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Research on administration of recombinant human endostatin by

intraperitoneal iniection in ehrlich ascites carcinoma
Peng Dengfu Hu Bing He Yifu et al
(Dept of Chemotherapy The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To observe the effect of recombinant human endostatin on ehrlich ascites carcinoma (EAC)
mice and explore the underlying mechanism initially. Methods Developing EAC cells and the cells were treated
with different concentrations of recombinant human endostatin (0 5 10 20 40) pug/ml for 24 h and then the
growth inhibitory rate of each group cells was examined by MTT method. Mice with ascites models were established
by intraperitoneal injection of ehrlich ascites carcinoma cells and then 54 ICR mice were randomly divided into
three groups: Group A (recombinant human endostatin 8 mg/kg every 12 hours) Group B (recombinant human
endostatin 8 mg/kg every 24 hours) and Group C (NS 0.2 ml every 24 hours). Weight ascites volume and sur—
vival time were recorded and the concentration of vascular endothelial growth factor (VEGF) and matrix metallopro—
teinase2 (MMP-2) was measured by ELISA method respectively. Evans blue were injected via the caudal vein and
then the peritoneal microvascular permeability was assessed indirectly. Results The weight ascites volume and
the concentration of VEGF and MMP-2 of Group A and Group B was lower than that of Group C (P <0.05) while
the survival time of recombinant human endostatin groups were longer than those of the Group C (P <0.05). How-
ever no statistical difference was found between Group A and Group B about the above indicators. Conclusion
Recombinant human endostatin is an effective therapy for ehrlich ascites carcinoma mice and its mechanism may be
associated with inhibition of the VEGF expression. Taken together our preliminary findings suggest that recombi-
nant human endostatin may have a favorable prospect in the clinical treatment of malignant ascites.
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