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MGO potentiates motor, cognitive, olfactory and
colonic disturbances in Thy1-aSyn mice
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Behavioural tes-ng. (A) Pole test. (B) Rotarod, constant
speed. (C) Hindlimbs clasping score. (D) Colonic func-on.
(E) Block test. (F) Y maze. At least n=5 in all groups.
Ordinary one-way ANOVA,* p < 0.05, ** p < 0.01, *** p <
0.001, **** p < 0.0001.
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MGO treatment induces neurodegeneration in Thy1-aSyn mice
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(A) Immunoblotting analysis for
aSyn and AGEs;
(B) Immunohistological analysis
for TH-positive neurons.
At least n=4 in all groups.Ordinary
one-way ANOVA,* p < 0.05, ****
p < 0.0001.

Proteomic analysis: protein altera-ons quan-fied in the
midbrain of MGO-treated Thy1-aSyn mice that are not
modulated by MGO-treatment of aSyn-expression alone.
(A) Volcano plot. (B) KEEG pathways func-onal analysis.
(C) Heatmap of proteins corresponding to the top 3
altered KEGG pathways.
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MGO dysregulates glutamatergic
signalling in the midbrain
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GLYCATION exacerbates motor, cogni9ve and olfactory deficits in Thy1-aSyn mice,
that show accumula9on of aSyn and AGEs and

exacerbated glutamatergic signalling in the MIDBRAIN
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Type-II diabetes mellitus is a risk 
factor for Parkinson’s disease

Wild-type lidermate (WT) and Thy1-aSyn transgenic mice received an
intracerebroventricular (ICV) injec-on of methylglyoxal (MGO) or vehicle (PBS) at
16 weeks of age. Behavioural tes-ng started 4 weeks post-surgery. Post-mortem
studies included histological, SWATH-MS, and biochemical analysis.
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