#R= C-19
HEREMHBISEHERRBESE

Wik 23 4 4 A 15 HELE

HEAZE S : 15401

MEiER - EFHEB)

HZEHARS - 2009~2010

EREES 21700407

ARFEL (FIX) ZETEy PKCIZKZEH/NMANEMAED/NMERMFEAE A H = X LOFEH

WEERESL (EX) Elucidation of the mechanism how mutant yPKC causing spinocerebel lar
ataxia induces neurodegeneration specific to cerebel|lum.
HEREKRE

BY &8k (SEKI TAKAHIRO)

LEXRFE - REREEEZREMRE - B

MEEES : 50335650

FZERC R OBEE (Fns0) - R/ MM RIE 14 B A5 EE Z &R yPKCIZ LV, /MR ¥
T (PC) RSN EMEN S EE Z &N D A I = X L EMRIAT 5720, PHRETE R
fao> PC & PC LIS D#iEARNLIZ 28 5 yPKC 2 3Bl S ¥ 7z, Moot & it LT, PCIZHBLE
WA R yPKC OFEIENZE L IR T LT e, KT, PCIZHUWTAEE yPKC TR FEA T
%A 237 & LC, heat shock cognate protein 70 (Hsc70) 23[Rl € S 7=, 285 yPKC IX PC 28\
T Hsc70 LR < AEA L, TOMREAREET HZ 1K PC RRRAMRRAMEAZ K Z 4 LRg X
e,

FZER F O (F230) : To elucidate the mechanism how mutant yPKC causing spinocerebellar ataxia
induces neurodegeneration specific to cerebella Purkinje cells (PCs), we investigated moleclular
properties of mutant yPKC in PCs and in non-PC neurons of cerebellar primary cultures. Compared with
non-PC neurons, the mobility of mutant mutant yPKC was prominently reduced in PCs. Moreover, we
identified heat shock cognate protein 70 (Hsc70) as a preferable binding protein to mutant yPKC in PCs.
These results suggest that mutant yPKC preferably binds to Hsc70 and impairs its functions, leading to
PC-selective neurodegeneration.
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