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The study on the Functional Assessment of the Antioxidants in Food based on Lipid ox
idation metabolites for the early detection of life-related diseases.
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We have studied the biological significance of lipid oxidation metabolites by perf
orming cell line. They can exert adaptive response under oxidative stress while they may be yielded depend
ing on the diseases. Lipid oxidation products, which can exert both deleterious and cytoprotective effects

by modifying proteins and their function, are considered to be cellular regulatory factors. The oxidation
of linoleate metabolites by singlet-oxygen leads to the formation of the HODE isomers. 10-EZ-HODE and 12-
ZE-HODE induce antioxidants and the adaptive response to reduce oxidative damage.
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Non-Radical oxidation (singlet oxygen)
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