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Clinical Efficacy of Tegafur Gimeracil Oteracil Potassium Capsule Plus Gemcitabine or Vinorelbine in Treatment of Advanced Breast Cancer.
Jiang Min, Zeng Yuecan ,Chi Feng, Wu Rong. Department of Medical Oncology, Shengjing Hospital of China Medical University, Liaon-
ing 110022, China

Abstract Objective To assess and analyze the efficacy and safety of tegafur gimeracil oteracil potassium capsule plus gemcitabine
or vinorelbine for the treatment of advanced breast cancer. Methods Totally 47 patients pathologically diagnosed advanced breast cancer
were randomly divided into two groups: the gemcitabine group (24 cases) and the vinorelbine group (23 cases). The gemcitabine group
was treated with gemcitabin 1000mg/m’ for 30 minutes on day 1, 8 and Tegafur Gimeracil Oteracil Potassium Capsule (80mg/m’) orally,
for 14 days continuously. The vinorelbine group was applied with vinorelbine 25mg/m’ for 30 minutes on day 1, 8 and Tegafur Gimeracil
Oteracil Potassium Capsule of the same dose and duration. The two groups both used three weeks as a cycle. Results All 47 patients
were included for analysis. The response rates were 37.5% and 43.4% , overall disease control rates were 75% and 69.5% , mean pro-
gression free survival time was 5.3 months and 4.9 months, mean survival time was 12 months and 12 months, respectively. There’s no
significant difference between the two groups. In both two groups ,most adverse effects were mild and severe adverse effects happened in
bone marrow. There was no statistically difference in the incidence of severe adverse effects between them. Conclusion Tegafur gime-
racil oteracil potassium capsule plus gemcitabine or vinorelbine for the treatment of advanced breast cancer is effective and safe.
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