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Serum Amyloid A (SAA) Test in Clinical Diagnosis and Health Monitoring
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Abstract: Serum amyloid (SAA) is a precursor of tissue amyloid A and is one of the acute phase reactive proteins. At the

same time, SAA may also be involved in the pathogenesis of chronic inflammatory diseases such as rheumatoid arthritis and

atherosclerosis. The significance of SAA is very important both in diagnosis and health monitoring for various diseases such

as infection, cardiovascular disease, tumor, tuberculosis,amyloidosis,and transplant rejection. This article reviews the clinical

application of SAA in clinical trial diagnosis and health monitoring.
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