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Accelerated Atherosclerosis in Rheumatoid Arthritis

Yong-Beom Park, M.D., Soo-Kon Lee, M.D.

Department of Internal Medicine, Institute for Immunology and Immunological Disease,
BK 21 Project for Medical Science, Yonsei University College of Medicine, Seoul, Korea

It is well known that rheumatoid arthritis (RA) causes significant morbidity as a result of
synovial inflammation, joint destruction, and associated disability. In addition to these articular
manifestations of RA, there is growing recognition of an excess mortality, which is due to
increased atherosclerosis.

Approximately 50% of atherosclerotic coronary artery disease in the community occurs in the
absence of traditional risk factors, such as smoking, hypertension, diabetes mellitus, and hyper-
cholesterolemia. Recently, inflammation has emerged as an important pathogenic mechanism
of atherosclerosis. Inflammation has a role in both the initiation and the progression of
atherosclerosis. C-reactive protein (CRP) is a sensitive marker for underlying systemic inflam-
mation. Prospective studies indicate that baseline levels of CRP are associated with increased
risk of myocardial infarction and stroke among apparently healthy individuals. Furthermore, the
value of high-sensitivity testing for CRP appears to be additive to that of total and HDL-
cholesterol for cardiovascular risk prediction.

RA is a typical chronic inflammatory disease and CRP well reflects on the disease activity
of RA. Several studies have reported increased cardiovascular disease and mortality among
patients with RA. As a potential underlying mechanism for this observation, the inflammation of
RA may play an important role. Studies have shown evidences that patients with RA have
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accelerated atherosclerosis, which is associated with the inflammation of RA. In this article, we
reviewed the relationship between RA and accelerated atherosclerosis.
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