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Body: The cardiovascular burden due to Obstructive Sleep Apnea (OSA) is a major health concern. Low
grade vascular inflammation and endothelial dysfunction are two mechanisms involved into OSA related
atherosclerosis. Interestingly, OSA patients exhibit an increase in plasma VEGF, but its function remains
elusive. The aim of this study was to investigate serum factors from healthy controls (n=16), OSA patients
free of any other disease (n=31), OSA patients with metabolic syndrome (MS)(n=21) and patients non-OSA
with MS (n=13), affecting in vitro endothelial wound healing and monocyte migration. Serum VEGF and
usCRP levels were assessed and their specific function were tested with antibodies blocking VEGF or CRP
(anti-CD32a) on endothelial cells (HMVEC) for wound healing assay and on human monocytic cell line for
migration assay. Along with the presence of OSA and/or MS, both VEGF and usCRP were significantly
elevated in serum. Compared with controls, HMVEC wound healing was inhibited with OSA serum, and
further with OSA+MS patient serum. It was also impaired when blocking VEGF in OSA serum and, by
contrast, improved when blocking CRP. Monocyte migration was activated with OSA patient serum, and
further enhanced by OSA+MS patient serum. Blocking CRP in serum inhibited this migration. Thus, OSA
patient serum alters in vitro endothelial cell repair function and activates monocyte migration; this is further
aggravated with the presence of MS. These effects are partly driven by VEGF and CRP, suggesting an
unfavorable balance between the pro healing (VEGF) and pro injury (CRP) factors that may promote
vascular injury in OSA patients with and without MS.
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