#e=t C-19
HEREMEIEWRRRBREE

WRk 23 4 4 H 11 BAEUE

HEEES : 17301
EFER - AT (C)
THZEHARS - 2008~2010
REES 20500324
MZEEEEL (X)) EERTIAVEABLEZOREQIASIESRITHELEE . REERDS
FHtERR A
EEERE® (FEX) The molecular mechanism of the prion protein and the homolog which
cause the neuro-degenerative / —protective function
MERERSE
A #% (Yamaguchi Naohiro)
RIBEXE - &5kt - EE
MEEES : 40432976

MFERCR OE (Fns0) -

AR DRFFE T & ITIER 7V 4 A& (Prion protein:PrP)ix Ca2+@EMDOZRE : 7 v
2 2 U2 FE T A (mGIuRD) & fE S LAREAIIEN Ca2+HREZFEH LT\ Dd 2 &2 s Lz,
Z UL PrP X mGluR1 K L fHEAEH T 2 2 & THIRAN Ca2+4& #fifli L TR Y | T OFHi%
EDRAEST D 2 & THBAIROEMENG I ERZSND Z ERB LTS, Alalld~ T A& ff
ST EBROFERIIBCED RPN T8 T ) 4 EAPP) &L/ v 27 7 7 F(Ngsk Prnp-/-)
YT ATOTNF TSR T U A i COMRENEIL Z OBBIC L5 b D TH D RS
»5, £72 ¢cDNA 71477 U %M/ expression cloning #IZ & Y #7212 plasmalemma
vesicle associated protein (Plvap/PV-D)ZfEAEAEBEME L T/ u—=0 352 LN TE
T2o FTVAVEABORER Y THDH Dpl ITEEEMAC TV A U ERICITIE & A LR
L72nZ & Shadoo (FESMALICISWTRER 7 ) A EAEOEMEZRET 500 LiL/
WZ EDVHIBE LT,

WFFERC R OB (530) -

In this study, We proved that the Prion protein(PrP) bind to the glutaminic acid
receptor type I (mGluR1) which regulated the Ca2+ in nerve cells. So the function of
PrP is to regulate the Ca2+ in the cell by interacting with mGluR1 receptor, and this
suggests that neuronal degeneration is caused by the adjustment this mechanism's
failure. The Purkinje cell death in the PrP knockout mouse (Ngsk Prnp-/-) and the
neurodegeneration of prion disease might be caused by this mechanism. In addition,
We cloned a new PrP intracting gene : plasmalemma vesicle associated protein
(Plvap/PV-1) by expression cloning method using the cDNA library from mouse brain.
Additionally we proved that Dpl which is homolog of PrP isn't influenced prion
infection, and Shadoo which is another homolog of PrP may promote accumulation of
PrPSc(abnormal type of Prion protein) in culture cell systems.
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