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Construction and Analysis of ceRNA Regulatory Network of
Ferroptosis Feature Genes in Hepatocellular Carcinoma
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Abstract; By constructing a ceRNA regulatory network of ferroptosis feature genes in hepatocellular carcino-
ma (HCC), the prognostic value of feature genes in HCC was explored. The differential expression of ferrop-
tosis-related genes (DE-FRGs) was screened and a prognostic risk model of DE-FRGs was constructed. The
accuracy of the model was evaluated using survival analysis, independent prognostic analysis, ROC curve and
C index analysis. The differences of immune cell infiltration, tumor microenvironment and immunotherapy re-
sponse were compared between high-risk and low-risk groups. The ceRNA regulatory network of ferroptosis
feature genes was constructed and analyzed. The results showed that the overall survival and progression free
survival of HCC patients in the high-risk group were significantly lower than those of the low-risk group. Risk
score and tumor stage were independent prognostic factors for HCC patients. Compared with other clinical fea-
tures, prognostic risk model had better predictive power. There were significant differences in immune cell in-
filtration. tumor microenvironment and immunotherapy response between high-risk and low-risk groups. High

expression of SLC7A11 in the ceRNA network was closely associated with poor prognosis in HCC patients.
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Fig. 4 Constructing results of prognostic risk model
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Fig. 6 Analysis of tumor immune cell infiltration and immunotherapy response in high-risk and low-risk groups
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