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autoimmune encephalomyelitis (EAE) — an animal model of MS.

Immunohistochemistry
* Immunohistochemistry was used to determine IL-22 (Abcam; ab18499) and IL-22R1 (R&D;
MAB42941) expression and co-localisation with CNS resident cells and infiltrating immune
cells.

Aim
This study aims to characterise the expression of IL-22 and its receptor subunit
IL-22R1 in normal and EAE CNS tissue, and examine any potential correlation
between expression level and disease severity.

Results
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Conclusion

Our data shows that:

* Serum IL-22 elevated during EAE in a similar manner to MS patients during active disease.?

 [L-22 and IL-22R1 expression elevated in EAE spinal cord tissue, particularly within proximity of inflammatory lesions.

 Neurons express comparable levels of IL-22 and IL-22R1 in naive and EAE mice however astrocytic expression of both is elevated during EAE specifically within the inflammatory
lesions.

 Our data suggests IL-22 plays an important role in the development and progression of CNS inflammation however whether this function is mediated through astrocytes or
other means has still to be determined.




