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Albendazole inhibits tumor growth in nude mice model of glioma

HU Yue', XUE Xiao—yan', LI Zi-chao’, LUO Xiao—xing', MAO Xing—gang’. 1. Department of Pharmacology, Air Force Military
Medical University, Xi‘an 710032, China; 2. Department of Neurosurgery, Xijing Hospital, Air Force Military Medical University, Xi‘an
710032, China

[Abstract] Objective To investigate the effect of albendazole (ABZ) on tumor growth in nude mice model of glioma. Methods The
glioblastoma tissue obtained during the operation was digested into single cell suspension and cultured in serum—{ree glioblastoma stem
cell (GSC) medium. The glioma cell lines U87, U251, and U172 were cultured in DMEM medium containing 10% fetal bovine serum. All
the cultured cells were treated with ABZ with a final concentration of 25, 50, 100, 200 ng/ml, respectively. The proliferation rates of
cultured cells were detected by MTT assay. The nude mice model of glioma was established using subcutaneous injection of 0.2 ml (5%
10° cells) GSC and U7 cells suspension into the right armpit. Thirty nude mice models were randomly divided into 6 groups, 3 groups of
GSC and 3 groups of U87. Each transplantation model was divided into model group (intraabdominal injection of equal volume DMSO),
low dose ABZ group (intraabdominal injection of ABZ, 50 mg/kg) and high dose ABZ group (intraabdominal injection of ABZ, 100 mg/
kg). The long diameter and short diameter of the tumor were measured regularly to calculate the tumor volume, and the mRNA and
protein expressions of vascular endothelial growth factor (VEGF) in tumor tissues of nude mice were detected by PCR and
immunoblotting, respectively. Results ABZ had a significant inhibitory effect on the growth of GSC, U87, U251 and A172 cells in a
concentration— dependent manner, and the inhibitory effect was better when the concentration was more than 50 ng/ml. After
intraabdominal injection of ABZ, the growth of tumor volume in high dose and low dose ABZ group was significantly slower than that in
control group (P<0.05). The expression levels of VEGF mRNA and protein in high dose and low dose ABZ groups were significantly
lower than those in control group (P<0.05). Conclusion ABZ can inhibit the growth of glioma in nude mice, which may be related to the
inhibition of tumor cell proliferation and angiogenesis of tumor.
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