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Inhibitory effect of recombinant adenovirus-mediated mouse endostatin on

pulmonary metastasis of osteosarcoma cell line MG-63 in nude mice
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[ Abstract ] Objective: To construct an adenovirus-mediated mouse endostatin vector ( Ad-mEndo ) and to observe its
inhibitory effect on the pulmonary metastasis of osteosarcoma in nude mice, so as to discuss the relationship between ES
expression and the pulmonary metastasis of osteosarcoma. Methods: Recombinant adenovirus plasmid pDC315-mEndo was
constructed and used to prepare recombinant Ad-mEndo. Osteosarcoma MG-63 cells were subcutaneously injected into the
right fore limbs to establish nude mouse model of osteosarcoma; and the models were randomly divided into 3 groups: Ad-
mEndo group, Ad-EGFP group and PBS group; animals receiving no transplantation served as blank control. The corre-
sponding agents were injected ( 20 pl per time ) for a consecutive of 5 times on a weekly basis. The tumor volumes, his-
topathological characteristics were observed; ELISA was employed to examine the serum ES level. Animals were sacrificed
7 weeks later and the pulmonary metastasis was observed. Results: Sixteen days later, the tumor volume was ( 1.53 +
0.05 )em’ in Ad-EGFP group, ( 1.56 +0.07 )em’ in the PBS group, and ( 0.91 +0.03 )em’ in the Ad-mEndo group,
with the tumor inhibitory rate being 40.7% in the last group. The serum ES level in the Ad-mEndo group was significantly
higher than that of the other groups ( P <0.05 ). No pulmonary metastasis was noticed in the Ad-mEndo group, but exten-
sive metastases were seen in the lungs of the other 2 groups, with the metastasis rates being 80% and 90% . Mice without
metastasis had significantly higher levels of ES compared with those with metastasis ( P <0.05 ). Conclusion: Adenovi-
rus-mediated mouse endostatin can significantly inhibit the pulmonary metastasis of osteosarcoma in nude mice, indicating
a directly link between expression of ES and pulmonary metastasis.
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Fig. 1 Inhibitory effect of Ad-mEndo against
osteosarcoma in nude mice

"P<0.05,""P<0.01 vs Ad-EGFP or PBS group
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Tab. 1 Inhibitory effect of Ad-mEndo against lung metastasis of osteosarcoma in nude mice

Lung metastasis

Group Body weight ( m/g)
Node( n ) Metastasis grade lung weight ( m/g)
Ad-mEndo 20.09 £0.61 0 — 0.81 +0.01
PBS 18.89 +0.56 7.80 il| 1.01 £0.01
Ad-EGFP 23.25+0.34 5.20 I 0.85 +0.05
Control 21.16 £0.12 — — 0.90 +0.02
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Fig.2 Pathologic change of the pulmonary metastasis
tissue in osteosarcoma cells-bearing nude mice( H-E )
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