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Expression and clinical significance of serum IL-2 and TNF-o in patients with pulmonary tuberculosis combine diabetes”
Ran Yan',Luo Yawen*” ,Shi Junli® ,Zhao Jianjun' , Zhou Linmei'
(1. The Second Department of Respiratory Diseases ;2. Department of Infectious Diseases ;3. Department of
Radiologythe Af filiated Hospital of Zunyi Medical College , Zunyi,Guizhou 563000 ,China)
Abstract: Objective To investigate the expression of serum interleukin-2 (IL.-2) , tumor necrosis factor-a (TNF-q) in the pa-
tients with pulmonary tuberculosis and diabetes,and prelininary explore its clinical significance. Methods Experiment were divided
into control group(health check-up outpatient,n=10) , pulmonary tuberculosis group(n=20) ,diabetes group(n=20) , tuberculosis
combine diabetes group(n=20) ,tuberculosis combine diabetes group was divided into improved group,diabetes group and deterio-
rated group after 2 months with therapy according to disease outcome, ELISA assay was used to measured the level of serum IL-2
and TNF-q. Results Before treatment;serum IL.-2 levels of pulmonary tuberculosis group, diabetes group and pulmonary tuberculo-
sis combine diabetes group were reduced (P<C0. 05) ,and the pulmonary tuberculosis group was lower than the pulmonary tubercu-
losis group and diabetes group (P<C0. 05) ; serum TNF-¢ levels of pulmonary tuberculosis combine diabetes group, pulmonary tu-
berculosis group and diabetes group increased (P<C0. 05),and that of pulmonary tuberculosis combine diabetes group was higher
than that of diabetes group (P<C0. 05). After treatment;the level of serum IL.-2 increased and TNF-q significantly decreased in pul-
monary tuberculosis combine diabetes improved group (P<0. 05) ,the deterioration group had no change(P>>0. 05). Conclusion
IL.-2 and TNF-q play a role in the immune pathogenesis of tuberculosis combine diabetes, which dynamic changes can reflect the
progression and outcome of pulmonary tuberculosis combine diabetes.
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