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Abstract Objective To study the effect of #-hexane on lipid peroxidation damage and hepatic cell apoptosis in rats. Method 40
SD male rats were randomly divided into 5 groups namely negative contwl group 75 mg/ kg n-hexane group, 150 mg/kg n-hexane
group 300 mg/ kg n-hexane group and positive contwl group (cyclophosphamide), 8 rats for each group. Administrations had been
given by intraperitoneal injection for four weeks then the activities of GSH-Px and SOD in hepatic homogenate and the levels of GSH
and MDA in serum apoptosis rate of the hepatic cell were detected, respectively. Result The results showed that with the increasing of
n-hexane dosage, the activities of GSH-Px and SOD in hepatic homogenate and the concentration level of GSH in serun were reduced
while the serum MDA level was increased there were statistic significances among the groups ( P<Z 0. 05 or P<Z 0. 01). The detection
of hepatocytic apoptosis rate by FOM showed that there were also some differences existed among the goups, but no correlation between
dosage and apoplosis rate was found (»=10.913, P> 0 05). Condusion n-Hexane could induce or enhance the lipid peroxdation
damage hepatocytic apoptosis or necwsis in rats.
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