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Lipoprotein class Density (g/ml) Diameter (nm) Major lipid class Major apoliproteins
Chylomicron and << 1.006 500-80 Dietary B-48, A-1, A-II, A-
remnants triglycerides IV, C-1I/C-111, E

VLDL < 1.006 80-30 Endogenous B-100, E, C-II/C-III

triglycerides

IDL 1.006-1.019 Cholesteryl esters, B-100, E, C-1I/C-III
/ y triglycerides
LDL 1.019-1. o éycmlesteryl esters,  B-100

HDL 1 063“ '-b 12 -—ﬂolesteryl esters, A-1, A-11, C-1I/C-111

/ \l‘ohplds
Lp(a) eryl esters B-100, (a)

* VLDL = Very-Low-Density Lipoprotein LDL = Low-Density Lipoprotein, HDL =

High-Density Lipoprotein, Lp(a) = Lipoprotg haj

. . .
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Tay apoC 8 i mummn"nimumu'lmn lipoprotein lipase 1o TG oonllldiiy
chylomicron remnant mmm chylomicron remnant %zmqm‘uiﬂuwnu low-density lipoprotein—

related receptor protein (LDLRP) il apoE 1Az low-density lipoprotein receptor (LDLR)
Aegilin 2.2
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Tasndire Isaludeagauazanuynvesdileniissau HDL-C luwiden < 35 un/aa. Toun3n

v
Arholanusess

M3190 2.4 Anugnveane luiuludeadalnd (lipid abnormality) Tugileuignaslaion

fudihonguaug

TC LDL-C HDL TG Lipoprotein (a)
> 240 mg/dl > 130 mg/dl f /| £35mg/di >200mg/dl > 30 mg/dl
General population 20 40 r% 15 15
ERSD treated by HD 20 30 2 E 50 4 45 30
ERSD treated by PD 25

RTR 60

45 20 50 50
60 k

15 .35 25

ERSD = End Stage Renal Disease, "Iysjs, PD; Peritoneal Dialysis, RTR = Renal Transplant Recipient

113) 2000 Kasisk

Atheilgnaielaan 5 ms U 'lii)tltl“’ 63’11%1f1w3hu 549 578 13AU TC > 240 wun/Aa.

o ik f}-}i

LDLC > L{iﬁ un./aa. Sevaz 36 1nfw 1309 10 T

fovay 60 910710 769 510
5¢AU TG > 200 /A0, Laz3 oty mmﬂwﬂw 757.'11[11 #1348 HDL-C < 35 un./an.
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