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Antiangiogenic effect of Endostar combined with Avastin:a dynamic contrast-enhanced magnetic resonance imaging study
TIAN Ying,SHI Hong-yuan, YUAN Cai-yun, et al. Department of Medical Imaging, Nanjing General Hospital of Nanjing
Military Command, Jiangsu 210002, P. R. China

[Abstract] Objective: To evaluate antiangiogenic effect of endostar or endostar combined with avastin in a xenograft
model of human lung cancer using dynamic contrast-enhanced magnetic resonance imaging (DCE-MRI). Methods: 18 nude
mice, which were inoculated subcutaneously with human lung adenocarcinoma cells A549, were divided into three groups,
control group (n=26) ,endostar group (n=6) and combination of endostar and avastin (n=6). Tumor angiogenesis and vas-
cular permeability were assessed with DCE-MRI and pathology methods. Results: 7 days after antiangiogenic treatment,
tumor volume among the control group,the endostar group and the combination treatment group were (0. 85=+0. 25)cm?®,
(0.37=+0.17) em® and (0. 16 £0. 03) cm®, respectively. Ktrans, Kep, Ve and iAUC among three groups were (0. 11 +
0.03)min ', (0. 6740.54)min ', (0. 3540. 12) and (13. 2844, 25),(0.0640.01)min" "', (0. 40£0. 25)min" ', (0. 31+
0.09) and (7.3343.93),(0.04+0.02)min ', (0.27£0. 12)min ', (0. 36 0. 19) and (4. 294 3. 53). Significant decrea-
ses were reached in Ktrans,Kep and iAUC after antiangiogenic treatment, (F=15, 257, P=0. 000 and F=8. 197, P=0. 004
respectively). Microvessel density (MVD) among the control group, the endostar group and the combination treatment
group were (14, 2443, 38) item/hpf, (8. 88 4= 1. 86) item/hpf and (6. 47 &= 1. 78) item/hpf, respectively. A significant de-
crease in MVD was noted after antiangiogenic treatment (F=41, 305,P=0. 000). There were statistically significant differ-
ences in VEGF expression among three groups. A significant decrease in VEGF was reached after antiangiogenic treatment.
Conclusion: DCE-MRI is a non-invasive functional imaging technique that permits indirect measurement of tumor angiogene-
sis. It may therefore be suitable for monitoring the antiangiogenic effects of endostar combined with avastin.
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