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ABSTRACT: Objective To observe the effects of angiostatin gene combined with chemotherapy on im-
planted human ovarian carcinoma of nude mouse. Methods The mice were randomly divided into four groups
after 7 days of the intraperitoneal injection of tumor cells (4 x 10°) , and injected respectively with empty plas-
mid pcDNA3. 0, angiostatin plasmid, cisplatin, and angiostatin plasmid + cisplatin. For combinational treat-
ment, reagents were delivered in a timed fashion, where angiostatin plasmid was injected first, followed by
cisplatin 24h later. The tumor samples were prepared to be used in the examinations of the expression of an-
giostatin with immunohistochemistry, of MVD in the tumor with immunohistochemistry, and of cell apoptosis
with TUNEL staining. Results Tumor growth and ascites formation were inhibited in all 3 groups except for
the control group. The therapeutic effectiveness in the combined group was more significant than in the other
two groups. In this group, MVD (32.5 £4.3) was the lowest and apoptosis index (5.12 = 0.63) was the
highest (P <0.01) . Conclusions Angiostatin gene therapy combined with chemotherapy has a synergistic
effect on the inhibition of ovarian cancer angiogenesis and ascites formation. Combining multiple therapies to
treat ovarian cancer is an effective strategy.
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