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Abstract: Objective To explore the value of protein kinase C § (PRKCD) as a new diagnostic and thera-
peutic target for hepatocellular carcinoma (HCC) by analyzing the correlation between the expression level of
PRKCD and through multiple databases. Methods Bioinformatics tools was used to jointly analyze the prog-
nostic value of PRKRD in hepatocellular carcinoma and its regulatory mechanism. Results The expression of
PKRCD was significantly higher in hepatocellular carcinoma than that in precancerous,and normal tissues,and
the differences were statistically significant (P<C0. 05). The analysis results of different subgroups of diseases
indicated that the increase of expression of PRKCD was related to factors such as age,obesity and different
stages of the disease (P <C0. 05). Survival analysis results showed that its expression level was significantly
negatively correlated with prognosis. Functional network analysis showed that PRKCD might be related to cell
division. Conclusion PRKCD levels in patients with hepatocellular carcinoma are elevated and are closely re-
lated to poor prognosis. It is suggested that PRKCD may become a new target for diagnosis and treatment of
hepatocellular carcinoma.
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