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Serum IGF-1 and HIF-1a levels in patients with obstructive sleep apnea-hypopnea syndrome
and the relationship with the severity disease and complicated ischemic stroke”
HUANG Min ,GE Shanshan ;sWANG Yi ,NI Panpan ,CHENG Wei®
Department of Respiratory and Critical Care Medicine , Tongzhou District
People’s Hospital y Nantong »Jiangsu 226300,China

Abstract: Objective To investigate the relationship between the serum insulin-like growth factor-1 (IGF-
1) and hypoxia inducible factor-la (HIF-1a) levels,the severity of obstructive sleep apnea-hypopnea syndrome
(OSAHS) and the occurrence of ischemic stroke in patients. Methods A total of 110 patients with obstructive
sleep apnea-syndrome (OSAHS) who received treatment at Tongzhou District People's Hospital from January
2023 to January 2024 were selected as the research subjects. OSAHS patients were divided into mild group and
moderate to severe group based on the apnea hypopnea index (AHID) ,and divided into simple OSAHS group
(69 cases) and complicated ischemic stroke group (41 cases) based on whether ischemic stroke occurred. The
serum levels of IGF-1 and HIF-1 « were compared among OSAHS patients with different degrees of illness.
Pearson correlation analysis was used to investigate the correlation between serum IGF-1 and HIF-1 a levels
and AHI. Multivariate Logistic regression analysis was used to identify the infect factors complicating ische-
mic stroke in OSAHS patients. Receiver operating characteristic (ROC) curve was used to analyze the predic-
tive value of serum IGF-1 and HIF-1a for complicating ischemic stroke in OSAHS patients. Results Com-

pared with the mild group,the serum IGF-1 level in the moderate to severe group reduced significantly, while
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the levels of HIF-1 « and AHI increased significantly,and the differences were statistically significant (P <C0.
05). The serum IGF-1 level in OSAHS patients correlated negatively with AHI (+ =-—0. 389, P <C0. 05) , while
the serum HIF-1 a level in OSAHS patients correlated positively with AHI (+=0.431, P <C0. 05). Compared
with the simple OSAHS group,the serum IGF-1 level in the complicated ischemic stroke group reduced signif-
icantly,while the HIF-1a level increased significantly, and the differences were statistically significant (P <<
0. 05). The results of multivariate Logistic regression analysis showed that elevated AHI and HIF-1a levels
were risk factors for complicating ischemic stroke in OSAHS patients (P<20.05) , while elevated Min,,, and
IGF-1 levels were protective factors for complicating ischemic stroke in OSAHS patients (P <Z0. 05). The
combined prediction of serum IGF-1 and HIF-1 « for the area under the curve (AUC) of ischemic stroke in
OSAHS patients was 0. 900, which was significantly higher than the AUC predicted by the two indicators a-
lone (P <C0. 05). Conclusion

AHS patients,and increased the risk of ischemic stroke in OSAHS patients. The value of combination of ser-

Decreased serum IGF-1 and elevated HIF-1a aggravated the condition of OS-

um IGF-1 and HIF-1« for predicting complicated ischemic stroke in OSAHS is significant.
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