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B 1 HiEERATHEMEACTEL
Fig. 1 The changes of chest CT during gefitinib targeted therapy

A: Before therapy (Nov. 2013); B: After 6 months (Apr. 2014); C: Resistance to gefitinib after 18 months (May 2015)

2 BEFRATHEREREHCTEL
Fig.2 The changes of chest CT during osimertinib targeted therapy

A: Before therapy (Sep. 2015); B: After 1 month (Nov. 2015); C: Resistance to osimertinib after 6 months (Mar. 2016)

B3 ECHRWUTHBEBEMACTEWL
Fig.3 The changes of chest CT during chemotherapy of carboplatin and etoposide

A: Before therapy (May, 2016); B: After 2 months (Jul. 2016); C: Resistance to chemotherapy after 5 months (Oct. 2016)
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Fig. 4 Pathological diagnosis by H-E staining

A: Lung adenocarcinoma; B: The transformed small cell lung cancer

(DAB, x200)
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Fig. 5 Immunohistochemistry diagnosis of the lung adenocarcinoma

A: TTF-1 positive expression in NSCLC tissues; B: Naspin A positive expression in NSCLC tissues; C: CD56 positive expression in transformed
small cell lung cancer (SCLC) tissues; D: Syn positive expression in transformed SCLC tissues
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