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Inhibitory effect of recombinant human endostatin combined with rAd/P53 on
transplanted human breast cancer in nude mice
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[ Abstract ]

rAd/P53 on transplanted human breast cancer cell MCF-7 in nude mice. Methods: Animal breast cancer model was es-

Objective: To investigate the inhibitory effect of recombinant human endostatin ( ES ) combined with

tablished by inoculating MCF-7 cells in nude mice. The animals were randomized into control group, ES group, rAd/P53
group, and ES + rAd/P53 group. The tumor growth was observed in each group and immunohistochemical method was
employed to examine the microvessel density ( MVD ) and the expression of vascular endothelial growth factor ( VEGF ).
Results: Tumor growth was significantly inhibited in all the 3 treatment groups ( P <0.05 ), with the inhibitory rates be-
ing 51.67% ,48.74% and 75.54% in ES, rAd/P53, and ES + rAd/P53 group, respectively. The value of MVD in
control, ES , rAd/P53, and ES + rAd/P53 group were 31.17 +2.48, 20.33 +4.84, 22.33 +3.88 and 12.50 +2.74,
respectively; and their VEGF H-scores were 45. 33 + 5. 89, 33. 67 +4. 80, 40. 17 £ 4. 74 and 22. 33 = 4. 41,
respectively. The MVD value and VEGF expression in the ES + rAd/P53 group were significantly lower than those of the
other groups ( P <0.01 ). Conclusion: Recombinant human endostatin combined with rAd/P53 can greatly inhibit the
growth of transplanted human breast tumor in nude mice and reduce the formation of capillary.
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Fig.1 Inhibitory effect of ES combined with rAd/P53
on graft model of human breast cancer MCF-7 in nude mice
*P<0.05; “"P<0.01 vs control or ES or rAd/P53
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Tab. 1 Inhibitory effect of ES combined with
rAd/P53 on MVD and VEGF in exnograft tumor
of MCF-7 in nude mice

Group MVD VEGF
Control 31.17 +2.48 45.33 +5.89
ES 20.33 +4.84 35.83 +5.46
rAd/P53 22.33 +3.88 33.67 +4.80

ES + rAd/P53 12.50 £2.74* % 22.33 +4.41°°

“* P <0.01 vs control or ES or rAd/P53 group

2 ES BX& rAd/P53 3 &4 MCF-7 %1&8 MVD ##1#l( DAB, x200 )
Fig. 2 Inhibitory effect of ES combined with rAd/P53 on MVD in exnograft tumor of MCF-7 in nude mice
A: Control ; B: ES ; C: rAd/P53 ; D: ES + rAd/P53

3 ES BXA rAd/P53 X1&4H MCF-7 %188 VEGF RiZgI# %I DAB, x400 )
Fig.3 Inhibitory effect of ES combined with rAd/P53 on VEGF in exnograft tumor of MCF-7 in nude mice
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