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[ Abstract] The genetics mechanisms of drug resistance in non-small cell lung cancer (NSCLC)
patients treated with epidermal growth factor receptor - tyrosine kinase inhibitors (EGFR-TKI) were
revealed gradually, one of them was surprising-NSCLC transformation into small cell lung cancer
(SCLC). This phenotype transformation associated with EGFR gene mutation was resulted from tumor
heterogeneity, cancer stem cell or some molecular events, but there was no confirmed evidence for them.

Currently, the treatment of the transformation of NSCLC into SCLC after failure of EGFR-TKI therapy is

« BRI -

empirical in clinical practice, no higher-level evidence to recommend.
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