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» Molecular mechanisms driving Actionable Take Away Message » Integrated analyses of RNAseq and RPPA data indicated the MAPK signaling
resistance to the third-generation * Ourfindings suggest that activation of pathway was activated in lorlatinib-resistant H3122LR cells.
ALK tyrosine kinase inhibitor MAPK signaling confers acquired » The IHC staining of paired pre- and post-lorlatinib specimens from four patients
lorlatinib in ALK-rearranged non- resistance to lorlatinio in ALK- showed a significant increase in pERK1/2 levels after the development of
small cell lung cancer (NSCLC) are rearranged NSCLC. acquired resistance to lorlatinib.
not well understood. » Combining lorlatinib with the MEK inhibitor trametinib significantly delayed the
» This study aims to elucidate these Future Direction for Research formation of resistant tumors, and reduced tumor proliferation and reversed
mechanisms and explore potential * The combination of lorlatinib with resistance in both H3122-LR cells and CDX models.
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(CDX) model were generated to as necessary and take full responsibility for the content of the publication. immunohistochemistry (IHC) to assessp ERK expression.
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