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ABSTRACT Objective: To explore the correlation of CKS1 expression with radio-sensitivity of Esophageal Carcinoma and its
mechanism. Methods: Detecting the level of CKS1 in four different Esophageal carcinoma cell lines using western-blotting. Constructing
p-pcDNA 3.1/myc-His A- CKS1 expression and CKS1 siRNA vector and transfecting CKS1 low or high expression cell, respectively.
Clone forming assay was used to detect the cell proliferation ability of different groups after different doses of y-ray irradiation. Results:
The sequence of CKS1 expression level in four different Esophageal Carcinoma cell line was EC9706 >KYSE510 >KYSE450 >
KYSE150. Compared with parent control cells, the clone forming ability of CKS1 high expression cells was significantly increased (P<0.
01). In contrast, the clone forming ability of KYSES10 cell was significantly decreased after CKS1 knock-down (P<0.01). RADS1
expression was decreased or increased after CKS1 knock-down or overexpression, respectively. But KU70 expression did not change.
Conclusion: CKS1 may have effect on radio-sensitivity of Esophageal Carcinoma via DNA damage pathway.
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Fig.1 Western-blotting for CKS1 expression in the four esophageal cancer
cell lines. Expression order of CKS1 EC9706> KYSE510> KYSE450>
KYSE150
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Fig.3 After 6Gy and 8Gy y-ray irradiated cells, cell survival fraction in
high expression of CKS1 group was significantly higher than those in the
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