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I N T R O D U C T I O N R E S U LT S = Baseline genetic alterations in cell cycle/DNA damage and epigenetic modifier pathways = Mutational status of BTK and PLCGZ2 was assessed in patients with PD, both at baseline and C O N C I_ U S I O N S

are associated with inferior response (Figure 2) and inferior PFS in this patient population at and/or after disease progression (Table 2)
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