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The expression and clinical significance of JMJD6 in hepatocellular carcinoma based on TCGA database
ZHAO Ran,WU Yan-jie, LIU Zhen—feng, FENG Sheng—yun, LAN Bei

(Department of Biochemistry and Molecular Biology,School of Basic Medical Sciences, Tianjin Medical University, Tianjin 300070,
China)

Abstract Objective:To analyze the expression of JMJD6 in hepatocellular carcinoma(HCC) and its relationship with prognosis. Methods:
The mRNA expression data and clinical information of patients with HCC were downloaded from The Cancer Genome Atlas (TCGA )
database. The expression of JMJD6 in HCC tissues and normal tissues was compared by Wilcoxon Test,and univariate Logistic regres—
sion analysis was used to analyze the relationship between JMJD6 expression and clinical features. The relationship between JMJD6 expres—
sion and patient survival was analyzed by Kaplan—Meier method and Cox regression analysis. Gene set enrichment analysis (GSEA)
was performed in the high and low expression groups of JMJD6. Results: Compared with normal tissues, the expression of JMJD6 was up—
regulated in HCC tissues (Wilcoxon test, W=2 506,P<0.001) and the expression level was correlated with clinical stage and pathological
erade (all P<0.05). The high expression of JMJD6 was related to adverse prognosis of HCC(y*=5.541,P<0.05) ,and the expression of JMJD6
could be an independent factor affecting the survival of patients (HR=1.109,95%CI:1.039-1.184,P<0.01). In addition, GSEA results
showed that JMJD6 high expression group was enriched in DNA replication and RNA splicing pathways , while JMJD6 low expression
group was enriched in fatty acid and amino acid metabolism pathways. Conclusion: The high expression of JMJDG6 is associated with the
occurrence and development of HCC and the adverse prognosis of patients.
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Fig1 The expression of JMJD6 in normal tissues and HCC tissues
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Fig 2 The relationship between the expression of JMJD6 mRNA
and clinical stage/pathological grade
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Tab 1 Relationship between JMJD6 gene expression level and clinical indicators in patients with HCC

Il PRAE e B (n=371)  JMID6 fR£ik4L (n=186)  JMID6 k4 (n=185) OR(95%CI) P
Gei
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NA 1
P
‘e 121 66(54.5%) 55(45.5%) Reference
% 250 120(48.0% ) 130(52.0% ) 1.300(0.842~2.013) 0.237
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Tab 2 Univariate and multivariate Cox regression analysis of overall survival rate in patients with HCC
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G3 vs. G1 1.210(0.655~2.234) 0.543

G4 vs. G1 1.691(0.605~4.726) 0.317
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