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Abstract

Lipoprotein (a) is an independent risk factor for cardiovascular disease and an important cause of residual cardiovascular risk after
LDL cholesterol optimization. Traditional treatments, such as lifestyle changes, do not achieve the desired efficacy; statin therapy
does not reduce lipoprotein (a) levels and even increases them; niacin reduces lipoprotein (a) levels, but not reduces cardiovascular
risk. New treatment modalities, such as the proprotein convertase enzyme subtilisin 9 inhibitors, antisense oligonucleotides, and
small interfering nucleotides targeting lipoprotein (a), not only reduce lipoprotein (a) levels, but also are important in reducing
cardiovascular risk. This paper mainly focuses on the development of the treatment of elevated lipoprotein (a).
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