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Abstract

Flavin and Methemoglobinemia
Takasumi Matsuki, Department of Biochemistry (Director: Prof. Y. Yoneyama and Asistant Prof,
T. Yubisui), School of Medicine, Kanazawa University

1) In normal or hereditary methemoglobinemic human erythrocytes, riboflavin accelerated the
reduction of methemoglobin in the presence of glucose or 2-deoxy-glucose in vitro. The accelera-
tion was dependent on the concentration of riboflavin in the incubation mixture.

2) The acceleration of methemoglobin reduction by riboflavin is considered to be due to the
activation of NADPH-methemoglobin reductase, i.e. NADPH-flavin reductase in erythrocytes by
the reagent.

3) Ribflavin must be useful to treat some patients with either hereditary methemoglobinemia or
toxic methemoglobinemia.




