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Effect of combined mutations of T85C and A1627G in dihydropyrimidine dehydrogenase gene on prognosis

of patients with breast cancer
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Cancer; Key Laboratory of Breast Cancer Prevention and Therapy, Ministry of Education, Tianjin 300060, China)

Abstract Objective: To explore the prognostic effect of two mutations , T85C and A1627G of dihydropyrimidine dehydrogenase (DPYD)
gene in invasive breast cancer. Methods: Paraffin—embedded specimens of 173 invasive breast cancer patients were sequenced and the
nucleotide mutations at 85 and 1627 locus of DPYD gene coding sequence were detected. SPSS 19.0 software package was used to analysis
the relationship between these two mutations and patients’ prognosis. Results: T85C combined with A1627G mutations showed a positive
association with lymph node metastasis in breast cancer patients. T85C or A1627G single mutation was not correlated with prognosis of
breast cancer patients. Patients with both T85C and A1627G mutations showed a worse prognosis compared with other patients.
Conclusion: Combination of T85C with A1627G mutations in DPYD may have a positive association with lymph metastasis in Chinese
invasive breast cancer patients. T85C combined with A1627G mutations indicates a worse prognosis.
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