The HSP90 inhibitor, onalespib (AT13387), delays the emergence of resistance to erlotinib in an EGFR-driven xenograft model
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INTRODUCTION RESULTS

Effect of onalespib on an EGFR* cell line

Kinase inhibitors have been used successfully in the clinic, but Effect of combining onalespib with erlotinib on the emergence of resistance in a EGFR-dependent NSCLC (HCC827) xenograft model
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