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Case Report

of the “Kringle” portions differs [1]. The atherogenicity of Lp (a) is

Lipoprotein (a), commonly called Lp “little a”, is composed . ) . . ) .
increasingly appreciated. Recent genetic study confirms its strong

of an LDL-like particle, with an apolipoprotein B component L . . . . .
association with clinical atherosclerosis. Additionally, some iso

covalently bound to apo (a). The structure of the apo (a) portion is , . . ) ,
form of Lp (a) are strongly associated with calcific aortic stenosis

somewhat similar to plasminogen, though number and repetition (Figure 1).
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Figure 1: Lipoprotein [Lp(a)] is composed of apolipoprotein B-100 (apoB-100) covalently bound to apolipoprotein (a) [apo(a)], which is derived
from Kringle IV (KIV) and KV, and the protease domain of plasminogen has 1 copy each of Kl to KV and an active protease domain. Apo(a)
contains 10 subtypes of KIV repeats, composed of 1 copy each of KIV,, multiple copies of KIV,, and 1 copy of KIV,....10, KV and an inactive
protease-like (p) domain. In these examples, apo(a) isoforms of 4, 8, 24 and 40 KIV2 repeats are shown, representing 13, 17, 33 and 49
total KIV repeats. Oxidized phospholipids (OXPL), represented there by 1-palmicoyl-2-oxovaleray-sn-glycero-3-phosphocholine (POVPC), are
present covalently bound to apo(a), and also dissolved in the lipid phase of apoB-100.
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Specifically, SNP rs 10455872 is strongly associated with Conflict of Interest

markedly elevated Lp (a) levels (greater than 50 mg/dl) and the
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only monogeneticrisk factor linked to calcific aortic valve stenosis in
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