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Suppression Effect of Di — n — butyl Phthalate in vitro on Superoxide Dismutase of Various Organs of Mice. ~Wang Meng, Cai Fengyun,
Yang Xu. Hubei Key Lab of Genetic Regulation and Integrative Biology, College of Life Sciences, Huazhong Normal University, Hubei
430079, China

Abstract Objective The present study was conducted to study the oxidation damage effects of DBP on organs of mice and the mo-
lecular mechanisms of the effects. Methods The cells of the organs (liver, kidney, testis, lung) were exposed to different concentration
of DBP (Opmol/L, S5pumol/L, 20pumol/L, 80umol/L) for one hour in vitro, and then the superoxide dismutase (SOD) activities of those
cells of different organs were measured. Results With statistical significance, the SOD activities in liver, kidney, testis, lung cells were

increased gradually with the increase of DBP concentrations. Conclusion The results suggested that DBP could induce the oxidative dam-

age in liver, lung, kidney and testis cells of mice.
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