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miRNA profile was detected between positive and negative MYC-translocated BL tumour samples. We  Figure 7: DNA methyl transferases (DNMT) protein expression in different MYC levels. To investigate the relationship between Myc levels and
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Conclusion: Our data indicate that MYC expression regulate a set of miRNAs and MYC-miRNA circuitary  P493-6 cells. RNA expression levels were evaluated by Quantitative Real time QT-PCR
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Our dataindicate that MYC expression regulate a set of miRNAs and MYC-miRNA circuitary isa mechanism
Figure 2. Heatmap showing the miRNA profile in pediatric Burkitt lymphoma samples. miRNA expression was evaluated by Quantitative Real time QT-PCR. of Sustaining MYC activity in the pathogenesis of BL. Further ana|yses are need to elucidate the
Expression of each miRNA was normalized to the expression level of RNU6B and reactive lymph node was used as reference. i . ] .
complicated feedback MYC circuitary underlying BL development.
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Table 1: Patients’ characteristics of MYC-nhegative cases (CNPg) 573806/2008-0/FAPERJ E26/170.026/2008, Fundacdo de Amparo a Pesquisa do Estado do Rio de Janeiro (FAPERJ) E-
26/110.238/2014—PPSUS, Programa de Oncobiologia/Fundacdo do Cancer, and FAPERJ E-26/110.375/2014. SWISS-BRIDGE Foundation, sub-
project 1B/2014.

Immunohistochemical profile at

Patient Gender/Age Diagnostic Initial site of disease Stage LDH (U/L) EBV (ISH) Immunohistochemical complementary Follow-up

diagnosis
22 M/Q Burkitt Lymphoma Cervical mass I 313 Negative CD20+ NA Alive
54 M4 Burkitt Lymphoma Abdomen i 570  Positive CD20+, CD3- TDT-, BCL6+, CD10+, BCL2-, Ki67100%  Alive Projeto Grafico: Setor de Edi¢ao e Informagdo Técnico-Cientifica / INCA
61 F7 Burkitt Lymphoma Abdomen Il 1613 Positive CD20+ CD20+, CD10+, BCL2-, Ki67100% Alive
65 Fi6 Burkitt Lymphoma Abdomen Il 536 Negative LCA+ CD99-, EMA-, desmin-, vimentin- CD10+, CD20+, BCL2-, Ki67>90% Alive
86 M/11 Burkitt Lymphoma lleum Il 383 Negative CD20+, Kie7+ CD10+ BCL6+ Alive
02 F/10 Burkitt Lymphoma Nasopharyngeal mass | 275 Negative CD20+, CD10+, Tdt-. CD99- BCL6+, BCL2-, MUM1-, Ki67>90% Alive

LDH lactate dehydrogenase; EBV Epstein-Barr virus; ISH in situ hybridization; NA not available.
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