Newcastle MYC Rearrangement in B-Cell Precursor Acute Lymphoblastic Leukaemia
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to inform future decisions on the optimum clinical approach for patient treatment. . Sixteen patients were identified to have MYC rearrangement as seen in Table 1. A fur-
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1% 5 “ . Al Other abnormalties . Of the twelve paediatric patients confirmed by FISH (Table 1), eight had survival data |- Outcome data show a trend towards a favourable outcome in the MYC positive patients
o L available. 6 patients were still alive 3 years post diagnosis. Insufficient data was avail- reported here, however this warrants further investigation in a larger cohort in order to
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Figure 1— Clinical implications of genetic abnormalities in childhood BCP-ALL, showing high event free . complete remission. The patient cohort we studied received BCP-ALL treatment with no
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