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Application of Caenorhabditis elegans model in the study of Alzheimer’s disease
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Abstract: Alzheimer’s disease (AD) is an age-related neurodegenerative disease characterized by the presence of se-
nile plaques (SPs) and neurofibrillary tangles (NFTs). At present, the prevalence rate of Alzheimer’s disease shows an
increasing trend year by year. It is urgent to find effective therapies and drugs to completely cure or delay the development
of Alzheimer’s disease. The gene and neuronal function of Caenorhabditis elegans are highly homologous with humans,
and can be used as a good model to study the pathogenesis of Alzheimer’s disease. In this paper, the pathogenesis hypoth-
esis of AD, the AD model of Caenorhabditis elegans and the application progress of the nematode model in the treatment
of AD are reviewed, aiming to provide theoretical reference for the subsequent research on AD.
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Table 1 Main AD models of C. elegans
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