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Discovery of novel cancer treatment with CRIPR/Cas9 screening
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We utilized CRISPR/Cas9 screening in EGFR mutation-positive non-small cell
lung cancer cell lines to identify genes involved in EGFR-TKI resistance.
In addition to previously reported genes like AXL and FGFR1, we identified SHOC2, a scaffold protein
coding gene involved in the activity of the MAP kinase pathway, as a gene involved in drug
resistance. In EGFR mutation-positive lung cancer cell lines, we found a correlation between the
expression level of SHOC2 and EGFR-TKI sensitivity.
In addition, we found that SHOC2 expression was altered before and after EGFR-TKI treatment in

clinical lung cancer specimens.
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