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Chronic lymphocytic leukemia (CLL) is a heterogeneous disease, whose prognosis is affected by a Fludarabine significantly increases TNFRSF10B expression and therefore TRAIL
variety of cytogenetic abnormalities.! Del8p is significantly associated with poor prognostic factors . o )
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The deletion of the short arm of chromosome 8 (del8p) is a rare (<5% of cases) but recurrent
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. Identification of deregulated genes underlying CLL progression and drug resistance.
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