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Investigation of cardio-pulmonary disorder in the animal model of sleep apnea syndro
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In sleep apnea syndrome (SAS), intermittent hypoxia (IH) accompanying sympathoadre
nal activation induces repeated episodes of hypoxic pulmonary vasoconstriction (HPV) during sleeping perio
ds, which contributes to pulmonary arterial hypertension (PAH). However, the prevalence of PAH is low and
severity is mostly mild in SAS patients. The question then arises as to why PAH is not a universal finding

in SAS if repeated hypoxia of sufficient duration causes cycling of HPV. In the present study, we reveale
d that the repeated HPV is a chief cause of the pathogenesis of PAH in IH and that the circulating monocyt
e-derived pulmonary M1 macrophages prevent PAH progression by attenuating HPV via beta3AR/iNOS signaling.
Here, we propose a new concept that the M1 pulmonary macrophage plays a pivotal role in the control of pul
monary vascular tone and preserving homeostasis of the pulmonary circulation.
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