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Abstract  Objective: To investigate the expression level of cystic fibrosis transmembrane conductance
regulator (CFTR) in the primary hepatocellular carcinoma ( HCC), and the association between CFTR
and clinical characteristics and prognosis of HCC patients. Methods: Cancer and para-cancer tissues of
HCC patients were collected. The gene expressions of CFTR was detected, and the correlation between the

expression level of CFTR and the clinicopathological features and the prognosis of HCC patients was
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analyzed. Results;: The expression level of CFTR in HCC tissues was significantly lower than that in

adjacent normal tissues (P <0.05); there was no statistical significance in the distribution of various

clinicopathological features between the low-expression CFTR group and the high-expression CFTR group

(P>0.05) ; survival analysis showed that the mean survival time of patients with low-expression CFTR

group was lower than that of patients with high-expression CFTR group, but the difference was no statistical

significance between two groups ( P>0.05); Cox regression model analysis showed that there was no

statistical significance between the expression of CFTR in HCC tissues and the risk of death in HCC

patients (P>0.05). Conclusion;: CFTR may be a tumor suppressor gene in HCC, but no correlation has

been found between the CFTR expression level and clinicopathological features and prognosis of HCC

patients.
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