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Abstract: Objective To investigate the expression of microRNA (miR)-143-3p and signal transduction
and transcriptional activator protein (STAT) 3 in serum of patients with hepatocellular carcinoma (HCC) and
its clinical significance. Methods A total of 110 HCC patients admitted to Rugao People’s Hospital from Jan-
uary 2022 to February 2023 were selected as HCC group,and 40 healthy people who underwent physical ex-
amination during the same period were selected as healthy control group. The expression of miR-143-3p and
STAT3 mRNA was compared in the serum of two groups. In addition,they were divided into good prognosis
group (n=282) and poor prognosis group (n=28) ,according to the prognosis of HCC patients followed up for
1 year. Multivariate Logistic regression analysis was used to analyze the the influencing factors of poor prog-
nosis in HCC patients. The predictive efficacy of serum miR-143-3p and STAT3 mRNA expression on poor
prognosis of HCC patients was analyzed by receiver operating characteristic(ROC) curve. Results Compared
with healthy control group,the expression level of miR-143-3p in serum of HCC group was lower (P <C0. 05),
while the expression level of STAT3 mRNA was higher (P<C0. 05). Multivariate Logistic regression analysis
showed that microvascular invasion, maximum diameter of tumor >>5 cm,down-regulated serum miR-143-3p
expression and up-regulated STAT3 mRNA expression were independent risk factors for poor prognosis of
HCC patients(P<Z0. 05). ROC curve showed that the area under the curve of serum miR-143-3p,STAT3 mR-
NA and their combined detection for predicting the poor prognosis of HCC patients were 0. 888,0. 810 and
0. 922, respectively,and the combined detection had the best predictive value (P <C0. 05). Conclusion The ex-
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pression of miR-143-3p is abnormally down-regulated in the serum of HCC patients, while the mRNA of
STATS3 is abnormally up-regulated. The combined detection of miR-143-3p and STAT3 has good predictive

value for the poor prognosis of HCC patients.
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