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Feasibility of contactin 1 as a novel prognostic marker
for hepatocellular carcinoma

Ji Zhao', Chao Zhou? Hong-min Li®
(1. Organ Transplantion Center; 2. Department of Gastroenterology; 3. Department of Oncology,
Sichuan Provincial People's Hospital, Chengdu, Sichuan 610072, China)

Abstract: Objective To evaluate the feasibility of contactin 1 (CNTN1) as a novel prognostic marker for
epithelial hepatocellular carcinoma. Methods gRT-PCR and Western blot were performed to assess the mRNA
and protein levels of CNTN1 in 25 matched fresh HCC specimens. The clinical and prognostic significance of
CNTN1 in 135 cases of HCC was determined by immunohistochemistry. The correlations between CNTN1
expression and clinicopathological characteristics were analyzed. The expression of CNTN1 in HepG2 cells was
interfered by RNAI technique, then the invasive and metastatic abilities of the HepG2 cells were determined.
Results CNTN1 expression in the fresh HCC tissues was higher than that in the paracancerous tissues at both
mRNA and protein levels (P < 0.05). Notably, immunohistochemical results revealed that CNTN1 expression
significantly increased in the HCC compared to the adjacent tissues (62.22% vs 17.78%, P<0.05). The vitality
of HepG2 cells was significantly decreased after RNA interference (P < 0.05). Furthermore, positive CNTN1
expression was associated with tumor size, HBV infection, metastasis, and tumor-node-metastasis stage (P <
0.05). Kaplan-Meier survival analysis showed that high CNTN1 was correlated with reduced overall survival
(0S) rate (P<0.05) and disease-free survival (DFS) rate (P < 0.05). Multivariate analysis identified CNTN1 as
an independent poor prognostic factor of OS and DFS in HCC patients (P < 0.05). Conclusions Our results
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suggest that CNTN1 expression is up-regulated in HCC and closely correlated with the invasion and metasta—
sis of HCC. It can be served as an independent unfavorable prognostic marker for HCC.
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R A EHE W (quantitative real-time polymerase
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