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The expression of DHCR7 gene and its relationships with clinical characteristics and prognosis
in bladder cancer based on bioinformatics
ZHAO Lu.ZHOU Yang s HUANG Junfu ,REN Zhangyin“
Department of Clinical Laboratory ,sthe First Affiliated Hospital of PLA Army Medical
University ,Chongqging 400038,China

Abstract : Objective The expression of 7-dehydrocholesterol reductase (DHCR7) in bladder cancer and its
correlation with clinical prognosis were studied by bioinformatics analysis. Methods The expression of DH-
CR7 gene in bladder cancer and normal bladder tissues was analyzed by TCGA and GEO database,and the ex-
pression of DHCR7 protein in bladder cancer tissues was verified by Human Protein Atlas database. Kaplan
Meier method was used to analyze the association between DHCR7 gene expression and prognosis or survival
status of bladder cancer patients. GeneMANIA database was used to construct protein interaction network
(PPD) ,and the correlation of interacting genes in bladder cancer was analyzed by GEPIA2. According to the
stratified expression level of DHCR7 gene,GSEA 4. 1. 0 software was applied to gene enrichment analysis of
TCGA data. Results The relative expression level of DHCR7 gene mRNA in bladder cancer tissues was sig-
nificantly higher than that in para-cancer tissues and normal bladder tissues (P <C0. 05). The relative expres-
sion level of DHCR7 gene mRNA was significantly different in bladder cancer tissues with different tumor sta-
ges.grading and pathological types (P<C0.05). Overall survival, disease-specific survival and progression-free
survival in the high expression of DHCR7 group were significantly lower than those in the low expression of
DHCR7 group (P<C0. 05). Protein interaction network gene enrichment analysis showed that the function of
DHCR7 gene mainly related to cholesterol homeostasis and MTORCI1 pathway. Conclusion DHCR7 gene
highly expresses in bladder tumors,which relates closely to poor clinical prognosis. DHCR7 gene might be in-
volved in tumor development through multiple mechanisms.,it is expected to be a new therapeutic target and
prognostic marker of bladder cancer.
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