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Targeted therapy for EGFR wild-type lung adenocarcinoma:

A case report
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This paper investigated the resistance mechanism in patients with EGFR wild-type lung adenocarcinoma treated
with epithelial growth factor receptor-tyrosine kinase inhibitors (EGFR-TKI). The clinical practice of a case
of advanced lung adenocarcinoma with positive EGFR T790M gene test after taking icotinib resistance in our
hospital was retrospectively analyzed. The patient developed resistance to icotinib 13 months after treatment, and
died after 7 months on osimertinib, the overall survival was 22 months. For patients with lung adenocarcinoma,
routine genetic testing is indispensable, and it is necessary to detect T790M after the first generation TKI drug
resistance.
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Figure 1 CT scan shows an irregular mass in the upper left

lung, bilateral pleural effusion, and left pneumothorax
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Figure 2 Atypical cells are seen in pleural sediment cells (HE,

x 200)
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Figure 3 Pleural effusion sediment cells shows positive

expression of TT'F-1 in cancer cells (EnVision, X 200)
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