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Application of Zebrafish Model in the Study of Alzheimer’s Disease

ZHANG Lingxi, ZHANG Xinyue, GU Lili, LU Jiaqi, LI Qin’(Department of Pharmacology, Institute of Materia
Medica, Zhejiang Academy of Medical Sciences, Hangzhou 310000, China)

ABSTRACT: Zebrafish(Danio rerio), as an emerging vertebrate model animal, is widely used in the research of various diseases,
such as cardiovascular diseases, central nervous system diseases, kidney diseases and so on. Zebrafish’s genes are highly
homologous with human’s. What’s more, zebrafish is featuring in vitro fertilization, in vitro development in embryonic period
and body transparency, etc. The models based on zebrafish has greatly promoted the basic research in the medical field. This
review present the research progression in Alzheimer’s disease(AD) and applications of the zebrafish models of AD in recent

years. New ideas for the applications of zebrafish in the development and research of new drugs for AD are also provided.
KEYWORDS: zebrafish; model organism; Alzheimer’s disease; biological characteristics; 3R principles; applications
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research

A-advantages of zebrafish as a model; B—growing number of published
zebrafish models(assessed in PubMed in December 2018, using terms
“zebrafish”).
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