Supplementary Table 1. Key characteristics of commonly used mouse models of ALS (excluding C9orf72 repeat expansion models).
Abbreviations: Alsin®®, Alsin knockout; FUS, fused in sarcoma; hPFN1, human profilin 1; LMN, lower motor neurons; n.a., not applicable; n.s.,
not specified; SOD1, superoxide dismutase 1; TDP-43, TAR DNA-binding protein 43; UCHLL1 null, ubiquitin carboxyterminal hydrolase 1 gene
knockout; UMN, upper motor neurons; +, present; -, absent.
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