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[ Abstract] Objective To explore the influence of obstructive sleep apnea syndrome (OSA) on the
severity of nonalcoholic fatty liver disease (NAFLD) in obese patients. Methods A total of 144 obese pa-
tients ( OSA group,70 cases; non-OSA group, 74 cases)who were hospitalized in the Department of Endocri-
nology, Drum Tower Hospital, The Affiliated Hospital of Nanjing University Medical School and biopsy-prov-
en NAFLD from October 2019 to February 2021 were enrolled in this study. The serum liver enzymes and
liver pathology of the two groups were compared, and the influence results were analyzed. Results Com-
pared with the non-OSA group, the OSA group had higher serum levels of liver enzymes, severity of lobular
inflammation, and NAFLD activity score (all P<0.05), and a higher prevalence of nonalcoholic steatohep-
atitis (NASH) (P<0.05). The results showed that NAFLD activity score was positively correlated with ap-
nea-hypopnea index ( AHI) and oxygen desaturation index (ODI) , and negatively correlated with mean and
minimum oxygen saturation (Sa0, ) ; hepatic steatosis was also positively associated with AHI and ODI; so
was between the hepatocytes ballooning and AHI and ODI; the lobular inflammation was positively correlated
with AHI and ODI, but negatively correlated with mean and lowest Sa0,. Multivariate logistic regression a-

nalysis showed that OSA was an independent risk factor for NASH ( OR=8.397, 95% CI. 2.504 ~
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28.160). Conclusion Chronic intermittent hypoxia caused by OSA is a crucial risk factor for NASH in

obese patients.
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R 1 OSA H 55X B AYIE RAF S LB (x2s) , n(%) ]

wa o oan R
PERI(H) 18(24.3)  31(44.3) 6.385  0.012
SIS (%) 28+1 34x1 -4.459  <0.001
BMI(kg/m?) 40.6£0.5  40.8%0.6 -0.199  0.843
W4 (mmHg) 1452 1482 -1.366  0.174
F#Pik R (mmHg) 911 93+1 -0. 803 0.424
U (em) 43.9+0.3  44.420.4 -1.117  0.266
HE ] (em) 122.9+1.3  126.0+1.6 -1.534  0.127
LA 1E 60(81.1)  53(75.7) 0.613 0.434
T2DM 24(32.4)  31(44.3) 2.141  0.143
[SLlINER 55(74.3)  58(82.9) 1.550  0.213
e i AL 40(54.8)  40(57.1) 0. 80 0.777
ie DR 2 1M1 AE 59(79.7)  47(67.1) 2.934  0.087
AHI/(h) 1.2+0. 1 31.3+3.4 -8.915  <0.001
oD/ (h) 4.920.5 35.043.5 -8.446  <0.001
1 Sa0,(%)  95.4+0.1  92.10.6 5.004  <0.001
B Sa0,(%)  82.2+0.6  68.6x1.6 7.920  <0.001
2RI mmol /L) 6. 2+0. 3 6.3£0.2 -0.147  0.883
HbAlc( %) 6.3+0.3 6.5+0. 1 -0.610  0.543
FINS(mU/L) 34.5+1.8  33.7%2.1 0.288  0.774
HOMA-IR 9.2£0.5 9.4x0.7 -0.156  0.876
TG ( mmol/L) 1.920. 1 2.2+0.2 -1.339  0.183
TC( mmol/L) 4.920.1 5.0£0.1 -1.429  0.155
HDL-C(mmol/L) 1.0£0.0 1.0£0.0 -0.469  0.640
LDL-C(mmol/L) 3.1z0. 1 3.10. 1 -0.495  0.622
ALT(U/L) 48.0£5.2  77.4%6.2 -3.657  <0.001
AST(U/L) 31.4£3.7  44.33.2 -2.607  0.010
ALP(U/L) 75.42.3  81.8+3.3 -1.622  0.107
GGT(U/L) 41.4%2.9  73.7:6.4 -4.605  <0.001
UA( pmol/L) 449.6+11.8 476.9+16.4 -1.349  0.180
CRP(mg/L) 9.2+1.0 8.7x1.1 0.336  0.737
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