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ABSTRACT METHODS

In the lung injury repair process, alveolar macrophages localize near the injury site Macrophage Polarization:
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The in vitro assay developed can be used to further study the macrophage's and extracted using a syringe. (B) Bone marrow was collected from femurs and tibiae by flushing PBS through the
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especially in the pulmonary alveoli compartment. Alveolar macrophages are resident macrophages to the
pulmonary alveoli and produce various signaling chemicals to regulate an immune response and tissue
homeostasis®. Alveolar macrophages also interact with injury-associated fibroblasts and secrete pro-
inflammatory cytokines to enhance local immune response as well as anti-inflammatory cytokines to resolve
inflammation and produce fibrosis. Recent studies also indicate these innate immune cells may support
epithelial cell proliferation and, thus, alveolar regeneration®. We have recently observed that alveolar
macrophages and fibroblasts are associated
with impaired epithelial regions and interact with

Figure 6: M2 AMs suppress myofibroblast expression. (A) Coculture with fibroblasts does not affect macrophage phenotype
as noted by elevated expression of M1 marker Nos2 and M2 marker Arg1 in their respective polarized conditions. (B)
Myofibroblast markers Sm22 and Col1a1 are downregulated when fibroblasts are cocultured with M2a and M2c macrophages.
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