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Fig. 1 History of treatment. Transbronchial lung biopsy (TBLB) was performed from the primary tumor (yellow arrow)
at the right upper lobe (RUL), and the exon 21 L858R mutation of EGFR was detected. In August 20XX, TBLB was per-
formed from consolidation (yellow arrowhead) at the left lower lobe (LLL), and exon 19 deletion and exon 20 T790M mu-
tation of EGFR were also detected.

CBDCA: carboplatin, PEM: pemetrexed, Bev: bevacizumab.
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Fig. 2 A comparison of CT findings before and after osimertinib treatment. (a) Before administration of osimertinib. (b)
Two months later. CT scan showed a temporary reduction of the consolidation in the left lower lobe after the start of
osimertinib administration. (c) However, disease progression was observed four months later.
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Fig. 3 Histological findings at initial biopsy (a) and re-biopsy (b). In both specimens, infiltrative proliferation of
the atypical epithelial cells with nuclear atypia was observed, which was consistent with poorly differentiated

adenocarcinoma.
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A case of lung adenocarcinoma harboring EGFR L858R/ex 19 del/T790M mutations
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A 68-year-old woman had been treated for FGFR exon 21 L858R mutation-positive lung adenocarcinoma of

the right upper lobe for two years. A new consolidation appeared in the left lower lobe, and adenocarcinoma was
detected by transbronchial lung biopsy. In addition to the known L858R mutation, exon 19 deletion and T790M
mutation were detected by £GFR mutation analysis. Although CT scan showed a temporary reduction of the
consolidation in the left lower lobe after the start of osimertinib administration, disease progression was observed
within a short period of time. We report a rare case of lung cancer in which the £GFR T790M mutation was add-

ed to compound common mutations of EGFR.



