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Summary:  This review focuses on some immune mechanisms, leading to inflammatory re-
actions in bronchial asthma. Asthma is characterised with chronic inflammation 
of the respiratory tract, in which many inflammatory cells are involved. Th2-
lymphocytes and secreted interleukins play a central role in the processes of al-
lergic inflammation. B-lymphocytes also play an important role in allergy dis-
eases, including bronchial asthma, through the release of allergen-specific IgE. 
Mast cells play a key role in allergic inflammation through the release of hista-
mine, leukotrienes (LTC4, LTD4, LTE4) and prostaglandin D2 (PGD2). The num-
ber of macrophages, as well as the secretion of chemotactic factors, stimulating 
the migration of eosinophils (CC-chemokines), has been shown to be increased 
in the lungs of patients with asthma. The functional role of eosinophils in asthma 
is not clear yet. 
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