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[ Abstract)

dren. Multiple cells, such as T lymphocytes, eosnophils, neutrophils, mastocyte cells and alternative cells air-

Bronchial asthma is one of the most common chronic airway inflammation diseases in chil-

way epithelial cells participate in the progression of inflammation. Previous studies have indicated that chemo-
kines and their receptors play a role in the incidence and development of bronchial asthma by recruiting and ac-
tivating inflammatory cells. CC chemokine receptor 5 ( CCR5) functions to regulate the migration, proliferation
and immunity of T lymphocytes and monocytes/macrophages. CCRS has become the focus of revealing the path-

ogenesis of bronchial asthma. This article reviewed the function and signaling pathway of CCRS and their lig-

ands, as well as their relevance with bronchial asthma.
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