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Expression and significance of HPRT1 in oral squamous cell carcinoma based on TCGA database

ZHANG Shi-Han,ZHANG Jian

(Oral and Maxillofacial Surgery , Stomatological Hospital, Tianjin Medical University , Tianjin 300070, China )

Abstract Objective: To explore the expression and function of HPRT1 in oral squamous cell carcinoma (OSCC ). Methods:The OSCC
transcription samples(n=394) in TCGA database were downloaded, including cancer tissues (n=362) and normal tissues (n=32),and 381
clinical data.The relationship between the expression of HPRT1 and the prognosis of OSCC was analyzed.The possible mechanism of
HPRT1 in OSCC by GSEA was explored. The correlation between HPRT1 and immune cells in OSCC was explored. Results: HPRT1 was
highly expressed in OSCC tissues (¢=1.856,P< 0.001 ), the overall survival rate was worse in the HPRT1 high expression group (P<0.05).
HPRT1 was positively correlated with tumor grade, pathological stage and T stage. Cox regression analysis showed that HPRT1 was an
independent factor in the prognosis of OSCC(P=0.002 ). GSEA suggested that HPRT1 might be related to basal transcription factors pathway,
cell cycle pathway, DNA replication pathway (FDR< 0.05,P< 0.05), aminoacyl tRNA biosynthesis pathway and excision repair pathway
(P<0.05). The high expression of HPRT1 was correlated with the contents of Tregs,mast cells resting, neutrophils and eosinophils (all
P<0.05).Conclusion:HPRT1 is highly expressed in OSCC and is related to the progression of OSCC. It can be used as a potential marker for
the prognosis of OSCC.
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