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Neuroinflammation is crucial in mediating deleterious
effects of alpha-synuclein oligomers
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Oligomeropathies:

mechanisms a-synuclein oligomers toxicity
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Absorbance at 280 nm (mAU)

Purification alpha synuclein oligomers
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Alpha-synuclein oligomer trigger memory impairment in association to neuroinflammation
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Neuroinflammation mediates the memory damage induced by alpha-synuclein oligomers
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Neuroinflammation exacerbates alpha-
synuclein oligomers toxicity in vivo



Characterization of the LPS-induced neiroinflammatory model
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Characterization of the LPS-induced neiroinflammatory model

Hippocampal neuroinflammation
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Discrimination index
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“Double-hits” acute mouse model

LPS 2.5 mg/Kg and a-synuclein oligomers (0.5 uM)
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Discrimination index

A potential role for the TLR-2
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Neuroinflammation worsens non-
motor deficits in A53T mice



Latency (sec)

Characterization of the LPS-induced neuroinflammatory model in A53T mice
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Hippocampal neuroinflammation
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Motor behavior

OPEN FIELD BEAM WALK PAW GRID TEST
- I — * Kk k I I
I * Kk — i EX3 I**** ' — *kk
4000- |+|I | 15 |*_| 1 300- _ |
g T
gsooo- £10] gzoo-
€ 2000{ T % g
§ = ? 5 -33 100
£ 1000 - T — -
¥
0 T T 0 T T 0 T r
Veh _LPS25 Veh LPS25 Yeh _LPS25 Veh LPS2S Veh _LPS25 Veh LPS25
Dopoaminergic neurodegeneraton in SNpc
% NTG+Veh E NTG+LPS 2.5
:::““.‘ : v"\ o .
ORERL. . 150 -
: [ ] %
A o
"**ik‘. | :
._‘ ..; ; ".‘ m
g £ 100+ — --I—
w
i
A53T+Veh - AB3T+LPS 2.5 5
[ eg ' S o 50 4
5,“\ ; B«
SR 2 > +
G . N £ MY =
- PN > P N : 4
'\;»\ -i.\ ‘. e AN n
J S . . i \,’\,.\\ T T
FoaH § PR Veh LPS 25 Veh LPS 25
Whe 3p gt \‘ M= AD3T



Cellular Prion protein neither binds to alpha-synucelin
oligomers nor nediates their detrimental effects
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