Glycation modulates glutamatergic signalling and
exacerbates Parkinson’s disease-like phenotypes
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MGO potentiates motor, cognitive, olfactory and
colonic disturbances in Thyl-aSyn mice
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synudeinopathies Wild-type littermate (WT) and Thyl-aSyn transgenic mice received an
intracerebroventricular (ICV) injection of methylglyoxal (MGO) or vehicle (PBS) at
16 weeks of age. Behavioural testing started 4 weeks post-surgery. Post-mortem
studies included histological, SWATH-MS, and biochemical analysis.
MGO dysregulates glutamatergic
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