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accounts for 75%-85%) per year rank the fifth and second among those of all cancers diagnosed in
China. The molecular mechanisms for HCC growth, metastasis, immune escape and treatment resistance
are complex, which are the current research hotspots and difficult issues. Studies have demonstrated that
the expression of tubulin € and 6 complex 2 (TEDC2) is up-regulated in a variety of malignant tumors
and is associated with the prognosis. However, the clinical significance of TEDC2 in HCC has not yet
been described. Therefore, this study was conducted to explore the expression of TEDC2 in HCC and its
relation with the prognosis of patients.

Methods: The transcriptional profiles and clinicopathologic data of liver cancer were downloaded from
TCGA and ICGC databases. The pan-cancer expression analysis of TEDC2 was performed through the
GEPIA2 website. The relationship between TEDC2 expression and the prognosis of patients was
analyzed by Kaplan-Meier method. The prognostic factors for patients were determined by univariate
and multivariate Cox analyses. The biological functions associated with the expression of TEDC2 were
analyzed by gene set enrichment analysis (GSEA).

Results: Pan-cancer analysis showed that TEDC2 was a risk factor for 6 different cancers that included
ACC (adrenocortical carcinoma), KIRC (kidney renal clear cell carcinoma), KIRP (kidney renal
papillary cell carcinoma), LAML (acute myeloid leukemia), LIHC (liver hepatocellular carcinoma),
LUAD (lung adenocarcinoma). Analyses of data from both TCGA and ICGC showed that TEDC2
expression in liver cancer tissues was significantly higher than that in normal tissues (both P<0.05). The
expression of TEDC2 was related to TNM stage, T stage ang histological grade (all P<0.05), and was not
associated with sex and age (both P>0.05). Survival analysis found that patients with high TEDC2
expression had shorter overall survival and disease-free survival than those with low TEDC2 expression
(both P<0.05). Univariate and multivariate Cox analyses identified that TNM stage, T stage and TEDC2
expression were prognostic risk factors for HCC, but only TEDC2 expression was an independent
prognostic factor in both TCGA and ICGC cohorts (all P<0.05). Results of GSEA showed that pathways
related to cell proliferation were enriched in the tissues with high TEDC2 expression.

Conclusion: The expression of TEDC2 is increased in liver cancer tissue, and is an independent
prognostic factor for liver cancer. Its high expression is closely associated with the unfavorable prognosis
of patients, and the mechanism may be related to the enhanced activity of cell proliferation.

Carcinoma, Hepatocellular; Microtubule Proteins; Prognosis; Cell Proliferation
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Figure 1

The expression and prognostic value of TEDC2 in pan-cancer samples

A: TEDC2 iz iyZeis it ; B: TEDC2 FililyZ %) OS I DFS Ay AE f7- 4 &

A: The expression of TEDC2 in pan-cancer

samples; B: Survival map of TEDC2 in predicting OS and DFS in pan-cancer samples
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Figure 2 The expression of TEDC?2 in HCC tissues and normal tissues
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Table 1 The association of TEDC2 expression with the
clinicopathologic features of liver cancer patients

TCGA 1CGC
% = =

%+ s(n) P %+ s(n) 1=
el
«© 1.847+0.175 (121) 1.942+0.218 (61)
E 1.890+0.121 (250) 0840 2.232+0.187 (170)
R ()
<60 1.992+0.139 (177) 0266 1.885+0.186 (49)
>60 1.7710.141 (194) 2.228+0.183 (182)
TNM 53]
I 1.4350.110 (171) 1.819+0.245 (36)
i 2.260+0.234 (86) 1.722+0.152 (105)
1l 2.447+0.250 (85) 0000 2.607+0.316 (71)
v 0.77620.082 (5) 3.500+0.913 (19)
T4
T1 1.4500.111 (181)
T2 2.242+0.218 (94)
T3 24300259 (80) 0 o o
T4 2.080+0.478 (13)
LI R
Gl 1.294:0.202 (55)
G2 1.69420.145 (177)
3 237720180 (122) ! B a
G4 2.6110.410 (12)

http://www.zpwz.net



B HTE, T e MITARERAZOY2EMAMBETNRERAGREETUEN X A 909

Il

— (ks — (ks — (ks
SRSk | AR SRSy
P=0.000 P=0.000 P=0.000

B3 ARETEDC2RIZKFREMNEFML A: T TEDC2 KILH TCGA I B # 19 OS I Z FIDFS £k ; B: HT
TEDC2 %3k ICGC [IFi i3 11 OS il £k
Figure 3 The survival curves of liver cancer patients with different levels of TEDC2  A: OS and DFS curves for the liver
cancer patients in TCGA based on the expression of TEDC2; B: OS curve for liver cancer patients in ICGC based on the
expression of TEDC2
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Figure 4 Forest plot of univariate and multivariate Cox regression analysis of the prognosis of liver cancer patients

A: Univariate and multivariate Cox regression analysis of liver cancer patients in TCGA; B: Univariate and multivariate Cox

regression analysis of liver cancer patients in ICGC
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