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[ Abstract J Cardiovascular disease is one of the important burdens of the current global health system, characterized by high

prevalence, disability and mortality.

Studies have shown that high-risk factors include diabetes, hypertension, smoking,

hypercholesterolemia, obesity and positive family history, but these are sometimes not enough to assess cardiovascular risk. Recently, the

monocyte/ high-density lipoprotein ratio has been proposed as a new potential inflammatory marker. This article provides a brief overview of

the research progress on the relationship between monocyte/high-density lipoprotein ratio and cardiovascular diseases.
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