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e R OBEEE (J£3C) : In the present study, we found that lipid peroxidation and
inflammation were induced in the brain of mouse model for Down syndrome (DS) at 3
months of age. Although increased lipid peroxidation was not detected in the brain of 1
month-old mouse model for DS, increased inflammation was observed in embryonic mouse
brain with DS, suggesting that increased lipid peroxidation and inflammation would be
independent in each other. Neuroinflammation in the DS brain could be therapeutic
target for developmental retardation of DS brain and memory and learning impairment in
DS patients.
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