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Abstract ; Objective To explore the effect of down-regulation of ubiquitin-aldehyde-binding protein 2 con-
taining OTU domain (OTUB2) on the proliferation, migration and invasion ability of gastric cancer cells and
the phosphatidylinositol 3 kinase (PI3K)/protein kinase B (AKT) signaling pathway. Methods Used Lipo-
fectmine 2000 transfection reagent to transfect MGC-803 cells with OTUB2 small interfering RNA (si-
OTUB2) sequence (si-OTUB2 group) and si-NC sequence (si-NC group) , and MGC-803 cells without any
transfection were used as the blank control group. Real-time fluorescent quantitative PCR and Western blot
were used to detect the expression levels of OTUB2 mRNA and protein in the cells. CCK-8 method was used
to detect cell proliferation ability, Transwell chamber was used to detect cell migration and invasion ability,
Western blot was used to detect proliferating cell nuclear antigen (PCNA), E-cadherin, N-cadherin, AKT,
phosphorylated protein kinase B (p-AKT) protein expression levels. Results Compared with the blank con-
trol group and si-NC group,the expression levels of OTUB2 mRNA and protein in si-OTUB2 group were de-
creased (P<C0.05),the cell proliferation ability was decreased (P <C0. 05),the number of cell migration and
invasion were decreased (P<Z0. 05),the expression levels of PCNA, N-cadherin and p-AKT protein were de-
creased (P<C0. 05),and the expression level of E-cadherin protein was increased ( P <C0. 05). Conclusion

* EEWH.2EEH AR TRSE (15MS033),
EB N AT AT L, FE G, EENF MR s S5 A SR, © @EEE.E-mail.clu_ren@126. com,
A5 AER AT A, BN EL AT AZ BE. OTUB2 3RKik TR B 0 M3 5 2 1R 2868 ) & PISK/AKT 15 5 8 B 0y 52 i [ ], [ B A6 36
PR 2F 2 45,2021,42(12) : 1427-1430.



o 1428 - ERAR I EFZ2E 202146 A% 42 5% 12 Int J Lab Med,June 2021,Vol. 42,No, 12

Down-regulation of OTUB2 can inhibit the proliferation, migration and invasion of gastric cancer cells,and its

mechanism of action may be related to the inhibition of PI3K/AKT signaling pathway.
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2.2 FEYe si-OTUB2 9 1 ¥ 40 B 3% 58 66 )1 9 A8 1k

o \xf IR M si-NC 4 He %, si-OTUB2 26 41 fif 1
FEAE F IS (P<<0.05), WL 2.
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