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Endotelialni dysfunkce
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Fig. 1.32 Steps in atherogenesis: infiltration of LDL particles through endothelium of arte-
rial wall into intimal layer where some are entrapped.
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MRFIT: mortalita na ICHS vztazena k véku
a hladina cholesterolu
u 361 662 americkych muzu

-~

2514

8012

[ = B |

-z10

s%,

8

£ .

2 4
2
c T g — ; )
140 160 180 200 220 240 260 280 300 mgd

celkovy cholesterol v séru

Martin et al: Lancet 1986:2:933-936



Exogenn? fakto
hladinu cholesterolu

AZvi genl pS2jem CH- a
sn2gpeon2t u a funkce L
snz2gen® vychyt 8v8n?2
AZV nl kal oenra dcvksl h ap S

— —

n2z vwmLgeln2 | DL a

Q- -



Triglyceridy a riziko ICHS

meta anallza 17 pop

AZvi gen2 hl adinjg TG o
provs8zehoekna?rndi ovask!
rizi ka o 32% u mugT

APo vyl oul en2 v-CHa u h
dal g2 ch RF klesl o r
a u gen na 37%, zTst

~

VI znamn®



~

V ‘pozad? ‘zvlgenz. t |

met aboli ckl syndrom |
lHDL — Hyperinzulinemie
FFA IFG, IGT
‘ Diabetes mellitus
Endoteli al ni 2\
dysfunkce o — % Symp. aktivity
FFA predispozice
Triglyceridy € l
Postprandi aln Fyzicka >  Hvpertenze
lipemie naktivita ;Ipr teriéd
; p Visceralni
Mal € husteée LDI obezita
l Hormony 1
t PAI-I — mikroalbuminie
t fibrinogen
\ Zanét 4 hyperurikemie

4 Rezistin
| Adiponectin
leptin

(fiL-6, { TNFalfa,
TCRP, fibrinogen, PAI-1)



Def I ni

Triglyceridy 2 1,7 mmol/l
HDL-cholesterol

ce met ab
NCEP-ATPIII (IDF)

<l10mmolluMa<l, 3 mmol / |
Lal n8&8 g 28 kmmol/l & 5,6)

Objem pasu >102cmuMa>88 c¢cm u

(> 94
Tl ak Rk130/¢ B>

Pro definic
PS?2tomnost

cm u M a >

i MS pod]
al espoR 3

(podle IDF pas + 2 znaky)

u



FAKTORY OVLI VeUJCcCC KONCI
TRI GLYCERI DS

Adi et n2=kvalliowyi 2(, sacharid
A obezita

Ai nzulinov8§ rezistence, |
AnefrotickIl syndrom, rent:
Al ®ky: esbbloglftyory (nese



HDL odstraRuj e CH




Antiaterogenni U C 1 n Kk

Rever Anti oxi

transport Proti za
cholesterolu trom

A4

Od st r aj Stabilizuje Sni Zuj e

CH ze AS pl a adhezivn
c év hi, Jinhibuje ¢ kImol ekul ,
* integritu endotelu



LDL-CH a HDL-CH podle MR FIT study
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