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Background Demographics Intolerance to BTKI is Associated with CYP2D6 Poor Metabolizer Phenotypes

Table 1. Overview of patient demographics. CYP2C19 and CYP2D6 Poor Metabolizer Predict Progression in Relapsed/Refractory
Phenotypes in Previously Untreated CLL

Oral inhibitors of Bruton’s tyrosine kinase (BTKi) are
used for a number of B-cell malignancies, including
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therefore analyzed pharmacogenomic testing in Median time on BTKi (m) [P (0.5-91.7)

Veterans treated with BTKi to evaluate the extent to Progression on BTKi 11(14%)
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We identified Veterans diagnosed with chronic
lymphocytic leukemia (CLL) receiving care through
the Veterans Administration (VA) who were Interest
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Voriconazole Paroxetine may contribute to or counterbalance predicted phenoconversion based on

pharmacogenomic analysis.
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