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Comorbid of OSA
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Flow-mediated dilation, percent

Endothelial function in OSA and
response to treatment

A 40 OSA.JQfiow-mediated dilation (FMD, endothelidlependent vasodilation)
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Vascular Inflammation In
Obesity and Sleep Apnea

A 380SAvs 33 OSAree obese JQ (i
A Vascular endothelial cell from peripheral veirsfiiped vascular guidewires)
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Endothelial Cell Apoptosis In
Obstructive Sleep Apnea

A 14 OSA with 10 control; 8 weeks CPAP;
A FMD + circulating apoptotic endothelial ceIIs (Fieblpaque+CD146)
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Pathophysiology of intermittent hypoxie

OSA/Intermittent hypoxia

Mitochondria, NADPH oxidase, xanthine oxidase, uncoupled nitric oxide sythase

NFxB, AP-1 ¢

HlF"'(Zt . o.n:o.o. N - .
activation

W

| Adhesion molecules, cytokines {

.

/ Activation 1\

Leukocytes | Adhesion ,| Endothelial
Platelets Injury * cells

|

Endothelial dysfunction

:

Atherosclerosis

!

Cardiovascular disease LavieL.SIeep Med ReX003; 7:3551




Outline

AEndothelium damage in obstructive sleep apnea

ABiomarkers of endothelium damage

U Cardiovascular

U Renal



Monocytes, Endothelium, Inflammation and
Atherosclerosis
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MMP, from plague progression to
destabilization

rous cap
and rupture

Smooth muscle cell migration

Monocyte recruitment

U0 MMP-91s a
predictor of
cardiovascular
mortality in
CAD
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Plasma MMP® changes & Monocyte
MMP-9 RNA expressmn INn OSA patier
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Plasma MMP changes & Monocyte
MMP-9 RNA expression in OSA patier
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Monocytes, Endothelium, Inflammation and
Atherosclerosis
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Chemokine Receptor 2(CCR2) and {UCl

A CCR2(-/-) mice show defect
iIn monocyte recruitment
and Z atheroscl er o Natue.1998 Aug 27;394(6696):894



Intermittent hypoxia culture syster
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protein(B) in THR cells & human monocyte(C)
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