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Osimertinib in treatment of a T790M mutation advanced
lung adenocarcinoma patient with acquired resistance to
EGFR tyrosine kinase inhibitors

YE Guanchao, QI Yu, SONG Yanan, HAN Lu, LIU Yafei, DONG Bo, WU Chunli, ZHANG Chunyang
(Department of Thoracic Surgery, First Affiliated Hospital of Zhengzhou University, Zhenghzhou 450000, China)

Abstract This article reports 1 case of advanced T790M lung adenocarcinoma treated with osimertinib after treatment of
epithelial growth factor receptor (EGFR) gene 19 exon deletion mutation and drug resistance with osimertinib.
The 72-years-old female presented left chest tightness and asthma for S d without obvious inducement and was
treated at the local hospital. CT examination of the chest showed bilateral pleural effusion, mid-lobe occupation of
the right lung, and mediastinal lymph node enlargement. In order to seek further treatment, she came to the First
Afhliated Hospital of Zhengzhou University and was admitted to the hospital to complete relevant examinations.

PET-CT showed that the metabolism of soft tissue mass in the middle of the right lung was relatively active.
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Bilateral supraclavicular area, mediastinum and right hilum multiple lymph node enlargement, metabolic activity,

consider metastasis. The first CT-guided percutaneous lung biopsy confirmed lung adenocarcinoma, and the gene

test showed that after EGFR gene exon 19 deletion mutation, the patient began to take gefitinib on November 29,

2017 and stopped taking it on December 4, 2018. The results of the second CT-guided percutaneous lung biopsy

showed lung adenocarcinoma. The gene test showed EGFR gene 18 exon deletion mutation, and EGFR gene 20

exon T790M mutation. Osimertinib was taken since December 4, 2018, and no abnormality was found.
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Figure 1 Contrast-enhanced CT of the chest shows that soft tissue masses are visible next to the mediastinum of the right lung, burrs

are visible at the edges, and pleural traction is visible, approximately S1 mm X 22 mm
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Figure 2 PET-CT shows that the soft tissue mass in the right middle lobe is more active, considering lung cancer, and it is
recommended to combine pathology; the bilateral supraclavicular region, mediastinum, and right hilar multiple lymph nodes are

enlarged and active, considering metastasis
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Figure 3 Re-examination of CT reveals that the upper right lung nodules are larger than before
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Figure 4 A pile of gray-red tissue, a total size of 1.8 cm X 1.7
cm X 0.5 cm, which is consistent with adenocarcinoma (HE,

X 40)
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Figure S There are very few scattered heterotypic epithelial
cells in the clot, which is consistent with adenocarcinoma (HE,
X 40)
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