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                                  Introduction 

C-reactive protein (CRP) is a pentameric protein (pentaraxin) 

comprised of five identical units (Osmand et al., 1977). 

In humans, the gene for CRP subunits is encoded in chromosome-

1. A similar protein has been identified in virtually all mammals and in 

fish and chickens (Volanakis et al., 1990), indicating great evolutionary 

conservation (Whitehead et al., 1983). 

Several functions have been attributed to C-reactive protein: CRP 

is capable of binding various biological substrates (Ballou and Kushner, 

1992); it participates in the activation of the complement system and 

modulates the function of phagocytic leukocytes. CRP is also located at 

sites of inflammation (Kushner and Kaplan, 1961); it enhances 

macrophage action on tumours (Zanedi and Mortensen, 1986); it is 

implicated in the synthesis of interleukine-1 and tumour necrosis factor 

(Barna et al., 1989; Vetter et al., 1983) and is capable of binding and 

blocking platelet activating factor. CRP is mainly produced in the liver in 

response to interleukine-6. 

Recently, evidence suggesting a process of low grade systemic 

inflammation has been implicated in atherosclerotic disease (Chen et al., 

1999). Heart failure is one of the main consequences of atherosclerosis, 

and if a frequent cause of hospital admission (Senni et al., 1999) and 

mortality, despite recent developments in therapy (Pitt et al., 1999). 
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Elevated levels of CRP have been observed in patients with heart 

failure (Wordan, 1998), and activation of the immune response may 

play a role in heart failure through modifications in the renin-angiotensin-

aldosterone and sympathetic systems (MacGowan et al., 1997). We 

studied the role of CRP in patients admitted due to heart failure, with a 

follow-up of 6 months. 
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Aim of the work 

1. To determine the correlation between high sensitivity C-reactive 

protein and severity of heart failure (according to NYHA class and 

signs of heart failure). 

2. To determine the usefulness of high sensitivity C-reactive protein 

in predicting the prognosis and the need for readmission in patients 

with heart failure as detected by 6 months follow-up. 

 

 

 

 

 


