Parkinsons
Foundation SY NerQ*

LUDWIG-
MAXIMILIANS- BIOMEDICAL CENTER MUNICH e Systomurch Cuser o
UNIVERSITAT BIOMEDIZINISCHES CENTRUM MUNCHEN Systemic Neurosciences
MUNCHEN LMU Munich

Oligodendrocyte maturation and myelination deficits in Parkinson's disease
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Upon further investigation, our familial PD OLs showed deficits in mitochondrial function, as
Potential therapeutic target? well as evidence of elevated oxidative stress:
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6 Conclusions

PD oligodendrocytes exhibit a possible functional change in the prefrontal cortex, S
i
shifting away from their canonical myelination, as well as a potential involvement in . o
the non-motor symptoms of PD. § o
Mutant oligodendrocytes show inhibited differentiation and signs of oxidative stress, Ef j 3 =
which have been previously shown to hinder their maturation. mf; AW E
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These maturation defects lead to a loss in their myelinating capacity, causing a & S_ &
possible loss of their protective properties and enhanced neuron vulnerability N T I
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