342

LI EY S EZ Laboratory Animal and Comparative Medicine

Aug. 2022, 42(4)

DOI:10.12300/].issn.1674-5817.2021.122

- ASEERfmahiDisEl -

Animal Models of Human Diseases

» —a ».
Bl 7R I TREER IS S PR oS i D
TEPTEE, BRI
(L A B RFEEAFEEERER, Li§200092; 2. FFKEHERET ERES#E4FE S, B 200120)
HEE] R/RREBEFE (Alzheimer's disease, AD) RRENNEZFUHBEERTHERERZ—, TERMEEEAN
B, Bt ERTIAT ADNAY REEER ADIER, TARADHALEET W, IE40FK, BAADIE
FRZEELEAS, BREELKENHEERNREEHREEEMHEEANRNLEY, ERENNIRRTIFRE
. Alt, FEFSHEMTIGRARRFENRITAD ERBENDFEN S LHRMPER RIS AD ZHFNF IR,
A AD BN A LBIEEEE . REFARMNADBIBEALFFMENSEERRLE L, ©ABENAD YRR LUKRELF
NHxo
[XiE] RRSHE; MPER,; REBARQRSE; EHERRD; TM
[FES 2SI R-332; Q95-33 [XHkiFEMBIA [XEHS]1674-5817(2022)04-0342-09

Research Progress in Animal Model of Alzheimer's Disease

SHENG Zhejin', LI Limei?
(1. School of Life Science and Technology, Tongji University, Shanghai 200092, China;2. Research Center for
Translational Medicine, Shanghai East Hospital, School of Medicine, Tongji University, Shanghai 200120, China)

Correspondence to: LI Limei (ORCID: 0000-0001-7027-4216), E-mail: 13601868653@163.com

[ABSTRACT]
seriously affects the health of the elderly people. The drugs currently approved for the treatment of AD can

Alzheimer's disease (AD) is one of the most common neurodegenerative diseases, which

only reduce the symptoms severity of AD, but can't cure AD or prevent the deterioration of AD. Over the
past 40 years, there have been numerous treatments for AD, including compounds that prevent amyloid
deposition in the brain or remove existing amyloid plaques, but their clinical curative effects are not
significant. Therefore, more basic and clinical studies are needed to improve our understanding of the
biological mechanism of AD. Experimental animal models are very important not only for the study of the
pathogenesis of AD, but also for the development of AD drugs. This paper reviewed the main
histopathological characteristics, genetic factors, the current animal models and model evaluation of AD.
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Table 1 Advantages and disadvantages of three types of Alzheimer's disease (AD) animal models
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F2 15HERNNRMRREHBEEIEHRE

Table 2 15 common genetically modified mouse models of Alzheimer's disease (AD)

RELZIR BER/NEREE PRI ST TALNRER

Name of model Type of gene/mouse Characteristics of neuoropathology Behavioral / cognitive disorder
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Note: ‘Transgenes; “Multi-copy transgenes; *Knockout; *Knock-in; SAPOE2 Knock-In model is a familial AD model, all the other models
are sporadic AD models in Table 2; £This mouse has been used to generate several digenic mouse models including APP (V7171) x PST
(A246E). APP is amyloid precursor protein; PSEN1/2 is presenilin-1/2; A is g-amyloid; NFTs is neurofibrillary tangles; CAA is cerebral
amyloid angiopathy; MAPT is microtubule-associated protein Tau; mMMAPT is mouse microtubule-associated protein Tau gene; hMAPT is
human microtubule-associated protein Tau gene; APOE is apolipoprotein E.
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Table 3 Common intervention models of Alzheimer's disease (AD)
& & A Modeling method
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8 Phenotype
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Note: STZ is streptozotocin; AF64A is 1-(ethyl)-1-(2-hydroxyethyl) aziridinium chloride; NMDA is N-methyl-D-aspartic acid.

x4 MRRBRBNDERRTHHKER
Table 4 Behavioral validation tests for animal models of Alzheimer's disease (AD)
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