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Interpretation

Contrasts Neurotransmitter systems  Fits to previous studies that reported cortical and sub-cortical
» Functional alterations located in key cortical and sub-cortical » Disturbed local synchronization co-localized with dopaminergic changes in respective neurotransmitter systems’

areas for motor behavior and cognition and serotonergic systems

 Fits with the fact that these systems play a key role in motor

« Pattern similar to literature5© » These systems might be particularly vulnerable to HD pathology behavior and cognition, both of which are impaired in HD
« Discrepancy between 1st and 2" cohort in terms of voxel-wise  Increased cortical synchronization may reflect uncoupling from Conclusion

differences could be due to the more advanced stage of 2 subcortical (e. g. basal ganglia) input * Robustness of our findings underpinned by

cohort o Consistent results on mRNA level

. Decreased sub-cortical synchronization may be the result of a o Link to disease severity

- Discrepancy possibly indicates progression of disease general loss of neuronal activity (neuronal death) o Replication in second, independent cohort

» Co-localization effects may be biomarker of disease staging in HD
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