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MiR-124 Suppresses Cell Proliferation by Targeting
DNMT3B in Gastric Carcinoma

XIE Liming, HE Rongfang,ZHANG Zhiwei,et al
( Department of Medical Oncology ,the First Affiliated Hospital , University of South China,
Hengyang , Hunan 421001 , China)

Abstract: Objective To explicit whether miR-124 suppresses cell proliferation by targeting DNMT3B, thus to re-
Methods DNMT3B 3'UTR-

luciferase vector was constructed and luciferase reporter gene assay was employed to examine the effect of miR-124 on lucif-

veal molecular mechanism of miR-124 function as a tumorsuppressor in gastric carcinoma.

erase activity. MKN-45 cells were transfected with miR-124 mimics,and next Western blotting was performed to detect the
Results  After transfection of miR-124 mimics for 24 h,48 h,72 h respectively, MTT
assay showed that the OD values were (0.264 £0.023),(0.377 £0.041) and (0.524 +0.029) , compared with the con-
trol group (0.414 £0.051),(0.619 £0.065) and (0.898 £0.072) ,the groups were significantly different (all P <

0.05) ,and it is on a time-dependent manner. Luciferase reporter vector system confirmed that DNMT3B was a target gene of

expressions of DNMT3B protein.

miR-124. Western blot showed that the expressions of DNMT3B protein were inhibited by miR-124.

Conclusion miR-

124 suppresses cell proliferation by targeting DNMT3B in gastric carcinoma.
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