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Abstract : Objective

mononuclear cells(PBMCs) from patients with chronic heart failure(CHF). Explore the possible mechanism of CHF. Methods PB-

To investigate the relationship between the secretion of cytokines and the activation of NF-¢B in peripheral

MCs isolated from 25 CHF patients and 25 healthy subjects were stimulated by LPS in vitro for 24 hs. The supernatant fluid were
used to measure the level of TNF-a,IL-18,11.-6 by radioimmunoassay,and the activation of NF-xB in PBMCs were measured by im-
The secretion of cytokines(TNF-a,IL-18,11.-6) and the activation of NF-¢B in PBMCs showed

a significant difference between CHF and healthy (P<C0. 05). The correlative analyses indicated that a positive correlation existed

munohistochemical method. Results

between the activation degree of NF-kB and the level of cytokines in PBMCs. Conclusion

In patients with CHF, the secretion of cy-

tokines may be regulated by NF-¢kB way. This property may be one of the mechanism for heart failure.
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