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R AR O 2 i~ — 71— CORIN % 7= MRt b B fr 2 ffe st U 7=, TR & Sl < —
X Y PR R IPS MG L, RERET WL TE 5 2 & & L L7=(Tamano and Koshiba
et al., in preparation),

7naknza e F—B(GBA)BRIEFICERERO/—F Y U EE R 1PS Mlas bR L
7o RN AR BN T, RS VB FARE STV D, GBALR S—F Y LRBHE
Hi 3k iPS #lfiEiZxf L C BH4 ORIBMATH LT 77V &2/ F 5 & | Tyrosine hydroxylase %
VORI REE RS VEADIIN R A RS 2 L &2 R L7-(Ishikawa et al., Hum Mol Genet
2016),

Dynactin 2 ¥\Z L 2 F M N—% 2V 95 Perry JEERERE 3K iIPS M@z /&2 L, 70bifE L
72 R iR M dynactin OEERN R I 5 Z & % B H L 7= Mishima et al,
Parkinsonism Relat Disord 2016),

£

We established a new method of isolating the dopaminergic neurons using a floor plate marker
CORIN. Application of this method for the iPSCs derived from a familial Parkinson’s disease
patient successfully enabled us to model Parkinson’s disease (Tamano and Koshiba et al., in
preparation).

It was reported that the iPSC-derived dopaminergic neurons with glucocerebrosidase (GBA)
mutations show the decrease in the amount of dopamine. We found that BH4 precursor
sepiapterin treatment elevated the expression level of tyrosine hydroxylase and dopamine in the
iPSCs derived from Parkinson’s disease patients with GBA mutations (Ishikawa et al., Hum Mol
Genet 2016).

Dynactin is the causative gene of familial Parkinson’s disease Perry syndrome. We established
the iPSCs derived from Perry syndrome patients with a Dynactin mutation and found that the
iPSC-derived dopaminergic neurons showed intracellular dynactin aggregates (Mishima et al.,
Parkinsonism Relat Disord 2016).
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