M2 MACROPHAGE SUPPRESSION ASSA’/

Macrophages - the most abundant antigen-presenting cells in the periphery - represent by themselves a wide group of
functionally-different subpopulations involved in several immunological functions, including inflammatory responses and
tissue homeostasis maintain & repair. Unlike M1 macrophages which promote a pro-inflammatory response, alternatively
activated M2 macrophages, with diametrically opposed functions, trigger inflammation resolution and suppress T cell
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to assess new immunotherapeutics for their
modulatory activity on the phenotype and function
of M2 macrophages. Candidate compounds can
thus be evaluated as single agents or in
combinatorial treatments, for their potential to .

. . |IL6, 1L12tow, |L10High
repolarize / switch M2 macrophages and to CD11b+ CDSO- CD163+ i
antagonize M2-mediated T cell suppression. reueesesasesessresessseeeaseee bR enee SR e RO RA SRR AR ene R eeE e oe R R e RS

M2 MACROPHAGES: A GOOD CANDIDATE TO IMMUNOTHERAPIES MODULATING T CELL RESPONSE SUPPRESSION
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