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Riboflavin (Vitamin B2) is a orange-yellow water-soluble vitamin, which
plays important roles in the metabolism of glucose, amino acids and lipids. In the present study,
we analyzed the pathology of the disruption in riboflavin transporter RFVT gene. It was revealed
that the disruption of RFVT gene induced metabolic disorders, caused by riboflavin deficiency, in
mice. These results will contribute to the development of therapy in RFVT-genetic rare diseases.
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RFVT3/SLC52A3 Mutation
—>Plasma Riboflavin Conc. decreased

BVVLS1 (OMIM: 211530)

RFVT2/SLC52A2 Mutation
—Plasma Riboflavin Conc. was not changed

BVVLS2 (OMIM: 614707)

The mutations in RFVT2 and RFVT3 are causes of BVVLS.
Based on RFVT3/SLC52A3 and RFVT2/SLC52A2 mutations, BVVLS1 and
BVVLS2 were separately registered in OMIM.
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Plasma Acylcarnitine levels in WT and Slc52a3-/- neonatal mice
with (+) and without (-) Riboflavin Supplementation
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