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0 CONCLUSION

BTKi failure-associated RT in this real-world series
demonstrated aggressive clinical presentation, high

Richter transformation (RT) arising after Bruton
tyrosine kinase inhibitor (BTKi) failure represents
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a growing clinical challenge in the modem CLL e i L 'T' PATIENTS MEDIAN AGE prevalence of TP53 disruption, and poor response to
treatment era. Emerging evidence suggests that * Clinical variables included demographics, prior IDENTIFIED (YEARS) conventional chemoimmunotherapy. Compared with
post-BTKi RT may demonstrate distinct biclogical lines of CLL therapy, duration of BETKi exposure, (RANGE 59-73) historical RT cohorts, outcomes remain poor, supporting
&l s e e e DT time from CLL diagnosis to transformation, the concept of a distinct post-BTKi transformation
Eastern Cooperative Oncology Group (ECOG) ABEd rmacikiad phenotype and underscoring the urgent need for

with historical chemoimmunotherapy-era
transformation.

@ OBJECTIVE

To charactenze the cimical presentation, molecular Treatment strategies, overall response rate ® EDIAN TIME rapidly progressive

features, and therapeutic outcomes of BTKi (ORR), progression-free survival (PFS), and EROM CLL l I lymphadenopathy

failure associated RT at our institution. overall survival (O5) were assessed using DIAGNOSIS TO RT and elevated LDH
institutional follow-up data. (YEARS) at transformation

RESULTS

*ﬁh MOLECULAR PROFILE
(Data available in five patients)

performance status, lactate dehydrogenase
levels, and disease burden at transformation.
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data, including TP53 disruption and complex
karyotype status.
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novel targeted and cellular strategies.
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No objective responses were observed
in patients with TP53 disruption.
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