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[ Abstract ] Objective: Using the Cancer Genome Atlas (TCGA) database and transcriptome data to
analyze the expression of histone deacetylase 1 ( HDACI ) in gastric cancer ( GC), explore the
relationship between HDAC1 and clinical parameters, and predict its role in possible mechanisms in
tumorigenesis. Method: RNASeq data and clinical information of GC tissues ( GC group, 371 cases)

and normal gastric tissues ( normal group, 36 cases) were downloaded from the TCGA database,
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HDAC1 mRNA differential expression was compared between the normal group and the GC group; GC
eroup was stratified by HDAC1 expression level into HDAC1-high (the mean as cutoff, >mean, 271
cases) and HDAC1-low ( <mean, 100 cases), which were used to analyze the correlation of HDAC1
expression levels with clinicopathological parameters and prognosis of GC patients. Moreover,
LinkedOmics database was used to analyze HDAC1-related genes. Furthermore, Omicsbean-Canner
was used to predict HDAC1 gene-related signaling pathways and functional enrichment. Results; The
average expression level of HDAC1 gene was significantly higher in GC group than that in normal group
(t=6.88, P<0.01); HDAC1 gene expression in GC patients was positively correlated with age, T
stage, AJCC stage, and H. pylori infection (P <0.05) , but there was no correlation with gender, N
stage, and M stage (P >0.05); Kaplan-Meier analysis showed no correlation between HDAC1 gene
expression with overall survival (P > 0. 05). Additionally, HADC1 gene expression is positively
correlated with the expression levels of 9 118 genes such as AK2 ( adenylate kinase 2), EIF3I
(eukaryotic translation initiation factor 3 subunit 1) , MARCKSL1 (MARCKS like 1), while negatively
associated with GNAL (G protein subunit alpha L), ARMCX2 ( Armadillo repeat containing X-linked
2), CCDC46 ( centrosomal protein 112) and other 10 907 genes. Furthermore, enrichment analysis
shows that HDAC1 gene was significantly associated with the cell cycle, notch signaling pathway and
transcriptional misregulation in cancer. Conclusion; HDAC1 gene was significantly overexpressed in
GC, and HDAC1 gene expression level was related to the patients age, T stage, AJCC stage, and H.
pylori infection and other pathological parameters.
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Tab. 1

expression level and clinicopathological

parameters in patients with GC

RABH mRBd

ik (n) (n=100) (n-21) ¥ F
£
B 66 173 0.122 0.414
B’y 34 98
A
>60 %/ 53 196 12.363 0.001
<60 % 47 75
T 534
T1 + T2 23 30 8.49 0.004
T3 + T4 77 241
N 734
NO 31 82 1.271 0.530
N1 26 86
Nx 43 103
M 733
MO 89 237 2.228 0.328
M1 8 16
Mx 3 18
AJCC 4331
Stage | + Stage II 22 29 7.86 0.005
Stage Il + Stage [V 78 242
H. pylort
& 2 19 4.724 0.013
i 98 252
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