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Despite the well-established association between dyslipidemia and cardiovascular
disease, the Framinham heart study showed that more than one third of people with
cardiovascular events had below "normal" total cholesterol levels. Inflammatory

biomarkers have surfaced as prime candidates, given the integral role of inflammation



in atherosclerosis. Among all the inflammatory makers, C-reactive protein (CRP) is
the most common one in clinical practice. The serum level of high sensitivity CRP
(hsCRP), measured by high sensitivity CRP assay, is positively correlated to the
number of the components of the metabolic syndrome that are present, and it also
predict incident type 2 diabetes. It is a stronger predictor of cardiovascular events than
LDL-cholesterol (LDL-C) level and it adds prognostic information to that conveyed
by the same Framingham risk score (the higher the level of hsCRP, the poorer the
prognosis). In addition, hsCRP is better than other cardiovascular risk predictors.
From animal and in vitro studies, CRP is not only an excellent biomarkers of
inflammation but it is also a direct participant in atherosclerosis. Nevertheless, there is
not enough evidence showing that lowering CRP levels is directly correlated with a
change in cardiovascular risk. More clinical trials are needed to determine if hsCRP
may be used to guide interventions for lowering cardiovascular risk. So, we suggest
that hsCRP is used in particular risk group. Patients with hsCRP levels below 1mg/L,
between 1 and 3 mg/L and above 3 mg/L are low, intermediate and high risk group
respectively. Cardiovascular events may be decreased more with more intensive

management by this screening method. (J Intern Med Taiwan 2004; 15: 43-48 )





