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Protective effect of vitamin E on the apoptosis of human keratinocyte caused by trichloroethylene
DING Rui SHEN Tong ZHU Qi-xing
(Department of Occipational Health and Environmental Health, School of Public Health, Hefei 230032, China)
Abstract Objective To explore the apoptosis-inducing effect of trichloroethy lene (TCE) on cultured human keratinocyte (KC) and

the protective effect of vitamine E (Vit E) on it. Method Different concentrations of TCE (0. 125 mmol/L. 0 50 mmol/L. 2 0 mmol/

L) and mixtures of 150 “mol/ L Vit E with different concentrations of TCE mentioned above were added into the cultural media of KC.

Transmission electron microscope and flow cytometer were used to observe cell morphologic changes and apoptosis level of KC  mean

while, DNA contents were also detemined for calculating apoptosis rate (AR) and proliferation index (PI). Result The resuls showed

that the cells treated with different concentrations of TCE displayed clear momphologic change, while the cells administrated with the VitE

had no certain morphologic change. The flow cytometer study showed that the apoptosis rates of KC were increased and the proliferation in-

dices were decreased in all the TCE treated goups, while the apoptosis rates and proliferation indices in Vit E treated goups were signifi-

cantly lower and higher compared with the TCE treated groups respectively. Condusion TCE could induce apoptosis in cultured human

KGC while Vit E has definite potective effect on it
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