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OVERVIEW AND ANALYSIS OF BASIC RESEARCH PROJECTS
ON ALZHEIMER’S DISEASE FUNDED BY NSFC DURING 2003—2007
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Abstract This paper reviews the fundamental research projects on Alzheimer’s disease(AD) supported by
National Natural Science Foundation of China (NSFC) from 2003 to 2007, introduces the research fields
and progress, and puts forward the strategies of supporting the basic research on AD by NSFC,
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