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Abstract

About 30% of NSCLC is driven by activating
mutations in KRAS. KRAS signalling is tightly
controlled through a series of post-transcriptional
mechanisms, whereas dysregulation of KRAS activity
is translated into heterogeneous clinical behaviour.
Recently, leucine zipper-like transcriptional regulator
1 (LZTR1) was implicated, an adaptor of the CUL3-
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containing E3 ligase complex, in the control of RAS 0 10 20
ubiquitination, suggesting that LZTR7 loss could
contribute to lung cancer by increasing the
heterogeneity of KRAS signalling and affecting the
drug response.

To assess the impact of LZTR1 on KRAS-driven lung

cancer, we used the Kras®'2P mouse model.
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LZTR1 regulates RAS signalling heterogeneity
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