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Background: Endothelial dysfunction and enhanced platelet reactivity are common features in congestive heart failure (CHF). Both phenomena contribute to reduced prognosis of patients with CHF. The chemokine fractalkine, which is expressed by inflamed or activated endothelium and facilitates atherosclerotic lesion progression, induces platelet activation as well as endothelial dysfunction. 
Aim: We investigated, whether rats with CHF display enhanced fractalkine expression of fractalkine, and whether fractalkine exaggerates endothelial dysfunction and platelet reactivity on platelets from CHF rats.
Methods and Results: CHF was induced by coronary ligation in male Wistar rats. Haemodynamic parameters were assessed 10 weeks after experimental myocardial infarction. Only animals with overt CHF were included in the study (left ventricular end-diastolic pressure > 15mmHg). Fractalkine serum levels were significantly increased in CHF rats. Endothelium-dependent vasorelaxation was significantly reduced by fractalkine. Similarly, endothelium-dependent relaxation in aortic rings from CHF rats was significantly attenuated, incubation with fractalkine further impaired acetylcholine-induced relaxation in aortae from CHF rats. Platelets from CHF rats showed significantly increased P-selectin expression following stimulation with ADP compared to platelets from sham-operated animals. Co-stimulation with fractalkine significantly exaggerated P-selectin expression on platelets from CHF rats.
Conclusion: We observed increased vascular fractalkine expression in rats with CHF. Fractalkine further impaired the pre-existing endothelial dysfunction and aggravated platelet activation in rats with CHF.

