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Effects of fluoxetine on levels of inflammatory cytokines and glucocorticoid receptors
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Abstract:Objective To observe the effect of fluoxetine on the levels of inflammatory cytokines and glu-
cocorticoid receptors in mice with chronic obstructive pulmonary disease (COPD). Methods A total of 40 C57
mice were randomly divided into 4 groups,including blank solvent+ saline group., blank solvent+ fluoxetine
group,smoking+saline group and smoking+ fluoxetine group. The rates of smoking group were exposed to
cigarette smoke containing 10. 0 mg tar and 1. 0 mg nicotine for 12 weeks to establish a COPD model. The
rates of blank solvent was putted in the boxes full of fresh air. The rates of fluoxetine group and saline group
were taken 5 mg/kg intragastric administration of normal saline and fluoxetine. After 12 weeks, the lung tis-
sue was taken for pathological observation,and alveolar lavage fluid was analyzed for inflammatory factors,
and the brain was used to analyze the expression of glucocorticoid receptor. Results There was no statistically
significant difference in weight of C57 mice before smoking,but after 6 weeks,the weight of blank solvent-+
saline group and blank solvent+ fluoxetine group were significantly higher than that of smoking—+saline group
and smoking + fluoxetine group (P <0. 05). After 12 weeks, interleukin (IL)-6 and tumor necrosis factor
(TNF)-a in alveolar lavage fluid of blank solvent+saline group, blank solvent—+ fluoxetine group,smoking+
saline group were significantly higher than that of blank solvent+saline group and smoking—+fluoxetine group
(P<C0. 05). Compared with blank solvent+ saline group, the level of GR protein of smoking + saline group
was significantly decreased (P<C0. 05). After modeling the COPD, the level of GR protein of smoking+ fluox-
etine group was significantly higher than that of smoking+saline group. Conclusion The levels of inflamma-

tory cytokines in COPD rats caused by smoking are increased, the levels of GR in the brain are continuously
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decreased. Fluoxetine could reduce the levels of inflammatory cytokines,reverse the continuous decrease of GR

expression,and contribute to the recovery of COPD.
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