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EGFR kinase inhibitors are the key drugs in the treatment of lung cancer patients
with EGFR activating mutations. However, emergence of acquired resistance to these drugs is almost
inevitable. There are several unanswered issues to establish best treatment strategies after acquisition
of resistance to EGFR kinase inhibitors. These include, (1) if chemosensitivity alters after acquisition
of resistance, (2) novel resistance mechanisms other than T790M mutation. MET amplification, ERBB2
amplification, etc, and (3) molecular mechanisms that confer acquired resistance to next-generation EGFR
kinase inhibitors. In this work, we analyzed these points, mainly using in vitro models.
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