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Effects of 1,25(OH),D; regulating ERK pathway on the biological behaviors of
esophageal squamous cell carcinoma cells

XIONG Rong', XIONG Li*, WU lJialin®, YING Feng’, YUE Qiuju’, HU Xin’, LIU Kang', FENG Gang' (a. Institute of Tissue
Engineering and Stem Cells, the Second Clinical Medical College of North Sichuan Medical College; b. School of Basic
Medical Science; c. School of Clinical Medicine; d. Department of Oncology, the Second Clinical Medical College, North Sichuan
Medical College, Nanchong 637000, Sichuan, China)

[Abstract] Objective: To investigate the effects of 1,25(OH),D, (1,25-dihydroxy vitamin D,) on the proliferation, migration and cell
cycle of esophageal squamous cell carcinoma (ESCC) cells and its mechanism. Methods: Human ESCC cells (TE-1, KYSE30, TE-11
and KYSE510) were treated with different concentrations of 1,25(OH),D;, and the proliferation was detected by CCK-8. TE-11 and
KYSE30 cells were treated with 1,25(OH),D; at concentrations of 0, 0.1, 0.15, and 0.2 pmol/L, respectively. Scratch healing test was
used to detect cell migration ability, Flow cytometry was used to detect cell cycle distribution, and WB was used to detect the protein
expressions of cyclin D1, P27, ERK and p-ERK. Results: 1,25(OH),D, significantly inhibited the proliferation of TE-11, KYSE30 cells
in a concentration- and time-dependent manner (P<0.05 or P<0.01). As compared with control group, TE-11 and KYSE30 cells that
treated with 0.1 and 0.2 pmol/L 1,25(OH),D, for 48 h exhibited significantly inhibited migration ability (P<0.05 or P<0.01), increased
cell population at GO/G1 phase (P<0.05 or P<0.01), decreased protein expressions of cyclin D1 and p-ERK (P<0.05 or P<0.01), and
increased expression of P27 protein (P<0.05 or P<0.01); however, there was no significant difference in total ERK level. Conclusion:
1,25(0H),D, can significantly inhibit the proliferation, migration and block the cell cycle of ESCC cells, which may be through the
regulation of ERK signal pathway.
[Key words] esophageal squamous cell carcinoma (ESCC); 1,25-dihydroxyvitamin D, (1,25(OH),D;; proliferation; migration; cell
cycle; ERK signal pathway
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A: The proliferative activity of ESCC cells was detected by CCK-8 assay;

B: The morphology of KYSE30 cells was observed under light microscope (x100)
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Fig.1 Effects of different concentrations of 1,25(OH),D, on proliferation and morphology of ESCC cells
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Fig.2 Effect of different concentrations of 1,25(OH),D; on the migration of ESCC cells
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Fig.3 Effects of different concentrations of 1,25(OH),D; on the cell cycle (A) and the expressions of
cell cycle related proteins cyclin D1 and P27 (B) in ESCC cells
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