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MFIER R OME (3£30) : To investigate the molecular mechanisms of heterogeneity in
rituximab efficacies, rituximab-sensitivities of cell lines established from patients with
diffuse large B-cell lymphoma (DLBCL) were analyzed by ADCC and CDC assays. Tumor
samples from patients with DLBCL were evaluated for their mutations on CD79B,
CARD11 and EZH2, and their correlations with the prognoses of the patients were
analyzed. In vitro sensitivity of DLBCL cell lines to rituximab showed no clear patterns
with respect to their DLBCL subtypes. CD79B, CARD11 and EZH2 showed somatic
mutations in several patients, and patients with mutated CARD11 genes showed
significant poor prognoses.
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