BxXc—19

FIZHREHEEX (RENREHE) HRARBEE
Rk 24 4 5 H 18 HEIE

HEEES 37111
HEER - HEHE (B)
HZEHAR :  2010~2011
SREES ;22790178
MERESL (F1X)
T F U EAEIC & B KRR PIFIE O D FHE
MEREL (EX)
The role of cellular prion protein in blood brain barrier
MERKRE
JEiD Rt (WATANABE TAKUYA)
fREKE - EZE - B3
HEEES : 90509647

WFZERRE OMEE. (Fa30) : TAYNA ~—ROFREHED—> & L TEZ LN TV D amyloid-
B (AB) OREABELEMEICK T A IEFER T Y 4 EA (PrPC) OFENZ SOV TR E21T - 72,
M /s PN R (MBEC4 cell) @ PrPC & o> A BWaiisy 7 (IRESEE Y R & o Ry B 5 RE
WAL R, PREERA) OB - BEREAZTRE L. MIE~D AB B AR EMENT L=, o
A B T OFENT A B HIIEPNE D IAZITEE LAY, PrPC OFREIT A B HIKENEL Y AR
B o7,

WFZER S OMEEE (F530) : This study aimed to address the role of cellular prion protein (PrP¢)
in amyloid-beta (A ) efflux via blood brain barrier. PrPC knockdown did not affect A 3
transport although other transporters (low density lipoprotein related protein 1 and

P-glycoprotein) changed AB transport.
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