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Asthma is a disease of chronic inflammation as well as Af Cha”enge
hyperresponsiveness of the airways. Airway inflammation in um
asthma is characterized by initiation and maintenance of 100 EEEERNEEE
inflammatory cells followed by resolution. Fas ligand may act as an EY
endogenous anti-inflammatory mediator in asthma by promoting the 80
apoptosis of inflammatory effector cells such as eosinophils and 70
lymphocytes.  In previous experimentation, anti-FasL given
systemically to mice appeared to potentiate eosinophilia locally in a
murine model (Almeida et al, Am J Respir Crit Care Med 2006;
3:A340). This would seem to implicate locally generated FasL in the
clearance of pro-inflammatory cells. In this study we investigated
the expression of asthma-related cytokines in the context of FasL
protein and gene ion in an i mouse o
model of asthma.
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