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Study and development of new drugs on chronic obstructive pulmonary disease
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Abstract: Given the high morbidity and mortality of chronic obstructive pulmonary disease (COPD), more drug developers get
attention to it. Due to the adverse reaction and limitation of traditional medicines, the study and development of the new drug are very
important. At present, hot spots in the research of main stage are new anticholinergic drugs, new generation of ultra-long-acting
bronchodilators, new phosphodiesterase-4 (PDE-4) inhibitors, endothelin inhibitors, and protease inhibitors etc. The representative
drugs are glycopyrrolate bromide, indacaterol, roflumilast, bimosiamose, midesteine, respectively. In this paper, the development and
prospect of the new drug on COPD have been reviewed.
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Fig. 1 Structure of glycopyrrolate bromide
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Fig.2 Structure of aclidinium bromide
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Fig.3 Structure of indacaterol
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Fig. 4 Structure of roflumilast
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