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dexem v karotickych tepnéch a déle potencovano zvySenou tuhosti tepen. Stejné riziko je sniZzeno implantaci HM3 ve srov-
néani s HMII, ale tento rozdil je zvySenou arteriélni tuhosti oslaben
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Introduction: Endoglin is a 180 kDa transmembrane glycoprotein that was demonstrated to be present in two different
forms, namely membrane endoglin (Eng) and soluble endoglin (SEng). Increased sEng levels in the circulation have been de-
tected in atherosclerosis, arterial hypertension, and type Il diabetes mellitus. sEng is now considered an important biomar-
ker of cardiometabolic disorders. We aimed to evaluate the potentially harmful effects of high sEng levels in combination
with other risk factors of cardiometabolic disorders. Results: We demonstrated the harmful effects of sEng with respect to
the development of endothelial dysfunction and liver disorders. Long-term hypercholesterolemia combined with high levels
of sEng resulted in the aggravation of endothelial and vessel wall dysfunction in the aorta, with possible alterations of the
membrane endoglin/eNOS. In addition, long-term exposure to high levels of sEng during aging results in alteration of vaso-
constriction properties of the aorta, reduced eNOS phosphorylation, decreased Eng expression, and altered Eng signaling.
sEng also activates the expression of BM4, resulting in the development of arterial hypertension. Moreover, high levels of
human sEng result in increased hepatic deposition of cholesterol due to reduced conversion into BA, as well as redirects
the metabolism of triglycerides (TAG) to its accumulation in the liver via reduced TAG elimination by -oxidation combined
with reduced hepatic efflux. Finally, sEng was shown to be reduced after Lipoprotein apheresis (after each procedure and
in long term perspective) in patients with Familial hypercholesterolemia. Conclusion: In conclusion, we propose that sEng
can be considered a risk factor for the development of vascular dysfunction and liver alteration, suggesting it might be the
potential therapeutical target for pharmacological intervention in these cardiometabolic disorders.

20US Lipidom a inflamatorni proces v patogenezi aterosklerézy - nové poznatky
Zadak Z'?, Ticha A?, HySpler R? Hejna P3, Kucharova M*, Hajslova J°, Navratilova K°
'Centrum pro vyzkum a vyvoj FN Hradec Kréalové
?(Jstav klinické biochemie a diagnostiky FN Hradec Kralové
sUstav soudniho Iékafstvi LF UK a FN Hradec Kralové
*Katedra biofyziky a fyzikalni chemie Farmaceutické fakulty UK v Hradci Krélové
5Ustav analyzy potravin a vyZivy, Vysoka Skola chemicko-technologicka, Praha

V soucasné dobé je evidentni a nepochybné, Ze hlavnim a uréujicim faktorem rozvoje aterosklerézy je pfitomnost poruch
metabolizmu aterogennich lipidd, zejména lipoproteinovych frakci bohatych na cholesterol. Komplexni proces ateroskle-
rézy je vazan i na dalSi podporujici faktory. Téchto faktord je vétsi mnozstvi, mezi hlavni patfi:

= porucha funkce intimy a endotelidlni dysfunkce (toxické vlivy, koufeni)

= modifikace lipoproteinovych partikuli pfi prdchodu endotelidlni bariérou

= syntéza a uvolfiovéni reguldtorl rdstu bunék (cytokiny, rlstové faktory)

= syntéza extracelularni matrix (kolagen, proteoglykany)

= poruchy fluidokoagulaéni rovnovahy (hyperkoagulaéni stav)

= mechanické namahani cévni stény (hypertenze, ndmaha v tahu)

= reologické podminky a inflamatorni reakce - LP(a), fibrinogen, porucha mediatord a regulatorl inflamatorni reakce n-3, n-6

| kdyZ inflamatorni reakce nepatfi mezi hlavni aterogenni vlivy, je podil této poruchy nepochybny a jeji vyznam stoupd ze-
jména v industridlné rozvinutych spole¢nostech, které jsou charakterizovény deficitem esenciédlnich mastnych kyselin Ffady
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