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WFZER R OMEEE (330) : Little is known about the population of alveolar macrophages (AM)
from asthmatics. In the present study, we suggested that AM from a murine model of asthma
transit towards an alternatively activated macrophages (M2) as compared with AM from
control mice. Moreover, we found that AM from a murine model of asthma, but not from control
mice, express the costimulatory molecule B7-DC, and AM might inhibit antigen—specific
CD4 T cell proliferation. These findings suggest that AM can suppress the pathogenesis
of asthma, and may be a novel therapeutic target in asthma.
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