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= Abstract =

Lipid Peroxidation is a complex process known to occur by the formation and propagation

of lipid radicals in biological system. And then, this is largely mentioned as the NADPH

dependent enzymic peroxidation and the ascorbate dependent nonenzymic peroxidation.

Recently, benzo(a)pyrene as the pollutant detected in environment has been studied about the

oxidative metabolism in these systems. And also authors learn that the metabolites of benzo(a)

pyrene by artificially induced lipid peroxide in Fe/ascorbic acid system give a difference in

TBA value used in detection of lipid peroxide. Therefore, to study the influence of lipid

peroxide on the oxidative metabolism of the benzo(a)pyrene, we tried as follows; 0, 50, 100, 200

and 400 ul supernatants of liver homogenate with or without variable concentrations of

benzo(a)pyrene were applied in the 1 mM or 5 mM-FeSO4/ascorbic acid system, respectively.
The lowest TBA value was shown in 10 ul and 100 ul/DMSO 100 ul concentrations of benzo(a)

pyrene.
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Benzo(a)pyrene, Corn oil: Aldrich chemical com-
pany

FeSO,4-7H,0: Hayashi pure chemical Ind. Ltd., L
-Ascorbate, 6-Thiobarbituric acid, Trichloroacetic
acid, Protein assay kit: Sigma chemical company
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1) Z} homogenate suspension2| Z=x|

Ames?] d Yol ubzla] ok 200~250 ge] Sprague
-Dawly#] 34 ratell corn oil 547 A< 10 ml/kg
TR A od s AA1A 7k portal veing &
3 ¥ 0.15M KCl & 0 2 35-35le] 7hi9] oS A
Ag F #Eska 3uzke] W 0.156M KCl g8 713}
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*TCA-TBA-HCL reagent: 15% w/v Trichlor-
oacetic acid; 0.375% w/v Thiobarbituric acid; 0.25 N
-HCL
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Fig. 1. 1mM-FeSO,/1 mM-Ascorbic acid system in-
duced lipid peroxid with the variable S9 and

BAP concentration.
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5 mM-FeSO,/5 mM-Ascorbic acid system in-
duced lipid peroxide with the variable S9 and
BAP concentration.
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