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Expression and Prognostic Significance of Long non — coding RNA CCATI1 in Hepatocellular Carcinoma. Chen Sisi, Chen Xia, Jiang
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Abstract Objective To investigate the expression and clinical significance of Inc RNA CCATI1 in Hepatocellular carcinoma tis-
sues. Methods HLA - F expression in the primary tumor lesions and their adjacent normal liver tissues from 96 HCC patients were ana-
lyzed by quantitative real — time polymerase chain reaction (qRT — PCR), and its relationship between Inc RNA CCATI expression and
the clinicopathological features and prognosis of HCC patients was also analyzed. Results CCAT2 expression was upregulated in cancer-
ous tissues compared with adjacent normal tissue samples. The level of CCAT2 was positively associated with portal vein invasions and
TNM stages. Survival analysis revealed that the mean survival time of the CCAT2 positive HCC patients was 32. 1 months(95% CI1:26.3 -
38.0 months) , which was significantly shorter than that of CCAT2 negative HCC patients (47.2 months, 95% CI.42.5 —52.0 months)
(X2 =7.607,P =0.006). Moreover,Inc RNA CCAT2 expression was an independent predictor of overall survival of HCC patients.
Conclusion Inc RNA CCAT2 high expression may play an important role in the malignant progression of HCC, and Inc RNA CCAT2 ex-
pression could be an independent prognostic factor for HCC patients.
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