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ABSTRACT Objective: To investigate the role of NOK in the process of epithelial stromal transformation of lung adenocarcinoma
cell line promoted by estrogen. Methods: The experiment was divided into four groups, the NOK gene was not down regulated in the first
group without estrogen, the NOK gene was down regulated in the second group without estrogen, the NOK gene was not down regulated
in the third group with estrogen, the NOK gene was down regulated in the fourth group with estrogen. The NOK gene in A549 cell line
was down regulated by lentivirus, the cells were stimulated by estrogen at a concentration of 1x 10® mol/L, the expression of NOK and
EMT markers in each group were detected by q-RT-PCR and Western blot, and the migration ability of cells in each group was detected
by Transwell test. Results: The expression of NOK and Vimentin in the second group decreased and the expression of E-cadherin in-
creased compared with the first group, which were 0.09+ 0.01, 0.16+ 0.02 and 4.83% 0.61, which were statistically different from the
first group. The expression of NOK and Vimentin in the third group increased significantly and the expression of E-cadherin decreased,
which were 6.03% 0.92, 5.77+ 0.86 and 0.33% 0.04, which were statistically different from the first group. In the fourth group,
the expression of NOK and vimentin decreased and the expression of E-cadherin increased, which were 0.11+ 0.01, 0.19% 0.03 and
4.92+ 0.59, there were statistical differences with the first group and no statistical differences with the second group. The trend of protein
expression of NOK and EMT markers was consistent with that of mRNA expression. The number of cell migration in the second group
was significantly lower than that in the first group, and there was statistical difference between the two groups. The number of cell migra-
tion in the third group was significantly higher than that in the first group, and there was statistical difference between the two groups.

The number of cell migration in the fourth group was significantly lower than that in the first group, and there was statistical difference
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between the two groups. Conclusion: Estrogen can promote the EMT process of lung adenocarcinoma cell lines, and down regulating the

expression of NOK gene can block this process. Therefore, estrogen can regulate the EMT process of lung adenocarcinoma through NOK

gene.
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Table 1 Experimental materials and manufacturers

Material Manufactor
Thoracic Surgery Laboratory of
A549 Cell line se ) "
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.
Lentivirus Jikai gene company
NOK monoclonal antibody Abcam company

Real time quantitative PCR Funglyn Biotech company
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Fig.1 NOK expression rate of A549 cells interfered by viruses in each group
* SxER AL, P<0.05(n=7)
* : Compared with the control group, P<0.05(n=7)
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Fig.2 MRNA expression of NOK and EMT markers in each group
* ExHREMELL, P<0.05(n=7)

* : Compared with the control group, P<0.05(n=7)
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Fig.3 Protein expression of NOK and EMT markers in each group
*  EREREMLE, P<0.05(n=7)
* : Compared with the control group, P<0.05(n=7)
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Fig. 4 The effect of estrogen on the migration of A549 cells before and after the down regulation of NOK
* 3 RRAMLE, P<0.05(n=7)
* : Compared with the control group, P<0.05(n=7)
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