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Cutaneous melanoma is an highly aggressive cancer with metastatic behavior. Being a relevant
constituent of the tumor microenvironment, tumor-associated macrophages may regulate To evaluate whether bcl-2 overexpression
melanoma progression, through distinct pro-inflammatory (M1) vs pro-tumor (M2) polarized in melanoma cells might influence tumor-
programs. Our previous studies have demonstrated that melanoma overexpressing bcl-2, one of promoting and polarized functions of
the most crucial regulators of cell apoptosis, show an increased progression, metastatization and tumor-associated macrophages.

vascularization.

Bcl-2 overexpressing melanoma cells promote macrophage

migration and polarization towards an M2-like phenotype
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(A) Western Blot analysis of bcl-2 expression in murine melanoma B16/F10 control (Empty) or bcl-2 overexpressing cells. (B) I,IL1|3
macrophage diversion that

Representative images of IHC detection of F4/80 in B16/F10 empty and bcl-2 overexpressing tumors performed 15 days after cell
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injection in mice. Quantification by cytofluorimetric analysis of (C) CD206*, (D) TNFa* and MHCII* cells among tumor-associated IL-17 Id f |
macrophage (TAM) in B16/F10 control or bcl-2 overexpressing tumors. Quantification by cytofluorimetric analysis of (E) CD4* and CD8 B2 2 overen cou avours mefanoma
*(F) IFNy production and (G) CD44*CD62L among CD3* infiltrating cells. (C-G) "p<0.05; **p<0.01; ***p<0.001. * melanoma progression.
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