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ABSTRACT Objective: To explore the effect and mechanism of NDRG2 on the histone acetylation in U87-MG cells and provide
new ideas for the treatment of glioma. Methods: NDRG2 overexpression was mediated by lentivirus, and the level of histone acetylation
was measured by Western blot using acetylation antibodies in U87-MG cells. ELISA was used to evaluated the effect on acetyl-CoA
metabolism of NDRG2 overexpression. The AKT-ACLY pathway was detected to illustrated this mechanism. Results: The phosphoryla-
tion of AKT and ACLY in U87MG cell were significantly down-regulated with the overexpression of NDRG2, resulting in change of
acetyl-CoA/CoA ratio. The histone acetylation level was down-regulated, which had an effect on the proliferation of glioma cells. Con-
clusions: NDRG2 might participate in the metabolism of acetyl-CoA and regulate the histone acetylation, which could further suppress
the proliferation of U87-MG glioma cell.
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Fig.l A.Quantize the transfection efficiency using immunofluorescence (* 400). B. The expression levels of NDRG2 in US7MG cell line with the
overexpression of NDRG2. C. The proliferation of US7MG cell is detected by MTT assay (**p<0.01)
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Fig.2 ABCThe expression of Ac-H3(lys9)(A) Ac-H4(lys8) (B) in UB7MG cell line with the overexpression of NDRG2 using Western blot. D. The

acetyl-CoA concentration is lower than control with the overexpression of NDRG2 in high glucose (*P<0.05)
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