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Oligomeropathies:

mechanisms a-synuclein oligomers toxicity
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Purification alpha synuclein oligomers
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Alpha-synuclein oligomer trigger memory impairment in association to neuroinflammation

Neuroinflammation mediates the memory damage induced by alpha-synuclein oligomers
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Neuroinflammation exacerbates alpha-
synuclein oligomers toxicity in vivo
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Characterization of the LPS-induced neiroinflammatory model
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Characterization of the LPS-induced neiroinflammatory model

Hippocampal neuroinflammation



LPS 2.5 mg/Kg and α-synuclein oligomers (0.5 µM)

“Double-hits” acute mouse model
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Alpha-synuclein oligomer injection
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A potential role for the TLR-2



Neuroinflammation worsens non-
motor deficits in A53T mice
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Characterization of the LPS-induced neuroinflammatory model in A53T mice
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Motor behavior
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Dopoaminergic neurodegeneraton in SNpc
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Cellular Prion protein neither binds to alpha-synucelin
oligomers nor nediates their detrimental effects
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HIPPOCAMPAL NEUROINFLAMMATION



Pro-inflammatory signals
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