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CLL Clinical Decision Making: Patient Case Study

4 ) )

1L treatment outcome 2L treatment decision

m » The patient achieved PR and did not experience significant AEs on treatment « The patient’s preference for oral medication, along with

[ | .G years later, the patient developed symptoms of progressive disease per iwCLL criteria their prior.experience of acBTK inhipitor Wit_hOUt significant
@ including lymphocytosis, night sweats, increased fatigue, and cytopenia'? AEs, help inform 2L treatment decision making®
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—A noncovalent BTKi allows the
patient to continue with familiar
dosing and types of side effects®®
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recommended due to the potential for overlapping resistance mechanisms*>" « Clinical data show that patients previously treated
with a cBTKi respond to noncovalent BTKi*%’

When disease progression occurs, a switch to a therapy with a different MOA is
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Toxicity/intolerance Progression Com dplljf;?% Elfhnenrg(;J'XEd Progression Toxicity \ /

e AT T v
+ BCL-2i £ anti-CD20 mAb h 4 h 4

«BCL-2j * anti-
BCL-2i ant-CD20 mAb DORWithBOL2I ) cBTKi

Short 0,4 Noncovalent BTKi was
il . .
l Long ) +BCL-2i anti-CD20 mAb 4 h 2L th
+ cBTKi cnosen as therapy

This is a fictional case study toillustrate concepts and considerations for CLL decision making. Individual results may vary. 1.Tam CS, et al. Blood Adv. 2025 Aug 19:bloodadvances.2025015986. 2. Hallek M, et al. Blood. 2018;131(25):2745-2760. 3. Odetola 0,
*Decision toinitiate a new line of therapy after disease progression will be based on the iwCLL criteria.2 'CIT consisting of fludarabine-cyclophosphamide MaS. Curr Hematol Malig Rep. 2023;18(5):130-143. 4, Soumerai JD, et al. Blood Adv. 2025;9(5):1213-1229. 5. Fresa A, et al. Cancers (Basel).
+rituximab, bendamustine-rituximab, and chlorambucil-obinutuzumab was previously the 1L therapy for CLL before the introduction of novel agents.® 2024;16(11):2011. 6. Lewis KL, et al. J Pers Med. 2021;11(8):764. 7. Mato AR, et al. N Engl J Med. 2023;389(1):33-44. 8. Molica S, et al. Mediterr
“BCL-2i retreatment can be considered for patients with >1year DOR off treatment after prior BCL-2i J Hematol Infect Dis. 2025;17(1):e2025053. 9. Shadman M, et al. Blood. 2025;146(17):2029-2036. 10. Shadman M. JAMA. 2023;329(11):918-
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