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The Anti-tumor Effect of Combinating Endostatin Gene Therapy
with ”[-UdR on Rats with Implanted Tumor
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ABSTRACT Objective: To investigate the anti-tumor effect of combinating of endostatin gene therapy with 1251-UdR on rats with
implanted tumor. Methods: Immediate Walker-256 cancerous ascetic injection method was used to build up a rat tumor-bearing model,
then the rats were randomly divided into groups of 1-4, in which the tumor was treated with saline, '“I-UdR, endostatin gene, endostatin
gene plus "ZI-UdR, respectively. The morphological changes and tumor growth rate were detected. Results: The tumor growth rate of 10d
(11.03+ 1.08,27.35% 1.0®),(4.02+ 0.79, 7.58%+ 2.98), (3.88+ 0.26.7.02+ 2.75, (2.72+ 1.01, 2.94+
1.26) , the rates of group 2-4 were less than that of group 1 (P<0.001). There was no distinguished different between the rates of group 2

and 20d in each group was

and 3 (P>0.05 . The rate of group 4 was less than those of group 2 and 3 (P<0.0D . Conclusions: The tumor growth was inhibited
significantly after the injaction of 1251-UdR, endostatin gene and the composition of '*I-UdR and endostatin gene. However, the effect of
the endostatin gene plus *I-UdR was obviously better than that of the endostatin gene therapy group or the 1251-UdR group for inhibiting
tumor growth.
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Table 1 Tumor growth rate at different time (f=Vt/V0, X+ S

Tumor growth rate (f
Group
10d 20d
Control group 11.03+ 1.08 27.35+ 1.08
"“[-UdR group 4.02+ 0.79* 7.58+ 2.98*
Genome 3.88+ 0.26*" 7.02+ 2.75%
'*[-UdR + Genome 2.72% 1.01% 2.94% 1.26%

T FURTT AL AL LR, + P<<0.001; JERIZL 5 1251-UdR 41 LA, #P>0.05; 1251-UdR A 2E R 4115 1251-UdR 4LR10E R 41 kA, ~ P < 0.01
Note: The treatment group and control group, * P <0.001; genome with 125I-UdR group, # P> 0.05; 125I-UdR combined with 125I-UdR genomic and

genomic comparison group, * P <0.01
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Fig.1 Control group, HE staining, tumor cell proliferation Significantly
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Fig.2 '"I-UdR group HE staining, tumor cell necrosis (100 )
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Fig.3 Genome HE staining, tumor cell necrosis was significantly (100% )
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