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Effect of nocturnal intermittent hypoxia on the progression of liver fibrosis in patients with NAFLD WANG Ji—-
anjun, LYV Qun, RUAN Zhaoyang, et al. Department of Respiratory and Critical Care Medicine, Affiliated Hospital of
Hangzhou Normal University , Hangzhou 310015, China.

[Abstract] Objective To investigate the effect of nocturnal intermittent hypoxia on the progression of liver fibrosis in
patients with nonalcoholic fatty liver disease (NAFLD). Methods Totally 73 NAFLD patients with complete data were
collected and completed nighttime polysomnography monitoring. The patients were divided into the experimental group (n=
40) and the control group(n=33) according to whether combined with nocturnal intermittent hypoxia or not.The differenc—
es in apnea—hypopnea index (AHI) , minimum nocturnal oxygen saturation, homeostasis model assessment insulin resis—
tance (HOMA-IR) , FIB—4 and APRI were compared between the two groups. Results The AHI index of the experi—
mental group was higher than that of the control group,and the minimum blood oxygen saturation at night was lower than
that of the control group (1=7.07,-7.81, P<<0.05).The serum cholesterol , triglyceride , alanine transferase (ALT) and as—
partate transferase (AST) in the experimental group were higher than those in the control group (1=3.00,2.53,2.67,3.22,
P<0.05).The serum insulin level, HOMA-IR, FIB-4 and APRI of the experimental group were higher than those of the
control group (1=3.68,3.03,4.32,3.75, P<0.05).The results of correlation analysis showed that AHI was positively corre—
lated with ALT, AST, fasting insulin, HOMA-IR , FIB—4 and APRI(1=0.55,0.66,0.74,0.77,0.45,0.60, P<<0.05).The low—
est blood oxygen saturation at night was negatively correlated with ALT, AST, insulin levels, HOMA-IR, FIB-4 and APRI

DOI:10.13558/j.cnki.issn1672-3686.2022.010.009 (r=-0.32,-0.39, -0.54, -0.55, - 0.40, - 0.36, P<
e H A TR R 5 S50 H (20191231Y039) 5 0.05). Conclusion Nocturnal intermittent hypoxia
HOMI T R 2 TAERME I H (0020190592) can aggravate liver function damage and abnormal
YE& A7 310015 WRVTATIN , AT U v 2 B s 5 g blood lipid metabolism in NAFLD patients, increase
W 5 £ H I D R insulin resistance, and promote the process of liver
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fibrosis.The degree of nocturnal hypoxia was positively correlated with insulin resistance and the progression of liver fibro—

sis in NAFLD patients.Early screening and active intervention of nocturnal hypoxia in NAFLD patients may be the direc—

tion of delaying the progress of liver fibrosis in NAFLD patients.

[Key words] obstructive sleep apnea hypopnea syndrome; nonalcoholic fatty liver disease; liver fibrosis
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