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Detection for lipoprotein(a) [Lp(a)] gene assays

Akira Abe

Summary Lp(a) has been implicated with an increased risk of atherosclerosis and
cardiovascular disease. Recently, considerable progress has been made toward
understanding the genetics in the regulation of Lp(a) levels. In this article, I demonstrate
molecular methods for detecting the heterogeneity of Lp(a) in blood. A variable number
of transcribed kringle IV-2 repeats (K4-VNTR) explaine 50% of the population variability
in Lp(a) levels. And Met/Thr polymorphism in kringle IV-10 and a pentanucleotide repeat
(PNR) polymorphism in the 5' control region affect Lp(a) level variability. These
techiniques provide the tools to solve the metabolism and atherogeneity of Lp(a).
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