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WFZER R OMEEE (JE3C) : Amyotrophic lateral sclerosis (ALS) is a heterogeneous group of
progressive neurodegenerative disorders characterized by a selective loss of motor
neurons in the cerebral cortex, brainstem, and spinal cord. Currently, the mechanism for
the selective degeneration of motor neurons is unclear. We focus on the newly-identified
ALS causative gene product, called ALS2, and investigate the molecular function of ALS2
and its activators. We here identified Racl as a novel ALS2 activator, and revealed that
ALS2 plays a role in macropinocytosis and endosome fusion in cells. Our study will
contribute to define the molecular mechanisms underlying the neuronal dysfunction and
degeneration in ALS.
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