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Effects of a Novel Compound F-2 on Proliferation, Migration and Apoptosis of Human Lung Cancer
NCI-H520 Cells

MENG Nana'!?, ZHANG Ruirui?, LIU Chao?, SUN Jinyue'*(1.College of Life Sciences, Shandong Normal University,
Jinan 250014, China; 2.Institute of Agro-Food Science and Technology, Shandong Academy of Agricultural Sciences, Jinan
250100, China)

ABSTRACT: OBJECTIVE To explore the effects of novel compound F-2 on proliferation, migration and apoptosis of human
non-small cell lung cancer NCI-H520 cells. METHODS The proliferation of lung cancer cells was detected by CCK-8 test.
The migration of NCI-H520 cells was detected by wound scratch test. The effect of compound stimulation on cell morphology
was observed by inverted microscope. The effect of compounds on apoptosis was detected by flow cytometry. The effects of
compounds on cell migration and apoptosis-related protein expression were detected by Western blotting. RESULTS The
compounds significantly inhibited the proliferation of NCI-H520 cells and was dependent on concentration and time. The Wound
scratch test showed that the compound could significantly inhibit the migration of tumor cells. Western blotting results showed that
the compound could up-regulate the expression of E-cadherin and down-regulate the expression of N-cadherin in NCI-H520 cells.
Annexin-V/PI double staining showed that the compound could induce apoptosis of NCI-H520 cells, and the apoptotic rate increased
with the increase of drug concentration, and the expression ratio of BAX/Bcl-2 protein increased. CONCLUSION Compounds
can significantly inhibit the proliferation, migration and induce apoptosis of lung cancer cells, which may be through blocking the
epithelial-mesenchymal transition process of tumor cells and regulating the expression of related genes during apoptosis.
KEYWORDS: cell migration; cell proliferation; cell apoptosis; epithelial-mesenchymal transition
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Fig. 1 Effect of compounds on the viability of NCI-H520 cells
A-molecular structure of compound; B-CCK-8 assay detected the
activity of NCI-H520 cell; C—CCK-8 assay detected the activity of HBE

in normal bronchial epithelial cells; compared with the control group,
HP<0.05, 2P<0.01, ¥P<0.001.
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Fig. 2 Effect of different concentrations of compounds on
cell morphology(100x%)

A—control group(0 pmol-L™!); B-5 pmol-L~! compound group; C-—
10 pmol-L~! compound group; D—15 pmol-L~! compound group.
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Fig. 3 Wound healing test to detect the migration ability of NCI-H520 cells(100x)

A—distance of cell healing after 0, 48 h treatment at different concentrations of compounds; B—quantification of cell migration distance; compared with

the control group(0 umol-L"), VP<0.05, 2P<0.01.
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Fig. 4 Effect of compounds on the expression levels of
E-cadherin and N-cadherin proteins in lung cancer NCI-H520
cells

Compared with the control group(0 umol-L™), DP<0.05, 2P<0.01, ¥P<
0.001.
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Fig. 5 Flow cytometry for detection of apoptosis

A-0 pmol-L-'compound group; B-5 pmol-L-'compound group; C—
10 pmol-L-'compound  group; D-15 pmol-L! compound group;
compared with the control group(0 wmol-L™"), "P<0.001.
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Fig. 6 Effect of compounds on the expression of apoptosis-
related proteins in lung cancer NCI-H520 cells

Compared with the control group(0 umol-L™"), YP<0.05, ¥P<0.01, YP<
0.001.
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