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[ Abstract J A lot of evidence prove that lipoprotein(a) is a high-risk factor for cardiovascular disease , but there are controversies about

lipoprotein(a) as a predictor for cardiovascular disease, such as the standardization of measurement methods, the definition of abnormal

elevated lipoprotein(a) levels, the identification of target populations for lipoprotein(a) level screening, if statins increase lipoprotein (a)

levels, and the effectiveness of lowering lipoprotein(a) method. All these need further research.
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