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We have been investigated the mechanism of Parkinson’ disease mainly using small teleost fish. In this
research we have especial ly utilized short-lived quick-aging Africankillifish, Mothobranchius furzeri,
because Parkinson’ s disease is strongly associated with aging. First we elucidated the anatomical
distribution of dopaminergic and noradrenergic neurons in this fish. Then we asked whether this fish
disclosed Parkinson—Iike neurodegeneration in the dopaminergic and noradrenergic neurons during aging.
Africankillifish, A furzeri, indeed showed age—dependent neuronal loss of these neurons. Furthermore,
alpha—-synuclein positive inclusions were observed, and these inclusions seemed to spread from per ipheral
area to the entire brain. Spinal cord dissection or alpha—-synuclein KO significantly ameliorated these
phenotypes. Taken together N furzer/ indicates the key mechanisms of PD, especially of the idiopathic
form that affects the majority of PD patients; alpha-synuclein -dependent neurodegeneration,
age—dependent pathologies and Prion—Iike progression of alpha-synuclein.
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