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[Abstract] Objective To investigate the effect and significance of serum hypoxia inducible factor-1qa
(HIF-10) and alveolar surfactant protein A (SP-A) and alveolar surfactant protein D (SP-D) levels in the pa-
tients with obstructive sleep apnea hypopnea syndrome (OSAHS). Methods Eighty-three patients undergoing
the sleep monitoring in the outpatient and inpatient departments of the Guizhou Provincial People's Hospital
from August 2016 to February 2017 were selected and divided into the control group (20 cases) ,mild OSAHS
group (20 cases) ,moderate OSAHS group(23 cases) and severe OSAHS group (20 cases) according to the OS-
AHS diagnosis and treatment guideline. The levels of HIF-1a, TNF-¢, NF-kB mRNA and protein were meas-
ured by adopting real time PCR and Western blot. The levels of TNF-q,IL-6,SP-A and SP-D were detected by
using ELISA. Results The expression levels of HIF-1¢ mRNA,NF-kB mRNA and protein in the severe OS-
AHS group were significantly higher than those in the control group(P<C0. 05). The levels of TNF-¢ and IL-
6 in the severe OSAHS group were significantly higher than those in the control group. The levels of SP-A and
SP-D in the moderate and severe OSAHS groups were significantly higher than those in the control group(P<C
0.05). The serum SP-A level was positively correlated with HIF-1¢ mRNA related expression level (P <C
0. 05). Conclusion Hypoxia can activate HIF-1¢ signaling pathway, releases the inflammatory factors of NF-
kB, TNF-o,11-6,etc. and causes the increase of SP-A and SP-D level in OSAHS patients.
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