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SLLC7A2 as a new biomarker for hepatocellular carcinoma
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[ Abstract] Objective:To exploring the prospect of SLC7A2 gene as a potential new biomarker in patients with hepatocellular
carcinoma ( HCC). Methods: The expression level of SLC7A2 in HCC patients was mined by TCGA data. The prognostic value of
SLC7A2 in HCC was evaluated by Kaplan-Meier method, Cox regression analysis and line plot. Results: The SLC7A2 of hepatocellular
carcinoma was significantly down-regulated compared with normal liver tissue (P <0.05). Low SLC7A2 expression was significantly as-
sociated with low serum AFP levels, vascular infiltration, residual tumor, recurrence, and death ( P < 0. 05). Kaplan-Meier analysis
showed that down-regulation of SLC7A2 was significantly associated with overall survival (OS) in hepatocellular carcinoma (P =
0. 006 ) ,but not with disease free interval ( DFI,P =0.09). Multivariate analysis further confirmed SLC7A2 downregulation as an inde-
pendent indicator of OS (P <0.05).SLC7A2 down — regulation mechanism expression in HCC was based on DNA copy deletion and
reduced SLC7A2 methylation. Conclusion ; SLC7A2 may be a prognostic biomarker and a candidate therapeutic target for hepatocellular
carcinoma.
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