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Liver enzymes for interconversion of aflatoxin B1 and aflatoxicol
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Abstract
Enzyme activities of aflatoxin B1 (AFB1) reductase catalyzing the reaction from AFB:1 to aflatoxicol (AFL) and AFL dehydro-
genase catalyzing the reaction from AFL to AFB1 were investigated using cell-free systems from livers of rat Rattus norvegicus,
horse mackerel Trachurus japonicus, and rainbow trout Oncorhynchus mykiss. The rat liver showed slight AFB1 reductase activi-
ty, whereas the latter two fish livers showed remarkable activities. No significant differences in the enzyme activities were
observed between male and female of the rainbow trouts. Characterization of the two enzyme activities suggested that they were
different enzymes in the cells, which were exclusively involved in the different reactions, respectively.
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