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The crosstalk mechanisms between immunological cells responsible for fibrotic
microenvironment and the effect of aging.
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MAGI2-PTEN axis

1) The bone marrow derived cells were cultured with cytokines. These cells
were adoptively transferred to bleomycin-induced murine pulmonary fibrosis model, and significant
attenuation of the fibrosis development was observed. The analysis of cell-surface markers revealed
that these cells have properties similar to M2 macrophage.

2) A scaffolding protein MAGI2 serves as a tumor suppressor. However, the involvement of MAGI2 in
fibroblast to myofibroblast is unclear. Therefore, we examined the role of MAGI2 in myofibroblast
differentiation using normal human lung fibroblasts. MAGI2 expression was significantly
down-regulated by TGF-B 1. a -SMA expression was significantly increased upon MAGI2 depletion by
SiRNA, which was accompanied by AKT phosphorylation and PTEN instability. Up-regulation of a -SMA
upon MAGI2 silencing was also confirmed by immunocytochemistry.
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