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	� IDL – intermediate density lipoprotein

	� ICHDK – ischemická choroba dolních končetin

	� KDIGO – Kidney disease: Imporving Global Outcomes

	� LDL – low density lipoprotein

	� Lp(a) – lipoprotein(a)

	� MDA – malondialdehyd

	� MIA syndrom – malnutrition, inflammation, atherosclerosis syndrom

	� MIAC syndrom – malnutrition, inflammation, atherosclerosis, cal-

cification syndrome

	� NADPH – nikotinaadenindinukleotidfosfát

	� NPC1L1 – Niemann‑Pick C1- like protein 1

	� Ox‑LDL – oxidované LDL

	� PCSK9 – proprotein konvertázy subtilisin/kexin typu 9 (proprotein 

convertase subtilisin/kexin type 9)

	� PD – peritoneální dialýza

	� PON – paraoxonáza

	� sd‑LDL – small density lipoprotein

	� TC – celkový cholesterol

	� TxL – transplantace ledviny

	� VLDL – very low density lipoprotein
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