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[ Abstract ] In recent years, the chemotherapy of non-small cell lung cancer (NSCLC) has almost been reached a
platform stage, and there is no obvious progress in terms of response rate (RR) and overall survival (OS); With the great devel-
opment of molecular biology, epidermal growth factor receptor-tyrosine kinase inhibitors (EGFR-TKIs) has good therapeutic
effect on the NSCLC. But, almost all patients of EGFR-mutant lung cancers develop drug resistance to these agents. This paper
reported a case of a 49-year-old woman with lung adenocarcinoma who had EGFR mutant (19-DEL) treated with EGFR-TKIs.
After disease progression, histological examination of a secondary biopsy specimen revealed small cell lung cancer (SCLC) had
transformed to SCLC treatment. Through the analysis of the process and effect of her therapy, the following is a summary of the
relevant mechanism.
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Fig 1 Pathological pictures: Hematoxylin-eosin staining of a primary biopsy specimen (A-B). Hematoxylin-eosin staining of a secondary biopsy

specimen (C-D) that was positive for TIF-1 (E), synaptophysin (F), KI67 (G), CK7 (H) and CD56 (1) (SP, X100).

2 SRTTHABIMMARCTE (b, At HIFERARITE1A 20134£6R) ;B SFERAFHER (2015F4R) | C: A/ AT ARE (20155F6A) .
Fig 2 The changes of chest CT in different stages. A: Targeted therapy for a month (June, 2013); B: Resistance to Gefitinib (April, 2015); C: After two
cycle SCLC chemotherapy (April, 2015). CT: computed tomography; SCLC: small cell lung cancer.
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