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INFLAMMATION AND HEART FAILURE; CAUSES, CONSEQUENCES OR BOTH?
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The presence of inflammatory process in patients with heart failure seems to be well demonstrated. At the actual state of art it is not possible to establish the exact role of immune system and inflammation in the progression of the heart failure in the vast majority of patients. Therefore we decided to investigate several different aspects of the inflammatory process, studying the following parameters: C-reactive protein (CRP), Lipopolysaccharid(LPS), Troponins (I and T) in 59 patients with left ventricular dysfunction caused by dilated cardiomyopathy, valvular heart disease, chronic ischemic cardiomyopathy.

Troponins I and T were increased in all patients and showed significant positive correlation between them. There were no significant differences among groups. 

Moreover a statistically significant negative correlation between the levels of troponins and the diastolic blood pressure was observed. The troponins were the only biochemical marker we have studied that correlates with diastolic blood pressure.

The levels of CRP show a statistically significant difference between healthy controls and patients with chronic left ventricular dysfunction and a statistically significant difference between the group of patients with chronic left ventricular dysfunction of both ischemic and non ischemic origin. The levels of C-reactive protein correlated with the New York Heart Association class) and with the end diastolic volume of left ventricle. 

The levels of LPS resulted lower in patients with chronic LV dysfunction than in control group, without reaching statistical significance. No significant correlation of LPS levels with echocardiographic index of left ventricular impairment or clinical parameters was obseved. In conclusion it is possible that the patterns of inflammatory reaction are different the same in various pathologies that generate heart failure and this field needs further investigation. 













































