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C Symposium 1: Recent advances and evolving concepts in Asthma )

Asthma phenotypes and the use of
biologic medications in asthma
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Fig. 1. Theoretical grouping of emerging asthma phenotypes based on the distinction between Th2-high asthma and

non-Th2 athma (adapted from Wenzel SE, Nat Med 2012;18:716-25)
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Fig. 2. Biologic agents targeting type 2 cytokine and IgE pathways (adapted from Fajt ML, Wenzel SE, J Allergy

Clin Immunol 2015;135:299-310)
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Table 1. Biologic agents and their targets in asthma treatment

Target Treatment Stage of development
IgE Omalizumab Marketed
IL-5 Mepolizumab and reslizumab Marketed
IL-5R Benralizumab Phase III
IL-4Ra (IL-4/IL-13) Dupilumab and pitrakinra Phase III, phase II
IL-13 Lebrikizumab and tralokinumab Phase III
IL-17 Secukinumab and brodalumab Phase 1T
PGD2 receptor Qaw039 Phase III
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