©
2017 2019

Gene mutation analysis using molecular-barcoding next-generation sequencer
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In this research, we examined the clinical usefulness of the next-generation

sequencer analysis method using molecular barcode technology (molecular-barcoding NGS). After
confirming the technical reproducibility of molecular-barcoding NGS, we applied it for 64 cases of
lung adenocarcinoma with epithelial growth factor receptor (EGFR) mutation, and found that in 7
cases, the minor EGFR gene mutations, such as E709G/K, D761Y, G598V, and R776H, were detected.
We also applied the molecular-barcoding NGS method for a lung adenocarcinoma case with ALK fusion
gene mutation, who showed resistance to the ALK inhibitor treatment. The ALK fusion gene mutation
was detected in the sample obtained before treatment, and the gene mutation causing resistance to
the ALK inhibitor was also detected in the sample obtained after treatment. Altogether these results
showed clearly the clinical beneficial for the diagnosis of lung adenocarcinoma cases with EGFR
and/or ALK mutation.
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