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Asthma is a chronic airway inflammation disease. Patients present variable symptoms such as cough, chest
tightness, shortness of breathing or wheezing. In recent studies by induced sputum techniques, we find that the
airway inflammation of asthma is heterogeneous. According to different cell types in induced sputum, such as
eosinophil or neutrophil prominent, there is different response of inhaled corticosteroid in different phenotype of
asthma patients. Furthermore, it seems that older, smoking history, fixed airway obstruction or non-allergic asthma
patients have non-eosinophil profile of sputum. On the contrary, allergic asthma patients usually have dominant
eosinophil in induced sputum. In conclusion, different phenotypes of asthma should have different choices of
treatment. We need to arrange tailored plans for each asthma patient. (J Intern Med Taiwan 2016; 27: 64-67)



