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Abstract

Objective: To study the expression difference of RNF149 in primary liver cancer tissues and
paracancerous tissues and its clinical significance. Methods: Real-time fluorescence quantitative poly-
merase chain reaction (qPCR) was used to analyze the difference in mRNA content between hepatocel-
lular carcinoma tissues and paracancerous tissues of RNF149. Immunohistochemical microarray stain-
ing was used to detect the difference in RNF 149 protein expression between hepatocellular carcinoma
and paracancerous tissues. Meanwhile, X-tile software and tissue microarray data of 85 cases of hepa-
tocellular carcinoma were used to obtain the optimal cutoff value of 0. 128 for RNF149, and the hepa-
tocellular carcinoma patients with tissue microarray were divided into the RNF 149 high -expression
group (n=53) and the RNF 149 low-expression group (n=32). Finally, the effect of RNF149 expres-
sion on clinical prognosis and its relationship with clinicopathological features were analyzed. Results:
The mRNA and protein expression levels of RNF149 in hepatocellular carcinoma tissues were lower

than that in paracarcinoma tissues (P<C0.05 and P<Z0.01); compared with hepatocellular carcinoma
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patients with low expression of RNF149, patients with high expression of RNF 149 had longer overall
survival (P=0. 045) and disease-free survival (P=0.001). High and low expression of RNF149 was
correlated with the patient’s serum «-fetoprotein (AFP) levels (P=0. 035), but was not statistically

correlated with other clinicopathologic features (P>>0.05). Conclusion: The low expression of

RNF149 in hepatocellular carcinoma has a protective significance for the prognosis of hepatocellular

carcinoma.
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