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Effect of cilomilast on IL-8 and TNF-a release by peripheral blood mononuclear

cells in COPD patients

LIAO Xiu-ging', SONG Yun-xi', WANG Yan', LI Qi', LIAO Wei', WANG Chang-zheng', QIAN Gui-sheng',
ZHANG Xiao-bin®, ZHANG Yi’ ('Institute of Respiratory Diseases, Xingiao Hospital, Third Military Medical University, Chongqing
400037, *Department of Respiratory Diseases, Fuling Central Hospital, Fuling 408000, China)

Abstract: Objective To investigate the effect of cilomilast on IL-8 and TNF-a release by peripheral
blood mononuclear cells (PBMC) in patients with chronic obstructive pulmonary disease (COPD). Methods
Peripheral blood mononuclear cells (PBMC) separated from blood of COPD patients were cultured in the pres-
ence of different concentrations of cilomilast, methylprednisolone and aminophylline for 24 h. Afler the incuba-
tion the absolute values of IL-8 and TNF-« in supernatants were assessed using ELISA. The effects on IL-8 and
TNF-a of different drugs and different concentrations were compared. Results  All three concentrations of cilo-
milast (0.1,1,10 wmol/L) and aminophylline (5, 15, 25 pg/ml) significantly reduced IL-8 and TNF-a re-
lease by PBMC(P <0.01). But all three concentrations of methylprednisolone (0.05, 0.10, 0.15 pmol/L)
did not significantly reduce IL-8 and TNF-a release by PBMC. Cilomilast (1 wmol/L) reduced the release of
IL-8 by 54% and aminophylline (15 pg/ml), by 39% (P <0.01). Cilomilast (1 pmol/L) reduced the re-
lease of TNF-a by 51% and aminophylline (15 pg/ml), by 32% (P <0.01). Conclusion Cilomilast and
aminophylline significantly reduce IL-8 and TNF-o release by PBMC in vitro, and the effect of cilomilast on IL-
8 and TNF-q is stronger than that of aminophylline, but methylprednisolone has no such anti-inflaimmation
effect. Cilomilast is effective on airway inflammation of COPD and has broad clinical prospect.
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