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Abstract: Objective ~ This paper investigated the correlation between ATP-binding cassette family G2 transporters
(ABCG2) and oxidative stress in the progress of human colorectal cancer and its possible mechanism in this procedure.
Methods The serums from 54 colorectal cancer patients, 35 normal controls and tissues from 54 colorectal cancer patients, 54
correspondent normal controls were collected from the Affiliated Drum Tower Hospital of Medical School. Nanjing University
(from Feb. 2013 to Aug. 2013). Related kits were used to estimate the antioxidants such as superoxide dismutase (SOD) and
glutathione (GSH), the product of lipid peroxidation as malondialdehyde (MDA) , and biomarker of oxidative injury of DNA as
8-hydroxydeoxyguanosine (8-OHdG) respectively. Tumor necrosis factor (TNF-q) and interleukin-8 (IL.-8) were detected by
enzyme-linked immunosorbent assay. Western-blotting was applied to determine the expressions of ABCG2 and nuclear
factor-kB (NF-kB). Results Statistically significant lower values of antioxidants SOD and GSH were observed in colorectal
cancer patients’ serums (P<C0.01), while the mean level of the products of oxidative stress as MDA and 8-OHdG in colorectal
cancer patients serums was higher than that in normal controls (P<C0. 05). The value of antioxidants SOD was lower in
colorectal cancer patients’tissues (P<C0.01), where as the level of MDA which was the product of oxidative stress was higher
in colorectal cancer patients’ tissues (P<C0. 05). There were significant increased levels of NF-¢B and inflammatory factors
(TNF-q and IL-8) in colorectal cancer patients’tissuses (P<C0.05), while the level of ABCG2 was reduced in the cancer group
(P<C0.01). ABCG2, the level of antioxidants, products of oxidative stress and NF-kB were related to each other by correlation
analysis (P<C0.05). Conclusion The deficiency of ABCG2 in local intestinal epithelial tissue may lead to the accumulation of
toxic substances, such as inflammation factors, induce oxidative stress thus promoting the occurrence of colorectal cancer.
NF-«B signaling pathway may play a role in this procedure, however, the mechanism in it needs to be further explored.
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