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Effect of trichloroethylene and perchloroethylene on lipid peroxidation in cultured human keratinocytes
DING Rui SHEN Tong ZHU Qi-xing
( Depatrment of Occupational and Environmental Health,  School of Public Health, Anhui Medical Unwersity, Hefei 230032, China)

Abstract Objective To explore the effects of different concentrations of tichlowethylene (TCE) and perchloroethylene (PCE) on
lipid peroxidation in cultured human keratinocyte (KC). Method Neutral red uptake assay was used to determine the NRy of TCE and
PCE,  thereby the exposure concentrations of TCE were ascertained as 2 0, 1. @ 05 0 25 and O 125 mmol/L, and the concentra-
tions of PCE were ascertained as 0.8 0.4, 002 01 and 0 05 mmol/ I, which were respectively cultured with KC for 4h; then the
levels of MDA, SOD and ROS in cultured cells were determined with special kits. Result It was shown that the NRsg of KC to TCE and
PCE were 4 53 mmol/ L. and 2 16 mmol/ L respectively, and the levels of MDA and ROS in cultured cells were gradually risen with the
concentration of TCE or PCE used four hours after exposure to TCE or PCE. Conclusion TCE or PCE could induce oxidative damage to
cultured KC.
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