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The clarification and application of a novel regulatory mechanism of cholesterol
metabolism mediated by polyphenols.
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Interestingly, EGCG treatment for 3, 6, 12 or 18 hours induced a drastic decrease
in extracellular PCSK9 level without reduction of PCSK9 mRNA level in HepG2 cells. EGCG treatment for 24
hours induced a significant decrease in extracellular PCSK9 level accompanying with an up-regulation of
LDL receptor. EGCG increased LDL receptor mRNA level through the extracellular signal-related kinase and
p38 mitogen-activated protein Kinase signalling pathways. We found for the first time that EGCG induced a
suppression of PCSK9 accompanying with an up-regulation of LDL receptor in HepG2 cells. Furthermore, EGCG
induced an activation of LDL receptor or a decrease of PCSK9 level is partially mediated by Annexin A2.
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