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Effect of Hypoxia—inducible Factor-1a on Glucose Metabolism in Patients with OSAHS
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Abstract: Obstructive sleep apnea hypopnea syndrome (OSAHS) has been identified as an independent risk factor for the onset and progression of type
2 diabetes mellitus and insulin resistance. However, the specific mechanism is still unclear. In recent years, studies have shown that the process of
repeated intermittent hypoxia in OSAHS at night can activate hypoxia inducible factor—laand its signaling pathway. HIF—1la is involved in regulating
metabolic processes and mediating the development of IR and diabetes mellitus. Therefore, abnormal glucose metabolism in OSAHS patients may be
related to the activation of hypoxia—inducible factor—la. In addition to its effects on glucose metabolism, hypoxia —inducible factor—la is also

implicated in the development of diabetes—related chronic complications. This article reviews the research progress on the effects of hypoxia—inducible

factor-1a on glucose metabolism and related chronic complications in patients with OSAHS.
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