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Disease Progression to Blast Crisis

SETD?2 Loss of Function Induces Genomic Instability in CML and May Contribute to
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Western Dblotting (WB), we previously observed
SETD2 and H3K36me3 loss (resulting from aberrant
SETD2 turnover) in 85% of blast crisis (BC) CML
patients but not in newly diagnosed chronic phase
(CP) patients who will achieve optimal responses.

Studies are ongoing to assess the effects on DNA damage

repair pathways. We next wondered when during disease
history SETD2/H3K36me3 loss occurs. WB analysis of paired

Objective

(diagnosis/progression) samples from four CML patients
suggested that patients who will progress still have intact and
functional SETD2 at diagnosis. Additional analyses are ongoing
to assess whether SETD2/H3K36me3 loss precedes, hence
allows to predict, progression to BC.

1.To investigate whether SETD2 is involved in the
maintenance of genetic/genomic stability in CML.
2. To assess whether SETD2 loss precedes or follows
progression from CP to blast crisis BC
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