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Effect of long non-coding RNA SPRY4-IT1 on invasion and migration of A549 cells
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[ Abstract ] Background and objective The abnormal expression of human long chain non encoding RNA gene
is related to many kinds of tumors. The aim of this study is to investigate the expression of long non-coding RNA maternally
expressed gene 3 (SPRY4-IT1) in lung cancer (AS49) cells, and to observe the effect of SPRY4-IT1 on the invasion and migra-
tion of AS49 cells. Methods The levels of SPRY4-IT1 in AS49 was detected by real-time PCR. The effects of SPRY4-IT1 on
the invasion and migration of A549 cell were analyzed by MTT and Transwell assay. The expression of matrix metalloproteinase
(MMP) family proteins was determined by Western blot. Results The invasion and migration of AS49 cells were increased after
SPRY4-IT1 over-expression. The cell spaces were narrower after SPRY4-IT1 over-expression in the wound healing assay. Tran-
swell assays showed that the numbers of transmembrane AS49 cells were higher in SPRY4-IT1 over-expression group than con-
trol group (P<0.05). Meanwhile, over-expression of SPRY4-IT1 reduced the expression of matrix metalloproteinase (MMP)-2
and MMP-9. Conclusion Over-expression of SPRY4-IT1 enhanced the invasion and migration of A549 cells. MMP-2 and
MMP-9 might play an important role in this regulation.
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Fig 1 pcDNA3.1-SPRY4-ITI eukaryotic expression vector construction. A: Amplification products of target fragment; B: Enzyme digestion

identification results of target fragment and T vector; C: Sequencing results of target fragment and T vector; D: Enzyme digestion identification

A Tl

results of target fragment and pcDNA3.1 vector; E: Sequencing results of target fragment and pcDNA3.1 vector.
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Fig 2 The expression of SPRY4-ITI in pcDNA3.1-SPRY4-ITI and pcDNA3.1 A549 cells. A : Dissolution curve of target gene; B: Amplification curve of
target gene; C: The expression of SPRY4-ITl in different cells.
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Fig 3 Cell scratch test results. A: Cell migration results of two groups (X400); B: Cell migration spaces of two groups.
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Fig 4 Transwell assay results. A: Cells through the basement membrane results of two groups (X400); B: The numbers of transmembrane A549

cells of two groups.
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Fig 5 Effect of overexpression of SPRY4-IT1 on matrix
metalloproteinase (MMP)-2 and MMP-9
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