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N Transformed cells display a neuroendocrine phenotype day

N Cells with ATP53 and ARB1 grow significantly slower than WT

N Additional Gene A overexpression accelerates growth
Gene B knockout further reduces the growth rate

N Specific combinations of co-alterations driving SCLC
at this point unclear
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Stepwise engineering of healthy lung epithelial cells
with defined mutations to model SCLC transformation
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N Genetically perturbed lung epithelial cells exhibit progressive N Upon genetic perturbations and prolonged culturing,
changes in morphology during prolonged culture lung epithelial cells undergo partial transformation
(anchorage-independent growth in soft agar)

Further genomic and molecular
characterization is ongoing to define
the mechanisms underlying distinct
transformation trajectories
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