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Abstract: [Purpose ] To investigate the effects of bevacizumab and recombinant human endostatin
(rhES) on the tumor growth of human breast cancer MCF-7 xenografts in nude mice. [ Methods ] Hu-
man breast cancer xenografts were established from MCF-7 cells,and nude mice were randomly di-
vided into control group,low-dose bevacizumab group,high-dose bevacizumab group,low-dose rhES
group, high-dose thES group,low-dose combination group and high-dose combination group. The
body weight of nude mice,tumor volume and tumor weight were measured. The tumor inhibition rate
was evaluated. [Results] Tumor weight was significantly decreased in low-dose bevacizumab group,
high-dose bevacizumab group,low-dose combination group and high-dose combination group as com-
pared with control (P<0.01). The tumor growth inhibition rates in low-dose bevacizumab group,high-
dose bevacizumab group,low-dose combination group and high-dose combination group were
67.69% ,68.88% ,78.32% and 79.26% ,respectively. Significant difference in tumor weight between
low-dose combination group and low-dose bevacizumab group was observed(P<0.05). There was no signifi-
cant difference of tumor growth between rhES group and control group (P>0.05). [Conclusion] Beva-
cizumab has an inhibitory effect on tumor growth of human breast cancer MCF-7 xenografts,and low-
dose bevacizumab combined with rhES may enhance the antitumor activity.
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Table 1 The body weight of nude mice pre-treatment and post-treatment
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High-dose combination

19.02+1.75 20.14+0.34 1.12+1.89

18.38+1.144 20.80+1.374 2.42+0.894
18.72+1.604 20.34+0.574 1.62+1.494
16.82+1.704 19.14£2.054 2.32+0.994
18.50+1.084 20.72£1.224 2.22£1.024
18.26+1.804 19.68+2.264 1.42+0.664
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