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Germinal centres and B cell lymphomagenesis. Basso K. Nat Rev Immunol. 2015

Integrated genomics with refined cell-of-origin subtyping distinguishes subtype-specific mechanisms of treatment resistance and relapse in DLBCL. Walker JS. Blood Cancer J. 2025
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A gene expression-based method to diagnose clinically distinct subgroups of diffuse large B cell ymphoma. Wright. PNAS. 2003
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Adonde vamos... Integracion entre perfiles mutacionales + COO

LymphPlex LymphGen

The future of clinical practice
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* Redefine algunos subtipos moleculares

* Identifica potenciales mecanismos de

Adonde vamos... Integracion entre perfiles mutacionales + COO

resistencia a tratamientos

e Dinamicas de evolucion clonal

 Consideracion del microambiente tumoral
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Integrated genomics with refined cell-of-origin subtyping distinguishes subtype-specific mechanisms of treatment resistance and relapse in diffuse large B-cell lymphoma. Walker JS.
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En resumen...

* La célula de origen es parte del problema. Gold standard es GEP y se ha simplificado a paneles tipo Lymph2Cx
* Latendencia es a simplificar el tipo de muestra y a unificar técnicas:

—> NGS c/s FISH

— Tejido parafinado vs tejido congelado

* |Incorporacion de mutaciones de riesgo biolodgico a la clasificacion de COO

* Probablemente vamos a biopsia liquida
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