#e=L C-19
HEMREHBEMRARBRES

PR 2 445 H 3 1 HEUE

BEES : 15301

HRER : FrEiEdmse

HZCHARS - 2008~2010

SRREE S - 20200078

EEEL (F1X) EFMRUVE—FFE —-SCA10-DM2 EEHRUE—FRNADK
35 1l 5D

HZeiRRER () Non—coding repeat expansion disorders — characterization of expanded

RNA repeat associated with SCA10 and DM2

MRRRE
A # (MATSUURA  TOHRU)
EILKE - REREEEFREMEH - £HR
B EES 90402560

WFZERC R OMEEL (Fn30) - FERIERAEI Y v — MR OREAY 2R3 BE/ MM S FHYE 10 Y
(spinocerebellar ataxia type 10: SCA10) & ffFRE M A k17 ¢ —2 Kl (myotonic dystrophy
type 2: DM2)?D B iR RNA U ' — MR (RNA foci) OBNRTEE ZNZ D RNA U E
— MEAH T EEFALINT, TOREA N =X LO—0iaH LM Uiz, £72. FERIRRME
5D GGCCTG V &'— hREMR 208 5 Fi/ MK RFIE 36 U(SCA36) 2 HTICFIE LT,

WFZERCR-OMEEE (33L) : We characterized the nuclear localization of AUUCU and CCUG RNA
foci associated with spinocerebellar ataxia type 10 (SCA10) and myotonic dystrophy type
2 (DM2), and detected the AUUCU and/or CCUG RNA-binding proteins. These are considered
to lead to the elucidation of RNA-disease mechanism of both diseases in the future.
Moreover, we identified a new subtype of spinocerebellar ataxia type 36 (SCA36) caused
by large non—coding GGCCTG expansions.
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