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Abstract

Cardiovascular disease (CVD) is one of the most important burdens in the global public health field, a
significant risk factor threatening global life safety, and a major cause of global disease deaths. Numer-
ous studies have shown that residual cholesterol (RC) is an independent risk factor for cardiovascular
disease and separating from low-density lipoprotein cholesterol (LDL-C). This article will systemati-
cally explore the current research status of residual cholesterol induced cardiovascular disease,
providing guidance for self-management and clinical practice of cardiovascular disease patients in the
future.
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