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Abstract

Amyotrophic lateral sclerosis (ALS) and frontotemporal dementia (FTD) have been revealed to
be part of a disease spectrum with a common molecular basis through the identification of causative
genes. Functional analyses of these causative genes suggest that the causes of onset are diverse and are
triggered by various cellular dysfunctions. However, the aggregation of proteins and RNAs, which is im-
plicated in the onset of these diseases, is a key factor leading to various functional impairments, and there
may be common processes underlying this aggregation mechanism. In this review, we summarize the
latest findings on the mechanisms of ALS/FTD onset, focusing on the recently highlighted phenomenon
of liquid-liquid phase separation.

Key Words: Amyotrophic lateral sclerosis (ALS), Frontotemporal dementia (FTD), Neurodegener-
ation, Liquid-liquid phase separation (LLPS).
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