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— 1. ApoE affects CLL cell proliferation through oxidative stress and metal disbalance
INTRODUCTION
oL Co-culture f'ltl'_‘ gﬁﬂ:—ﬁbmb'aﬁts Chronic lymphocytic leukaemia (CLL) shows a vastly heterogeneous clinical course, ranging from patients with favourable prognosis to those with rapidly progressive disease which ultimately may give rise
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cells@ . Efﬁtzjls g"l_tl'_”iig gﬁtfiﬁz E:J::: < (EEDEMWU to a highly aggressive lymphoma, known as Richter syndrome (RS) [1][2]. Identification of intrinsic vulnerabilities in CLL represents a key approach to better understand molecular basis of its heterogeneity
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— 2. ApoE induces lipid peroxidation and ferroptosis in proliferating CLL cells
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