#zX C-7-2

LRSS

RiER - EBHME (B)
IS AR - 2007~2010
BEEXS 19300122
MR ERES (F130
&t

MEREE (FEX)

ERk2 24 4H 1 HEBUAE

Alzhe ime rf®: A7 3I0OA FILBEHIEAEDHFREZMR

Alzheimer’ s disease: Neuropathological study on prevention of

cerebral beta—amyloid deposition
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