Influence of high level of CRP to atherogenesis in patients with rheumatoid arthritis.
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Rheumatoid arthritis (RA) is one of the most frequent form of chronic polyarthritis and immune inflammatory diseases. It was convincingly proved that one of the reason of mortality in patients with RA are cardiovascular complications, connected with atherosclerotic lesion of vessels. Main role in the development of atherogenesis common immune inflammatory mechanisms play, they are based on pathogenesis of RA and atherosclerosis.  
         Aim – to find out connection between acute phase marker C-reactive protein (CRP) and lipid profile in patient with RA.  
         Methods – It was investigated 35 patients with RA of II-III grade of activity (by Functional Capacity Classification), males-6, females-29, mean age 57±8,2 years. Control group is consisting of 15 healthy adults, representative by age and gender.  Patients have diagnosis of RA as defined by ACR (1987). It was investigated total cholesterol (TC), triglycerides (TG), Low-Density Lipoprotein-Cholesterol (LDL-C), High-Density Lipoprotein-Cholesterol (HDL-C). Level of CRP was evaluated by immune ferment method. 

Results – Patients with RA demonstrated elevated levels of atherogenic components of lipid spectrum comparing to control group: TC (5,21±0,45 and 4,11±0,34 mmol/l accordingly, р<0,05); TG (1,20±0,15 and 0,85±0,13 mmol/l, р<0,05); LDL-C (3,27±0,18 and 2,86±0,21 mmol/l, р<0,05); CRP (1,57±0,18 and 0,05±0,01 mg/dl, р<0,05). Level of HDL-C was authentically decreased (1,54±0,13 and 1,89±0,07 mmol/l, р<0,05). Correlation analysis revealed of strong positive connection of TC and CRP (r=0,73, р<0,01), and moderate negative  connection of  HDL-C and CRP (r=-0,64, р<0,05).

Conclusions – Conducted investigations revealed reliable disturbances of lipid metabolism in patients with RA II-III grade of activity, increasing of CRP level. This analysis helps to make a conclusion that increasing of risk of atherosclerotic injury of vessels is determined by pathogenic mechanisms of RA progress. 
