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Relation between Hypoxia Inducible Factor — 1aand Glucose Metabolism in Patients with Obstructive Sleep Apnea Hypopnea Syndrome.
Peng Chaosheng ,Li Lihua ,Sheng Xiaoyan et al. Naval General Hospital of PLA,Special Care Medical Center, Betjing 100037 ,China

Abstract Objective To investigate the relation ship between hypoxia inducible factor — lao( HIF — 1) and glucose metabolism in
patients with obstructive sleep apnea hypopnea syndrome ( OSAHS). Methods The survey was conducted in 88 patients selected from in-
patient and outpatient patients of our department from Feb 2014 to Dec 2016. The 72h continuous glucose monitoring (CGM) and polysom-
nography ( PSG) were determined. According to the result of PSG test,88 subjects were divided into two groups: obstructive sleep apnea
hypopnea syndrome group(n =50) , normal control group (n =38). The level of serum HIF — 1 aand fasting insulin were detected. The in-
sulin resistance index(IRI) was calculated. Results In patients with obstructive sleep apnea hypopnea syndrome,the night mean ampli-
tude glycemic excursions (NMAGE) , the level of serum HIF — 1aand IRI were significantly higher than normal control group (2.02 %
0.42mmol/L vs 1.12 £0.34mmol/L,101.06 +17.64ng/L vs 46.48 +8.50ng/L and 3.7 £0.7 vs 2.1 £0.4,all P <0.05). In the OS-
AHS group,the level of serum HIF — 1o was positively correlated with AHI,IRTand NMAGE (r =0.314,0.346 and 0.368,all P <0.05).
Conclusion There is high expression of HIF — 1 aand it may be directly involved in the pathogenesis of the disorder of glucose metabolism
in patients with OSAHS.
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