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toxicity,, hepatic toxicity and gastrointestinal toxicity. The occurrence of these adverse reactions not only poses a
challenge for clinical treatment, but also correlates with treatment efficacy. In addition, the paper discusses bio-
markers for predicting the risk of irAEs, such as gut microbiota, blood biomarkers, etc. , with the aim of providing
a potential risk assessment tool for the clinic.
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Tab. 1 Common AD transgenic nematode models

Strain Expressed protein Promoter Expression position Phenotype

C1.2006 AB_s unc - 54 Muscle Progressive paralysis

C1.2331 ABs 4 myo-3 Muscle Visualization of AR depos-ition and autofluorescence
GMC101 ABi - unc-54 Muscle Rapid paralysis

CIA176 ABi_a myo-3 Muscle Rapid paralysis

CL2355 ABy s snb-1 Inducedneurons Reduce the chemotaxis of 5-HT with high sensitivity
P301L tau mec-7 Neurone Abnormal neurons, uncoor-dinated movement
V337M tau axe-3 Neurone Abnormal neurons, uncoor-dinated movement
BR5270 tau rab-3 Inducedneurons Neuronal dysfunction
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Progress in the treatment of Alzheimer’s disease by

Chinese medicine extracts based on C. elegans model
Pei Yuging' ,Xu Chunyu',Shao Xindi',Zhu Yujie',Zhou Siyue',
Zheng Zhiyi' ,Cheng Fei' ,Shi Xuan',Chen Zhangyue®,Li Hualing'”
(' Dept of Biochemistry , Yangzhou University Medical College, *College of Electrical ,
Energy and Power Engineering ,Yangzhou University ,” Jiangsu Provincial Key Laboratory of Geriatric
Disease Prevention and Treatment of Integrated Traditional Chinese and Western Medicine ,Yangzhou 225001)

Abstract Alzheimer's disease ( AD) is a common neurodegenerative disease. It has been found that AD is re-
lated to various pathogenic factors such as genetics, cardiovascular and cerebrovascular disease, and excessive
phosphorylation of tau protein. However, no definitive conclusions on its pathogenesis have been reached. In this
paper, the research progress on the pathogenesis of AD in C. elegans model and the therapeutic effects of traditional
Chinese medicine extracts on AD are reviewed, providing a basis for further research on the alleviating effects of
Chinese medicine extracts on AD.

Key words Alzheimer's disease ;common models ; transgenic strains of C. elegans ; Chinese medicine extracts ;re-
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