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A case of osimertinib for lung adenocarcinoma patient with

secondary T790M mutation after icotinib

HUANG Jinhong, ZHANG Xiaodong, YOU Zhenhua, CHEN Yi, ZHAO Yungen

(Department of Respiratory Medicine, Affiliated Changshu Hospital of Xuzhou Medicinal University, Changshu Jiangsu 215500, China)

Abstract
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A lung adenocarcinoma patient who had secondary T790M mutation after icotinib was admitted to the Affiliated
Changshu Hospital of Xuzhou Medicinal University with second-line osimertinib. The patient is a 70-year-
old woman having recurrent cough and phlegm for 15 years and had been aggravated in the past half a month.
CT showed consolidation of right middle lob and pleural effusion; pathology report expressed the metastatic
adenocarcinoma of pleural fluid cell mass from lung; blood gene detection said EGFR 19Del combined with TPS3
mutation said TPS3 mutation again after 10-month oral icotinib 125 mg, 3 times a day. The 9-month follow-up
visit after oral osimertinib 80 mg once a day reported partial response (PR). Therefore, patients with advanced
non-small cell lung cancer should have a clear genetic status before the treatment. The positive patients with TKI
treatment can get longer overall survival and have a better life.
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Figure 1 CT shows consolidation in right middle lobe, effusion of right pleural effusion
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Figure 2 Cytological diagnosis: (cell block from pleural effusion) metastatic adenocarcinoma, inclined to pulmonary ( x 200)
(A) M7k HEYL (05 (B) Bk 4B HEYL (5 (C) TTF-1(+); (D) NapsinA(+).

(A) Pleural effusion by HE staining; (B) Cell block from pleural effusion by HE staining; (C) TI'F-1 (+); (D) Napsin A (+).
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Figure 3 CT shows the tumor volume shrinkage

(A)4H10H35 mm x 19.58 mm; (B) 7H9H 32 mm x 16.32 mm; (C) 10H8H 29.84 mm x 14.76 mm,

(A) 35 mm x 19.58 mm on April 10; (B) 32 mm x 16.32 mm on July 9; (C) 29.84 mm X 14.76 mm on October 8.
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Figure S CT shows lesions enlarged, and pleural effusion increased
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Figure 6 Lesions and pleural effusion diminished

(A) 20194E3H 18 H24.31 mm x 11.96 mm; (B) 201948 H 12H 19.61 mm x 12.80 mm.
(A) 2431 mm X 11.96 mm on March 18,2019; (B) 19.61 mm x 12.80 mm on August 12, 2019.
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