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Recurrent mutations in Small Cell Lung Cancer
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Genetically Engineered Mouse Models (GEMMSSs) to determine function
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Genetic modification of SCLC cultures
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Genetic modification of SCLC PDX with CRT&B9 genome editing

A Generated @oxinducible CRISPGas9
editing approach that is applicable to PDX
models SpCTRE

A Used approach to introduce EGFR T790M
and C797S mutations into PDX and made
resistant toCrizotinild Osimertinib
combination therapy

A Successfully generate8hCTREDX in 6/20
attempts
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