BxXc—19

FIZHREHEEX (HENREME) HRARHBEE
PRk 244F 5 11 HEE

HEAE S : 24303

H3RiER - EFHEB)

BR RN EE ~ PR3 EE

REES 22790825

ERERL (FIX) GFAP BEFEEICL DT ) THEOBELE LS KU OEMHEFOAEA

HEEEL (EX) Functional alteration of astrocytes induced by GFAPmutation and the
modified factors

MRERRE
HH &5  (YOSHIDA TOMOKATSU)
REMAIEMKE - EFHEH - B
HREES : 90457987

WFFERROBEE. (Fn30) @ 7 VX U X —iH DRI Th 5 GFAP BIn 285137V 7THlifalz &7
2 HDHEBEZALSZ OB IOV T, EBEMRET VERH W~ 7 a7 LA BLOY 7Tv
X A I PCRIZ X AT FBE DNA & 7= 7 10 & — & — 385 1 O SRR I CRaat U7, i 5.
X VEANER GRAP O B EEICE B EE R REE, Y rE—F —#s
TSR K % GFAP BB E AL N EERIER 2 BT D rlfetE 2 /R Uiz, S HICH7Z2 ke
EFINE LTCER GFAPEANY 3 70 a YR EF ILEER L.

WFZe RO EE (9530) @ Alexander disease is a rare neurodegenerative disease caused by
the mutations encoding glial fibrillary acidic protein (GFAP). To identify modified
factors to clarify functional alteration of glial cells with mutant GFAP, we performed
microarray analysis, real—-time PCR or GFAP promoter gene analysis using cell models or
patient’ s DNA. These studies indicated aB-crystallin may play an important role in
mutant GFAP cells and the alteration of GFAP expression controlled by GFAP promoter gene
may modify the clinical course. We also prepared Drosophia model constructed by inducing
GFAP gene as a new disease model.
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