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Effect of miR-520a on proliferation, invasion, migration and

cisplatin sensitivity in gastric cancer SGC7901 cells
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Abstract

Objective: To investigate the expression of miR-520a in gastric cancer and its effect on the biological function in
gastric cancer cells. Methods: The expression of miR-520a in gastric tissues and gastric cells was detected by real-
time PCR. Lentivirus was used to over-express miR-520a in gastric cancer SGC7901 cells, and the effect of miR-
520a on proliferation, apoptosis, invasion and migration of gastric cancer cells and the sensitivity to cisplatin (DDP)
was evaluated in vitro. In addition, the effect of miR-520a over-expression on the growth of xenograft tumor was
observed in vivo. Results: The expression of miR-520a in gastric cancer tissues was significantly lower than that in
the adjacent normal tissues. Compared with normal gastric mucosal epithelial GES-1 cells, the expression of miR-
520a was significantly decreased in gastric cancer SGC7901 cells and even lower in cisplatin resistant SGC7901/
DDP cells. MiR-520a over-expression promoted apoptosis and inhibited cell proliferation, invasion and migration

in SGC7901 cells. MiR-520a over-expression promoted the drug sensitivity of SGC7901 cells to DDP. Xenograft
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tumor experiment data showed that the miR-520a over-expression slowed down the tumor growth in nude mice.
Conclusion: MiR-520a can inhibit the occurrence and development of gastric cancer and enhance the sensitivity
of gastric cancer cells to cisplatin.
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Figure 1 miR-520a expression in gastric cancer tissues and gastric cancer SGC7901 cells

(A) miR-520a7t B LH LU IR T2 H A (n=20) . SIESFHLLES, **P<0.01, (B) miR-520afE B J#ESGC7901 4R 35k
IR T IEH 5 R GES- 141/l (n=4) . S GES-11L#%, ***P<0.001,

(A) Expression of miR-520a is lower in gastric cancer tissues than adjacent tissues (#=20). **P<0.01 vs adjacent tissues. (B) Expression of
miR-520a is lower in gastric cancer SGC7901 cells than gastric epithelial GES-1 cells, and lowest in DDP resistant SGD7901/DDP cells

(n=4).**P<0.001 vs GES-1 cells.
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Figure 3 miR-520a over-expression inhibits the invasion and migration in SGC7901 cells
(A, B)TranswelllM 4N E{Z58( x 200); (C, D) RIIEA I MIIERS (HLB])L100 pm, n=4), SLV-NCHLH, **P<0.01.
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um, n=4). **P<0.01 vs LV-NC group.
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**P<0.01 vs LV-NC group.
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