Decitabine modulates microRNA-34b expression and potentiates chemotherapy-

induced apoptosis in Burkitt lymphoma cells
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Figure 10: miR-34b expression in BL tumour samples. miRNA expression level was evaluated by Quantitative Real time QT-PCR in 41 tumour samples from pediatric BL and 5 samples from reactive lymph

Epigenetic SilenCing Of miR-34b by DNA mEthylation may ContribUte tO miR_34b repr855i0n in BL Ce”S. CDKG y - -— -— 36 kDa node. RNU6B was used as endogenous control

Decitabine can improve BL treatment BeSides the present StUdy prOVideS 3 Sta rting point for nOVEI Acknowledgments: INCT para Controle do Cancer: CNPq 573806/2008-0/FAPERJ E26/170.026/2008; FAPERJ E-26/110.375/2014; SWISS-BRIDGE Foundation, sub-project 1B/2014.
| ! BCL-2

therapeutics approaches.
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