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Data Mining Identifies PRIM1 Associated with Poor

Prognosis of Hepatocellular Carcinoma
DING Qinglin, WEI Yanhong, HU Kanghong
(Sino-German Biomedical Center, Hubei Univ. of Tech., Wuhan 430068, China)

Abstract: This research used bioinformatics to study the correlation between DNA primase polypeptide 1
(PRIM1) and poor prognosis of Liver Hepatocellular Carcinoma (LIHC). As a key enzymatic component,
PRIM1 is essential for DNA synthesis. It is found in the TIMER database that PRIMI is dysregulated in a
variety of cancers and is significantly up-regulated in LIHC, suggesting that it may participate in the devel-
opment of human cancer. The high expression of PRIM1 was confirmed in the LIHC-related data set of
Gene Expression Omnibus (GEQO) database and cell lines and tissues. Subgroup analysis of the UALCAN
database shows that the expression of PRIM1 in LIHC patients of different races and subtypes is up-regu-
lated, which can assist in determining the clinical case characteristics of patients. The cBioPortal database
found that the genomic changes of PRIMI1, including copy number amplification and missense mutations
and truncation mutations of unknown significance, may be related to the development of LIHC. The GO
and KEGG enrichment analysis of PRIMI1 co-expressed genes revealed the biological processes and func-
tions involved. Analysis of the prognostic value of PRIM1 by Kaplan-Meier Plotter database showed that
high PRIM1 expression was significantly associated with poor prognosis of LIHC. Data mining revealed the
data of PRIM1 expression and mutation in LIHC, and was related to the poor prognosis of LIHC. This
study provides evidence for PRIM1 as a potential prognostic marker in LIHC and lays a foundation for fur-
ther research on the role of PRIM1 in LIHC.
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