE Conference.on Lung Cancer

KOLN I Eeseirch Tfainin; Ctiroupt ¢

ldentification of therapeutic vulnerabilities of KEAP1-mutated lung adenocarcinoma

Sai Kirti Krishnan Murali!, Hannah Demond?!, Marta Pistone?!, Katharina Utschakowski!, Lea SchoRRe!, Maria Cruz Nieves?, Vanessa Richartz!, Barbara Holz!, Maria-Bianca Bulimaga?3#, Mafalda Escobar-Henriques?34, Reinhard Bittner!4>, Axel Hillmer!#

1 Institute of Pathology, Faculty of Medicine and University Hospital Cologne, University of Cologne, Cologne, Germany

2 Institute for Genetics, University of Cologne, Cologne, Germany

3 Cologne Excellence Cluster on Cellular Stress Responses in Aging-Associated Diseases (CECAD), University of Cologne, Cologne, Germany
4 Center for Molecular Medicine Cologne (CMMC), University of Cologne, Cologne, Germany

5 Lung Cancer Group Cologne, Center for Integrated Oncology Cologne/Bonn, University Hospital Cologne, Cologne, Germany

1. Introduction 4. KEAP1 KO cell lines are more resistant to ROS induction 6. NRF2 & Glutaminase inhibitors resensitize KEAP1 KO cells to
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