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[ Abstract ] Background and objective Non-small cell lung cancer (NSCLC) is a kind of lung cancer, because its
high incidence has been concerned. Therefore, it has great significance to reveal the pathogenesis of NSCLC. As a transcriptional
regulatory factor, MATF-A plays an important role in the development of multiple tumors, can regulate the migration process of
a variety of tumor cells. HOTAIR is a long non-coding RNA (LncRNA) found in recent years, which expresses abnormally in
multiple tumors and is involved in the proliferation and migration of multiple tumors. The aim of this study is to explore the role
of MRTE-A through HOTAIR to regulate the proliferation and migration of NSCLC cell A549 cell. Methods We constructed
the overexpression plasmid and interfering plasmid of MRTF-A, and detected the effect of MRTF-A on the proliferation and
migration of A549 cells by CCK8 and wound healing methods respectively. Then, we designed the siRNA of HOTAIR to detect
its effect on the proliferation and migration of A549 cells. Through qRT-PCR, we detected the effect of MRTF-A on HOTAIR
expression. Finally, we constructed HOTAIR's promoter, and detect the effect of MRTF-A on HOTAIR promoter activity by
luciferase reporter gene test. Results Overexpression of MRTF-A promotes the proliferation and migration of A549 cells, while
silent MRTF-A inhibits its proliferation and migration. Next, we found that interfered HOTAIR expression inhibited the prolif-
eration of A549 cells. We found that MRTF-A could influence the expression of HOTAIR and regulate the activity of HOTAIR
promoter. Conclusion MRTF-A regulates the proliferation and migration of A549 cell through HOTAIR.
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Fig 1 Overexpression of MRTF-A promotes proliferation and migration ofA549 cells. A: qRT-PCR verification after overexpression of MRTF-A; B: Western
blot verification after overexpression of MRTF-A; C: CCK8 assay for detection of cell proliferation; D: transwell assay for cell migration; E: bar graph of
overexpressing cells versus control cell mobility (**P<0.01); F: qRT-PCR validation after MRTF-A interference; G: Western blot validation after MRTF-A
interference; H: CCK8 assay for cell proliferation; I: Transwell assay for cellm |ig,lratlon balillaph of interference cells versus control cell mobility (**P<0.01).
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Fig 2 Silent HOTAIR expression inhibited proliferation and migration of A549 cells. A: qRT-PCR validation after HOTAIR silent; B: CCK8 assay for cell

proliferation; C: Transwell assay for cell migration; D: bar gralji_hlof silent cells versus control cell mobility (**P<0.01).
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Fig 3 MRTF-A regulates HOTAIR expression. A: qRT-PCR detects changes in HOTAIR mRNA levels after overexpression of MRTF-A; B: qRT-PCR

detects changes in HOTAIR mRNA levels after interference with MRTF-A.
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Fig 4 MRTF-A regulates HOTAIR promoter activity. A: Comparison of HOTAIR promoter activity after overexpression of MRTF-A (**P<0.01); B:

Comparison of HOTAIR promoter activity after interference with MRTF-A (**P<0.01).
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efficiency (¥*P<0.01, *P<0.05); B: CCK8 assay for cell proliferation; C: transwell assay for cell migration; D: comparison of three groups of cell

migration (** P<0.01).
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