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Mutation Analysis at Tyrosine Kinase Domain of EGFR Gene of Lung Cancer Patients in

The Upper Northern Thailand
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ABSTRACT

The objective of this study is to investigate the incidence of EGFR mutation at tyrosine kinase domain in
exon 18, 19 and 21 among the upper northern Thai lung cancer patients. Cancerous tissues obtained from 68 non-
small cell lung cancer patients were subjected to DNA extraction, amplification of DNA regions encompassing the
three EGFR exons of interest by polymerase chain reaction, and followed by direct sequencing. Ten EGFR mutations
were found in 18 out of 68 patients (26.47%). Six of which, delE746 — A750, delL747 — S752insQ, A839T, V8511,
E868G and L858, were previously reported mutations. The other four, L688F, A722T, G724D and P848S, were
novel mutations. EGFR mutation status was statistic significant associated with female (P=0.0038) or
adenocarcinoma (P=0.0343) subtype. This study reports the incidence of EGFR gene mutations in the upper northern

Thai lung cancer patients.
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