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Prognostic Molecular Stratification in Relapsed/Refractory Multiple Myeloma
Results of the UKMRA MUKSeven Pomalidomide Biomarker Trial
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However, CD4+ T-cell % at baseline was associated with shorter
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SOC with pomalidomide becoming widely available, a decision
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MM without risk markers had long median PFS of 14.1
months (Cl: 6.9-17.3) (P=0.005; Figure 3).

We did not find these dynamic changes to be predictive of
treatment outcome.
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