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[ Abstract] Objective

in advanced breast cancer. Methods

To study the therapeutic effect of low-dose apatinib combined with capecitabine
A total of 40 patients with advanced breast cancer with the failed treat-
ment of multi-line therapy from March 2015 to January 2018 were enrolled in the observation group and the
control group. The observation group was treated with low-dose apatinib combined with capecitabine, the con-
trol group was treated with capecitabine. The lesion remission, progression-free survival (PFS),and adverse e-
vents were observed in the two groups. Results The remission rate of the observation group was significantly
higher than that of the control group (P<C0. 05). The PFS of the observation group was significantly longer
than that of the control group (P<C0. 05). The median PFS of the observation group was 4. 69 months,95%
CI:3.44—5.76. The median PFS of the control group was 2. 11 months,95%CI:1.29—2. 93. The adverse re-
action of the observation group increased slightly when compared with the control group, but the difference
was not statistically significant(P>>0. 05). The adverse reaction was no significant difference betweent the two
groups (P>>0.05). Conclusion ILow-dose of apatinib combined with capecitabine is safe and effective in treat-
ment of advanced breast cancer with failed of multi-line therapy.
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