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[ Abstract]

ferent inflammatory cells, cytokines, and inflammatory mediators. Abnormal inflammation regulation is the basis of the

Chronic obstructive pulmonary disease (COPD) is an inflammatory disease mediated mainly by dif-

occurrence of chronic obstructive pulmonary disease. In recent years, with the continuous study of chronic obstructive
pulmonary disease, it has been found that transforming growth factor-beta (TGF-8), fibroblasts and its related cytokines
are involved in the pathogenesis of inflammation of the chronic obstructive pulmonary disease. Therefore, studying the

role of TGF- in regulating the cytokines secreted from fibroblast in the pathogenesis of chronic obstructive pulmonary
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disease can provide therapeutic ideas.
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