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ABSTRACT Objective: To investigate the effect of estrogen on the EMT process of A549 cell line. Methods: The A549 cell line
was stimulated with different concentrations of estrogen, and the expression of EMT markers in each group was detected by q-RT-PCR
and Western blot. The effect of different concentrations of estrogen on cell migration was detected by Transwell experiment, and the sta-
tistical difference between each group was calculated. Results: When the concentration of estrogen was 1% 10° mol/L, 1% 10® mol/L,
1% 107 mol/L, the mRNA expression of vimentin was 2.14+ 0.55, 4.72% 0.63 and 2.21+ 0.47, which was significantly higher than that
of the blank control group, the mRNA expression of E-cadherin was 0.64+ 0.15, 0.46+ 0.11 and 0.59+ 0.13, which was significantly
lower than that of the blank control group, the protein expression had the same trend as mRNA, the number of cell migration was 58.63
*+ 7.33,80.12% 9.32, 61.89% 8.22, which was significantly higher than that of the blank control group. When the concentration of estro-
gen was 1% 10® mol/L, the expression of vimentin was the highest, the expression of E-cadherin was the lowest, and the number of cell
migration was the highest. Conclusion: The appropriate concentration of estrogen can promote the expression of vimentin, inhibit the ex-
pression of E-cadherin, and improve the ability of cell migration. When the concentration of estrogen is 1% 10® mol/L, the effect of pro-
moting the expression of vimentin, inhibiting the expression of E-cadherin and promoting cell migration is the most significant. There-
fore, estrogen can promote the EMT process of A549 cell line.
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Table 1 Experimental materials and manufacturers

Material Manufactor
Thoracic Surgery Laboratory of
A549 Cell line e i
Tangdu Hospital
Estrogen Estradiol company

Vimentin monoclonal antibody Abcam company

E-cadherin monoclonal antibody Abcam company
-actin monoclonal antibody Abcam company
Reverse transcription Kit Thermo company

Primer Bioengineering Co., Ltd.
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Fig.1 MRNA expression of EMT markers in each group
F: 58 —20(0 mol/L )48k, P<0.05(n=7),
Note: Compared with the first group (0 mol / L), P<0.05(n=7).
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Fig.2 Protein expression of EMT markers in each group
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Fig.3 Effects of different concentrations of estrogen on the migration of A549 cell line
i 55 —4H(0 mol/L)#8LE, P<0.05(n=7),
Note: Compared with the first group (0 mol/L), P<0.05(n=7).
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