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CKS1B expression, clinical and biological significance analysis in lung adenocarcinoma’
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Abstract: Objective ~ To investigate the expression of CDC28 protein kinase regulatory subunit 1B
(CKSIB) in lung adenocarcinoma and its clinical and biological significance. Methods Wilcoxon test was used
to analyze the expression characteristics of CKSIB in eight lung adenocarcinoma data sets. Kaplan-Meier
curve, Log-rank test and multivariate Cox regression were used to analyze the relationship between CKSI1B
and the prognosis of lung adenocarcinoma. Wilcoxon test was used to analyze the relationship between CKS1B
and clinical stage and TNM stage of lung adenocarcinoma. Gene set enrichment analysis was used to analyze
the biological enrichment characteristics of CKS1B in lung adenocarcinoma tissues. The biological significance
of CKS1B in lung adenocarcinoma cells was analyzed using the encyclopedia database of single cell and cancer
cell lines. Maftools package was used to analyze the relationship between CKSIB and driver mutation charac-
teristics of lung adenocarcinoma. Results CKSI1B was highly expressed in lung adenocarcinoma. High expres-
sion of CKS1B predicted poor overall survival and progression-free survival of lung adenocarcinoma,and was
an independent risk factor for survival prognosis (P<C0. 05). CKS1B was associated with higher clinical stage
and TNM stage (P<C0.05). CKSI1B in lung adenocarcinoma tissues and lung adenocarcinoma cells were posi-
tively correlated with malignant cell proliferation (P <C0. 05). The driver mutation of lung adenocarcinoma
with high CKSIB expression was more disturbed. Conclusion CKSIB is highly expressed in lung adenocarci-
noma,and predicts poor clinical stage and malignant biological behavior, which is expected to be a new target
for the prevention and treatment of lung adenocarcinoma.

Key words: CDC28 protein kinase regulatory subunit 1B; lung adenocarcinoma; proliferation
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