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WFZER R DOBEE (3530) : We investigated the regulation of EC-SOD during FCS-induced
VSMCs proliferation to explore the drug for atherosclerosis. We confirmed that the
reduction of EC-SOD during FCS-induced cells proliferation through MEK/ERK-derived
signaling. Further, pretreatment with flavonoids such as luteolin and chrysoeriol
significantly suppressed FCS-triggered EC-SOD reduction. Overall, we suggested that the
regulation of EC-SOD might lead to improve vascular diseases.
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