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RRS)HEETEFRSHUEERE F AT EhsCRPAIAL RESIAE

G2
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FEIE 5% 2 — statinif & — /O M R TP =38
B AR o [ IRF L 72 5 N L 18 2R BOR Y B 2R
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ANTEAG T statin JeaspirinTH © JUPITERIHSE 2
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(B8 e oK 22 B H {6 /= A hs-CRP AT i A
W B S hs-CRPIEE & SRS AT - 80
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Update on C-reactive Protein for the
Primary Prevention of Cardiovascular
Disease — the Impact of JUPITER Study

Chao-Chin Chen, and Meng-Huan Lei
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Atherosclerosis, the principal cause of cardiovascular disease, has been identified as an inflammatory
disease. This suggests that some markers of inflammation (e.g., C-reactive protein) may serve as predictors
of disease progression or clinical events. Several prospective studies have demonstrated that high-sensitivity
C-reactive protein (hs-CRP) is an independent predictor of future risk for cardiovascular events among healthy
individuals, although a causal relation has not yet been established. In addition, hs-CRP also adds prognostic
information to the calculated Framingham Risk Score in individuals without overt coronary disease. Thus, hs-CRP
is a potential adjunct for global risk assessment in the primary prevention of cardiovascular disease. Furthermore,
a number of statin trials have linked CRP levels with coronary risk, leading to the hypothesis that treatment
initiated on the basis of CRP elevations can improve patient outcomes, even when hypercholesterolemia is not
present. The JUPITER trial provided partial answers for these questions by finding that a highly potent statin
lowered the risk of cardiovascular events in patients with "normal" LDL-C but elevated levels of hs-CRP. This
land-mark study could potentially alter our current primary prevention in the general population, but requires
critical analysis. The orbit of statin therapy depends on the balance between the benefits of treatment (absolute
risk reductions) as well as its long-term safety and cost. ( J Intern Med Taiwan 2009; 20: 385-395 )
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