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Exploring the pathomechanism of Pakinson®s disease by novel alpha-synuclein transgen
ic mice
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We created the alpha-synuclein BAC transgenic mice and rats harboring alpha-syn g
ene and its expression regulatory regions. To obtain symptomatic model, we introduced A53T mutation, risk
SNPs and modified Repl region to aI?ja—syn BAC clone by Ret/ET recombination system. Now we are analyzing
these transgenic animals, and speculates alpha-syn BAC Tg mice/rats crossed with glucocerebrosidase mutant

are promising animal model for PD.
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