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INTRODUCTION AND AIM OF THE STUDY

Magnoflorine (MGF), a plant-derived alkaloid, might be involved in immune system modulation and recent studies suggest its ability to reach the central nervous system, where it may
positively impact brain functions.! Although some studies suggest an antioxidant and anti-amnestic effect, possibly impacting Alzheimer’s disease (AD) features?, MGF influence on immune
and cerebral functions has not been clarified yet. The aim of the study is therefore to evaluate MGF impact on AD parameters through in vitro and in vivo studies.
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IN VITRO STUDIES
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ug/ml (p>0.05 vs basal, Figure B). Furthermore, ?]rf'i% renewed by MGF treatment, leading to a
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release (-35%; p<0.05, Figure C). cells (HMC3) cells (IMR-32) (ELISA assay) concentration (p>0.05 vs basal, Figure E).
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CONCLUSIONS

Our results showed a neuroprotective effect of MGF as it positively affects cell viability and reduces AB-induced inflammation in vitro. Consistently, in vivo data confirmed MGF anti-
inflammatory effects through the modulation of LPL4, suggesting a possible involvement in the modulation of cerebral immune-metabolic response.
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