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Anti-tumor effects of mitochondria targeted antioxidant MitoQ

WANG Huawei WANG Huanan KANG Xiaomeng ZHANG Yurui YANG Fujun XU Wenqing
(Tianjin Key Laboratory of Molecular Nuclear Medicine, Perking Union Medicine College &

Chinese Academy of Medical Sciences, Institute of Radiation Medicine, Tianjin 300192, China)

ABSTRACT MTT was used to detect the cell toxicity of different concentrations of MitoQ on liver cancer HepG2
cells. Apoptosis-inducing assay was used to detect the apoptosis rate on liver cancer HepG2 cells after the treatment
with varying MitoQ concentrations. Xenograft tumor model assay was used to investigate the anti-tumor effects of
MitoQ on HepG2 hepatocarcinoma-bearing mice. The results showed that the inhibitory effects of MitoQ on HepG2
cells increased with MitoQ concentration, and compared with control group, the administration group apoptosis rate
was significantly higher (p<0.01). In nude mice xenograft tumor model assay, the tumor growth was all inhibited after
the treatment with 1 mg/kg, 5 mg/kg, and 10 mg/kg MitoQ concentration after 10 d. When the mice were treated with
10 mg/kg MitoQ, tumor volume (p<0.01) and tumor mass (p<0.05) were significantly different from those of the
blank group (p<0.01). The results indicate that MitoQ has antitumor effect in vivo and in vitro.
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Fig.2 Cell cytotoxicity in HepG2 cell treated with varying
MitoQ concentration
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Fig.4 Tumor volume changes (a) and body weight changes (b) of the tumor-bearing mice after the treatment with
varying MitoQQ concentration
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Table 1 Tumor volume inhibitory rates and tumor weights
in the xenografts in nude mice treated with varying MitoQ

concentration after 10 d (n=5, X*5S)
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10 mg/kg 0.9560+0.37700* 0.5310+0.3210
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Note: Compared with control group, * p<0.05.
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