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Does excessive Vitamin B2 intake exacerbate the atherosclerosis?
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Phagocytosis of oxidized LDL by macrophages is an important process in the
development of atherosclerosis. Vitamin B2 enhanced the uptake of oxidized LDL by macrophages (in
vitro). However, vitamin B2 did not affect the expression levels of CD36 and CD204 (SR-A), the major

scavenger receptors responsible for oxidized LDL uptake. Therefore, we attempted to elucidate other
mechanisms involved in oxidized LDL uptake. Vitamin B2 has been reported to promote the
anti-inflammatory effects of glucocorticoids, and since glucocorticoids are one of the exacerbating
factors in atherosclerosis, we tested the effects of glucocorticoids on oxidized LDL uptake.
Glucocorticoids enhanced oxidized LDL uptake via activation of the MAPK pathway. In the future, we
would like to verify the relationship between vitamin B2, glucocorticoids, and the MAPK pathway.
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