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Successful treatment of combined osimertinib, pemetrexed and bevacizumab in a case of lung
adenocarcinoma with EGFR 19del/T790M/cis-C797S mutation

ZHANG Hang'!, YUAN Xia®" (1. Affiliated Huizhou Hospital, Sun Yat-Sen University; 2. Department of Oncology, Huizhou

Muncipal Central Hospital; Huizhou 516000, China)

Abstract: One patient with advanced lung adenocarcinoma developed osimertinib resistance. After repeated genetic

testing revealed EGFR 19del/T790M/cis-C797S mutation, the patient was successfully treated with combined osimertinib,

pemetrexed and bevacizumab.
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