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Abstract: Objective To investigate the correlation of long non-coding RNA nuclear enriched abundant
transcript 1 (LncRNA NEAT1) and long non-coding RNA H19 (LncRNA H19) with the risk of non-alcoholic
fatty liver disease (NAFLD) and liver fibrosis. Methods A total of 85 patients diagnosed with NAFLD in the
hospital from August 2018 to August 2021 were selected as research objects,and were divided into mild group
(31 cases) ,moderate group (32 cases) and severe group (22 cases) according to the severity degree of liver fi-
brosis. Chemiluminescence immunoassay was used to test liver {ibrosis indicators including type [l procolla-
gen (PCII) ,collagen type IV (CIV),laminin (LN),and hyaluronic acid (HA). Expression levels of LncRNA
NEATI and LncRNA H19 in serum were detected by reverse transcription-polymerase chain reaction (RT-
PCR). Spearman correlation analysis was used to discuss the correlation of serum LncRNA NEATI and Ln-
cRNA H19 expression with the liver fibrosis indicators. Results Compared with control group,levels of PC
[M,CIV,LN and HA in serum elevated in NAFLD patients,and the expression levels of four parameters from
low to high were mild group, moderate group and severe group,and the differences were statistically signifi-
cant (P<C0. 05). The expression levels of LncRNA NEAT1 and LncRNA H19 in the mild group was the low-
est,followed by the moderate group,and the highest expression level was in the severe group,and those in the

three groups were significantly higher than that in the control group,and the differences were statistically sig-

x  EE&TB . WA Bl 4 500 % B IE MR TR (E20200013)
VEE B A B bR 2L B AT, M I S 5. © BEEE . E-mail: 1044156103@qq. com.,



60 - EFARE¥LE20234F1 A% 4%% 18 Int] Lab Med,January 2023, Vol. 44,No. 1

nificant (P<C0. 05). Spearman correlation analysis showed that LncRNA NEATI1 and LncRNA H19 expres-
sion levels were positively correlated with the levels of PCIl[,CIV, LN and HA in NAFLD patients (P <<
0. 05). Receiver operating characteristic (ROC) curve analysis implied that both LncRNA NEAT1 and Ln-
cRNA H19 were of certain value in the diagnosis of NAFLD,and the combined detection of two indicators a-
chieved better diagnostic efficacy. Conclusion The expression of LncRNA NEATI1 and LncRNA H19 in ser-
um and the expression of liver fibrosis indexes PCIll ,CIV,LN and HA show an increasing trend with the dete-
rioration of NAFLD. Moreover,serum LncRNA NEATI and LncRNA H19 expression have a positive correla-
tion with PCIll ,CIV,LN and HA,suggesting that the clinical detection of LncRNA NEATI and LncRNA H19

is of great value in the diagnosis of NAFLD,and the combined detection of the two achieves better diagnostic

efficacy.
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