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Identification and clinical significance of genomic immunotyping in hepatocellular carcinoma
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Abstract: Objective To establish the immunotyping of hepatocellular carcinoma based on genomic analy-
sis and to further explore its clinical value. Methods Gene expression profiles and corresponding clinical in-
formation were collected from GEO and TCGA, respectively. cBioPortal was used to visualize the profiles and
to compare genetic alterations. Consensus clustering analysis was performed to identify the immune subtypes.

Results Patients with hepatocellular carcinoma were divided into two immune subtypes with different mo-

lecular, cellular and clinical characteristics. The survival rate of patients with C1 tumor was lower than that of
patients with C2 tumor. In addition, the high expression of immune checkpoints and HLLA was found in C1 im-
mune subtype. Conclusion Hepatocellular carcinoma immunotyping can predict the prognosis of patients. Cl
patients have a poor prognosis as well as low immunogenicity and antitumor activity.
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