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[ Abstract]  With the process of the aging society, the incidence rate of neurodegenerative diseases is increasing

year by year. Zebrafish as a model organism has been widely used in various research fields of medicine and life science due

to its many advantages that other model organisms do not have. This article reviews the application and progress of zebrafish

in the research of several common neurodegenerative diseases in recent years, including Alzheimer’ s disease, Parkinson’s

disease, Huntington’ s disease, amyotrophic lateral sclerosis, spinal muscular atrophy, hereditary spastic paraplegia, and

other diseases related to the nervous system.
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Figure 1 Zebrafish models used in the study of neurodegenerative diseases
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Table 1 Application of zebrafish models in the study of other nervous system related diseases

PR BEIh £ A B agtdid 275 3CHk
Disease Zebrafish models Major effects/changes Reference
S5 PR ot g /- TELE T PEREALAE , Bopfe sk 5~ SPI/PU.T L1
. . WP B Tsc2 _ . - [52]
Tuberous sclerosis Wwild WT d Teer/- Upregulation of pathogenic transcription factor SP11/ 2
complex( TSC) ild type ( ) and Tse PU.1 in TSC
Bz AL, B B (oscl: Gald) q26 FI % Kk
L (14xUAS : memTagRFP-T) ML (53]
Retina disease WT, Tg (wsxl; Gald) q26) and Tg ( 14xUAS: Neurogenesis and differentiation
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SERVERL BRI mydss R A0 (5]
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Myelin and axonal damage
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18 et gk )

Inherited blindness

KRR IR SR A AE
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Charcot-Marie-Tooth
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B AT
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gap43-Venus) )
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SR W &)y 0 R B

Dye larvae and controls
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WT, wfsla™™ and wfs1b™~

I (ngnl :GFP) F5 3 (mnxl ;mCherry)
Tg (ngnl:GFP), Tg (mnxl:mCherry)
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