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Abstract ; [ Purpose | To identify the acquisition of epithelial-mesenchymal transition phenotype in
radioresistant esophageal carcinoma cell line KYSE-150R. [Methods ] The radioresistant cell line
KYSE-150R was established by fractionated irradiation (FIR) and monoclone culture. Cell survival
was accounted by clonogenic assays and the morphological changes were observed by microscopy.
RT-PCR,Western Blot and immunofluorescence were performed to examine expression of E-cad-
herin,vimentin, Slug,Snail and Twist. [Results] The established esophageal carcinoma cell line
KYSE-150R showed higher radioresistance than parental cell line. The KYSE-150R cell line main-
tained radioresistant phenotype for at least 5 months with 50 passages after the cessation of radia-
tion. KYSE-150R cells showed phenotypic changes consistent with EMT: spindle-cell shape,and
loss of polarity. Compared with mother cell line the expression of E-cadherin downregulated and
the expression of vimentin,Snail and Slug upregulated in KYSE-150R cells. However,the expres-
sion of Twist did not show marked changes. [ Conclusion] Radioresistant KYSE-150R cells acquire
phenotype of EMT ,and it might relate to radioresistance for esophageal carcinoma.
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