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Abstract

Diffuse large B-cell lymphoma (DLBCL) is the most common type of malignant lymphoid neoplasm in adults. Despite its aggressive
clinical characteristics, many patients can achieve effective therapeutic outcomes with the current first-line standard treatment
regimen—the R-CHOP protocol. However, approximately one-third of patients either respond poorly to this regimen or experience
disease recurrence (R/R), highlighting the urgent need for effective prediction methods and exploration of treatment strategies for R/
R-DLBCL patients. Utilizing gene expression profiling for DLBCL subtyping and analyzing its diagnostic and therapeutic value has
become a focal point in research.
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