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BACKGROUND RESULTS

* Richter transformation (RT) refers to transformation of chronic lymphocytic leukemia/small lymphocytic lymphoma

(CLL/SLL) to an aggressive lymphoma, most commonly diffuse large B-cell lymphoma (DLBCL). FIGURE 1. TIMING AND PATTERN OF CNS INVOVLEMENT FIGURE 3. OS BY TIMING AND EXTENT OF CNS INVOLVEMENT FIGURE 6. OS BY CLONAL RELATIONSHIP

« Central nervous system (CNS) involvement in patients with RT is a rare complication and is understudied.
« We sought to investigate the clinical characteristics, treatment, outcomes, and prognostic factors in RT with CNS
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**Parenchymal + others: parenchymal + leptomeningeal, cranial nerve roots, or ocular disease; Others: leptomeningeal, ocular, cranial or
spinal nerve roots, and skull base lesions.
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