h E R AE R T 2% 35 http:/www.biother.org
Chin J Cancer Biother, Agu. 2020, Vol. 27, No. 8

© 951 -

DOI:10.3872/j.issn.1007-385x.2020.08.017

AR

BREZ BHEAIERERIEIT EGFR-TT90M 5 C797S & R 32T B fh R IS

—BlF M E )

Osimertinib combined with erlotinib for the treatment of lung adenocarcinoma
with EGFR-T790M and C797S transmutation: A case report and literature review
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