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Research progress on mechanism of tiotropium bromide in treatment of COPD

DING Hui, Y1 Zhao-guo, LIU Hong-yue, XU Yin
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Abstract: Chronic obstructive pulmonary disease is the common disease of respiratory diseases, which can cause respiratory failure,

pulmonary heart disease, heart failure, and other serious diseases. As a long-acting anticholine preparation, tiotropium bromide has

commonly used in clinical treatment of chronic obstructive pulmonary disease. It can effectively relieve bronchospasm, dyspnea, and

reduce inflammation by dilating bronchus, inhibiting inflammatory factor, and inhibiting airway remodeling. The mechanism of

tiotropium bromide in treatment of COPD is reviewed in this paper.
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