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Artificial manipulation of the activity of fish neurons that regulate behavior
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This study aimed at generating a medaka strain whose mating behavior can be
promoted or suppressed as we like at any time, by expressing designer receptors exclusively
activated by designer drugs (DREADD) in the specific neurons that regulate mating behavior. Although

we could not achieve this goal within the period of this study, we have identified a gene whose
promoter/enhancer can be used to drive the expression of DREADD in the target neurons and we are
establishing the technology to introduce the DREADD-containing DNA constructs into medaka. Further
studies will allow us to generate the medaka strain which this study aimed to generate.
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