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Methods

rat brain and point of injection C. Imaris
rendering of microglia D. Renderings of side

A and B cortex and SN microglia (saline control) E. Statistical analysis of soma volume, statistical analysis

of length of dendrites, and statistical analysis of number of branches in cortex and SN microglia treated with

This hypothesis was tested “in vivo” In a 6- hydroxydopamine (6-HODA) toxicity rat model and “in vitro”, in adult rat brain cultures of

microglial cells treated with TNF-alpha, C1q and IL-alpha or alpha-synuclein fibrils to induce M1 polarization.
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Immunocytochemistry was used to detect p65 nuclear translocation and LC3 decorated vesicles, and immunohistochemistry using IBA1 was
used to detect microglial cells in different areas of the rat brain. Images were taken using a FluoView 1200 confocal microscope. The confocal
capture z-stacks were processed using Imaris 9.7 and the data was statistically analyzed.

Maresin 1 F. Stereotaxic rendering of Maresin treated rat brain and point of injection G. Renderings of side
A and B cortex and SN microglia

Conclusion

- In the 6HODA toxicity model, microglia were more abundant, and the shape

resembles the M2 phenotype more In the rats treated with Maresin 1 than in
the saline control.

- In culture, ELV34 and Maresin 1 induced a decreased in p65 translocation,

however Maresin was more effective in eliciting LC3-phagocytosis.

- Maresin 1 induced significant positive effects in the polarization from M1,

Inflammatory to M2, pro-survival phenotype laying the road for a future
therapeutical development
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