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Clinical significance of serum IL-12 and IL-2 in patients with asthma

MA Hui-ping , LI Wei

V(The First Affiliated Hospital of Jining Medical University,Jining 272011, China)
Abstract:Objective To study the role of serum IL-2 and IL-12 in patients with asthma. Methods The serum
levels of IL-2 and IL-12 were measured by ELISA in 30 cases of asthma at stage of episode, 24 cases of asthma at
stage of remission and 20 healthy people. Forced expiratory volume in one second (FEV1) was measured in all pa-
tients as a percent of predicted value. Results The level of IL-12 in the attacking- stage asthma was significantly
lower than the remission patients and healthy controls (P<C0. 01). The level of IL-2 in attacking-stage asthma was
significantly higher than the remission patients ( P<C0. 05) and the healthy controls ( P<C0.01).FEV1. Opre was
significantly lower than remission patients and healthy controls( P<{0. 01). IL-12 level was positively related with
FEV1. Opre(P<C0. 05, r= 0. 495) , but negatively with IL-2 (P<C0.05, r=—0.519).IL-2 level was negatively
related with FEV1. Opre (P<C0. 05,7r=—0. 527). Conclusion 1L-12 and II-2 may be one of the important factors
causing bronchial chronic inflammation. It is very important for diagnosis and treatment for asthmatic patients to
measure serum IL-12 and IL-2 levels.
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