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Research progress of SOCS-3 on the imbalance of Th1/Th2 in asthma
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Abstract: Bronchial asthma (asthma) is a kind of chronic airway inflammatory diseases, characterized by immune
imbalance of Thl/Th2 cytokine and Th2-skewed immune response. SOCS-3 is a negative feedback regulatory
protein related to the cytokine signaling transduction pathways of JAK/STAT, which is mainly involved in innate
and adaptive immunity and inflammation. In recent years, researches have found that SOCS-3 has an abnormal
molecular level or impaired function during the onset and development of asthma. Therefore, SOCS- 3 may serve as
a therapeutic and diagnostic target for asthma. In this review, the advances of research on relationship between

SOCS-3 and asthma were summarized, and the roles of SOCS-3 in the imbalance of Th1l and Th2 in asthma were

discussed.
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