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Cytokines and mediators of allergy/inflammation
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— CyierInge deU' (@i-IL-S, CCR3
apiagenists).
| _CeJJ adhesion blockers (VLA-4 inhibitors)
{ ARU-Milammatory cytokines (IL-10)
Drugs that InnIbIt allergen presentation
Anti-IgE (humanized antibody E25)
Anti-B7-2, anti-CD28, CTLA-4-Ig
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" Novel corticosteroids
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