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[Abstract] Asthma,one of the most prevalent chronic immune disorders worldwide, is classified into
type 2 (T2) and non-T2 asthma based on airway inflammation patterns. Patients with different phenotypes ex-
hibit variations in clinical manifestations,disease severity,and therapeutic sensitivity. Currently,various treat-
ment modalities including biologics have been developed for refractory asthma, most demonstrate better thera-
peutic responses in T2 asthma. This highlights the critical importance of timely and accurate identification of
T2 asthma and assessment of its severity through highly specific and sensitive biomarkers, which can guide
precision treatment strategies to enhance therapeutic efficacy and reduce economic burdens. This article sum-
marizes recent advancements in T2 asthma-related biomarkers to provide references for precision diagnosis and

personalized treatment.
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