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Effects of miR—-578 regulating the expression of long—chain acyl-CoA
synthetase 4 on the proliferation and invasion of gastric cancer cells*

GUAN Liwen, ZHOU Zhenzhen, LIU Zhenyi, WU Kaili, CHEN Zhiguo"
(Sanya Central Hospital/Hainan Third People’s Hospital, Sanya, 572000, Hainan, China)

Abstract: Objective To investigate the effects of miR-578 regulating long—chain acyl-CoA synthetase 4 (ACSL4) on
the proliferation and invasion of gastric cancer cells. Methods Human gastric cancer cells MKN-45, SNU-1, MKN-7,
KTAO3, N87, and human normal gastric mucosal cells GES—1 were selected as the objects of the study. The MKN-45 cells
were divided into control group, miR-578 NC group, miR-578 mimic group, miR-578 mimic + pc—ACSL4 group. Detect
the viability, apoptosis ability, invasion ability, migration ability of MKN-45 cells in each group, and determine the expres-
sions of miR—-578, ACSL4, apoptosis—related proteins (Bax, Caspase—3, Bcl-2) and invasion-related proteins (MMP-9,
MMP-2) in cells, and verify the targeting relationship between miR—578 and ACSL4. Results miR—-578 showed low expres-
sion in human gastric cancer cells. Compared with the control group, the viability, invasion and migration abilities of MKN—
45 cells in the miR=578 mimic group was attenuated significantly, and the expression levels of MMP-2, MMP-9 and Bcl-2
proteins were decreased significantly (P<0.05), while the apoptosis ability and the expression levels of Caspase—3 and Bax

proteins were significantly increased (P<0.05). Compared with the miR—578 mimic group, the MKN—-45 cell viability, inva-
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sion and migration abilities of MKN-45 cells in the miR-578 mimic+pc—ACSL4 group was enhanced significantly, and the

expression levels of MMP-2, MMP-9 and Bcl-2 proteins were increased (P<0.05), while the apoptosis ability and the ex-

pression levels of Caspase—3 and Bax proteins were decreased (P<0.05). The results of luciferase assay showed that miR-

578 and ACSL4 had a targeted regulation relationship. Conclusion miR—578 can inhibit the proliferation and migration of

human gastric cancer cell MKN-45 by suppressing the expression of ACSL4.

Keywords: miR-578; Long—chain acyl-CoA synthetase 4; Gastric cancer; Proliferation; Invasion
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