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Therapy strategy of advanced lung adenocarcinoma
with EGFR T790M positive mutation: A case report and

literature review
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Abstract

The clinical data of a patient with advanced lung adenocarcinoma in Zhuzhou Central Hospital was retrospectively
analyzed and the relevant literatures were reviewed. The patient in study was diagnosed with lung adenocarcinoma
by thoracentesis and left lymph node biopsy, and the head MRI and epigastric enhancement CT of upper abdomen
showed that the cancer cells had multiple metastasized in the head, liver, spleen, pancreas and left adrenal gland.
The genetic testing of epidermal growth factor receptor-amplification refractory mutation system (EGFR-ARMS)
was carried out for the patient, which indicated that the exon of EGFR 21 mutation (L858R). The patient’s
condition deteriorated after 11 months treatment with the first-generation of EGFR-TKISs, and the result of genetic
testing of the patient showed that the EGFR T790M mutation was positive. The attending physician treated the
patient with third-generation EGFR-TKIs (osimertinib) for second-line treatment, and the patient’s condition was

relieved. After primary EGFR-TKI treatment, patients with advanced adenocarcinoma of the lung are still able to
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benefit from EGFR-TKI treatment after resistance. The third-generation EGFR-TKIs, represented by osimertinib,

has been approved to overcome the EGFR T790M mutation in patients who are resistant to the first- or second-

generation TKIs, which brings more survival benefits for patients with advanced NSCLC.
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Figure 1 CT of the lung shows an irregular soft tissue mass shadow of 60 mm X 60 mm in the right middle lung near hilus pulmonis,

with margins less polished and lobulated

B2 AEMRURETRM ETRERTIHRKTUESE, H1smm, BEEH
Figure 2 Head MRI shows a nodular, slightly longer T1 and slightly longer T2 signal shadow in the left parietal lobe, about 15 mm,

with blurred edges
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Figure 3 CT of the upper abdomen show several low-density nodules in liver parenchyma with unclear boundaries, 19 mm X 18 mm,

low-density shadow of pancreas patchy with unclear boundary, low density shade of spleen, 10 mm X 16 mm, low density nodule

shadow of left adrenal gland, 10 mm X 16 mm
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Figure 4 Paraffin section of hydrothorax shows heteromorphous gland, considering as adenocarcinoma (HE, x 100)
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Figure § (Left supraclavicular nodule) Metastatic adenocarcinoma of lymph node, consistent with pulmonary origin (HE, x 100)
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Figure 6 CT of the lung show a reduction of the mass in the right middle lung, 40 mm X 40 mm
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Figure 7 CT of the lung shows the increase of patchy blurring on the right side of lung and the grid-like thickening of interlobular

septum
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Figure 8 CT of the lung shows the mass in the right middle lung has shrunk, the shadows of patchy blurring and the grid-like

thickening of interlobular septum have improved significantly
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