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Anticholinergic agents in asthma

[Writers] Jin Shu-xian Yin Kai-sheng
[Abstract]

Anticholinergic agents have important uses as bronchodilators for the treatment of obstructive airway diseases,
such as asthma, and more particularly, chronic obstructive pulmonary disease. Both short-acting and long-acting
agents are now available. This review highlights their efficacy and adverse event profile in asthma. Addition of
multiple doses of inhaled ipratropium bromide to (3 agonists is indicated as the standard treatment in children,
adolescents, and adults with moderate to severe exacerbations of asthma in the emergency setting. Tiotropium
is a long-acting anticholinergic drug. Tiotropium binds equally well to M1, M2, and M3 receptors. However,
it dissociates very slowly from M1 and M3 receptors compared with ipratropium, and more rapidly from M2
receptors. Tiotropium bromide can inhibit Th2 cytokine production and airway inflammation, and thus may reduce
airway remodelling and airway hyperresponsiveness in asthma. When added to an inhaled glucocorticoid,
tiotropium improved symptoms and lung function in patients with inadequately controlled asthma. Anticholinergic

agents are very poorly absorbed when given by inhalation, there are few significant side effects.
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