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Clinical observation of Rh-endostatin combined with chemotherapy for metastatic breast cancer”
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Abstract : Objective

er. Methods

To assess the effect and security of rh-endostatin combined with chemotherapy for metastatic breast canc-
14 patients were treated by chemotherapy combined with rh-endostatin. Chemotherapy regimens were chosen respec-
tively according to the previous regimens that may be effective for the patients. Rh-endostatin 7. 5mg/m” was administered intrave-
nously from day 1 to day 14. The interval was twenty-one days for each cycle of chemotherapy. Curative effect evaluation standard is
RECIST 1. 1,and adverse reaction evaluation standard is NCI-CTC 3. 0. Results 14 patients were female. 11 patients were assessa-
ble,there were 6 patients got PR, 3 patients SD,and 2 patients PD. The response rate was 54. 5%. The disease control rate was
81.8%. Progression free survial(PFS) was 3 to 35 months,and the median progression free survial was 6 months. Toxicity could be
assessed for 14 patients. The main side effects were leucopenia decreased.anemia,thrombocytopenia decreased,alopecia,fatigue and
vomiting. There were vaginal bleeding in 1, constipation and lung infection each in 1, All kinds of adverse reations could be recovered
after symptomatic treatments. In this clinical observation, we did not find the damage of the function of heart,liver or kidney. Con-
clusion Rh-endostatin combined with chemotherapy in the treastment of metastatic breast cancer assured curative effects. Toxicity

could be tolerated and high safety.
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