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We observed that axonal globules are formed in both asynuclein (aS)- and P123H
Bsynuclein (8S) transgenic mice. Lysosomal pathology was similarly observed for both
aS- and P123H BS-globules, while oxidative stress was associated with the aS-globules,
and to a lesser extent with the P123H BS-globules. Other pathologies, such as
mitochondrial alteration and LRRK2 accumulation, were exclusively detected for
aS-globules. Collectively, both aS- and P123H B8S-globules were formed through similar
but distinct pathogenic mechanisms.
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