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Investigation of the pathogenesis and progression of cardiovascular diseases in
patients with obstructive sleep apnea

Kyotani, Yoji
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Sleep apnea (SA) is characterized by intermittent hypoxia (IH) and a risk
factor for atherosclerosis which consequently cause myocardial infarction (MI). We finally aim to
discover the prophylaxis against Ml and previously found out that IH induced a increase of
epiregulin which had a relation to atherosclerosis. However, its underlying mechanisms have been
remained. In this study, we show that the proinflammatory cytokine IL-6 might be involved in the
IH-induced increase of epiregulin. IL-6 has a relation to several inflammatory diseases and may play

a pivotal role in the progression of MI and inflammatory diseases including autoimmune disease in
patients with SA. IL-6 and its increase in IH may be an important for the establish of prophylaxis.
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