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Background: Overexpression of epidermal growth factor receptor (EGFR) exists in
up to 90% of head and neck squamous cell carcinoma (HNSCC). The level of EGFR
expression correlates with aggressive phenotype, increased resistance to treatment,
and poor clinical outcome. In non-small-cell lung cancer, EGFR mutation is
predictive for responsiveness to EGFR-tyrosine kinase inhibitors (TKIs). To identify
the incidence of EGFR mutations in HNSCC, we analyzed 56 human HNSCC tissues
in this study.
Methods: Archived formalin-fixed paraffin-embedded tissues of HNSCC were
retrieved for EGFR mutational analysis. The kinase domain of EGFR coding
sequence, exons 18, 19, 20, and 21 were amplified by nested PCR, and PCR
amplicons were subjected to direct sequencing.
Results:  Fifty-six HNSCC samples were analyzed, including 21 (37.5%) buccal
cancers, 21 (37.5%) tongue cancers, 5 (8.93%) lip cancers, 4 (7.14%) gum cancers, 2
(3.57%) mouth floor cancer, 1 (1.79%) retromolar cancer, 1 (1.79%) hard palate
cancer and 1 (1.79%) gingival cancer. No mutations within exon 18 and exon 19 were
observed. One S784F (2.5%) mutation in exon 20 of the 40 cases was found. In exon
21, four EGFR mutations were identified, including 1 (2.17%) K852R, 1 (2.17%)
L862Q, 1 (2.17%) M825T and 1 (2.17%) G857R of the 46 cases. In this study, a total

of 5 mutations (8.93%) of the 56 cases were found.



Conclusion: The incidence of EGFR mutation in HNSCC is not rare, albeit it is low.
Various mutations in a complex pattern were identified. Further correlation of these

findings with clinical outcome is warranted in a large-scale study.



