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Based on transgenic Caenorhabditis elegans model put forward the methods of chinese medicines screening for
anti-Alzheimer's disease

HUANG Yanhui, ZHAO Luguang, KONG Lingshuo, WANG Qi (Institute of Clinical Pharmacology, Guangzhou
University of Chinese Medicine, Guangzhou 510405 Guangdong, China)

Abstract: Transgenic Caenorhabditis elegans is an excellent aging model for nearly two decades, applied to
neurodegenerative disease drug screening and genomics research especially Alzheimer's disease. The tansgenic
Caenorhabditis takes advatage of feasibility and short circles and apply to many targets in common, this article evaluate
the and advantages of Chinese medicines for anti—Alzheimer's disease drug screening using transgenic Caenorhabditis
elegans model, provide new ideas for pharmacy workers.
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