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The expression of IL-6,IL-8 and TNF-a in silicosis and the significance of CIK treatment”
DAI Jun ,MIN Qiping . ZHU Chuanwu” , XU Ping
(Suzhou Fi fth People’s Hospital s Suzhou, Jiangsu 215000 ,China)

Abstract : Objective To investigate the expression of interleukin-6 (IL-6) ,interleukin-8 (IL-8) and tumor
necrosis factor-a ( TNF-¢) in silicosis and its changes after cytokine-induced killer ( CIK) significance.
Methods 49 cases of silicosis phase diagnosed patients in the hospital from January 2012 to December 2016
were selected as the observation group,and 49 healthy subjects were selected in the same period. 11.-6, I11.-8,
TNF-« and lung function were measured in both groups. The results of the two groups were compared and an-
alyzed. There are 3 cases of silicosis in 1 stage patients treated with CIK. The changes of IL.-6,11.-8 , TNF-¢ and
lung function before and after CIK treatment were observed and compared. Results The levels of I1L.-6,11.-8
and TNF-q in the observation group were higher than those in the control group,the difference were statisti-
cally significant(P<C0. 05); The forced vital capacity(FVC),1s expiratory volume(FEV1) and FEV1/FVC in
the observation group were lower than those in the control group,the difference were statistically significant
(P<<0.05).1L-6,IL-8 and TNF-q levels in 3 patients with silicosis in 1 stage were significantly improved after
CIK treatment. Pulmonary function significantly improved. Conclusion The levels of 11.-6,11.-8 and TNF-¢ in
patients with silicosis phase are generally higher. I1.-6,11.-8 and TNF-¢ levels were significantly improved in 3
patients with silicosis phase after CIK treatment. Pulmonary function results was significantly improved.
Those were worth of further study. It also provides a new way of thinking for the treatment of occupational
silicosis.
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