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e Relative changes (RC) to the baseline of each measurement were computed as follows:

% RC = (measurement at each visit — measurement at baseline) %100 For each parameter, measurements obtained at each visit are grouped by dose level. Each graph visualizes the relative change [%RC] from baseline of each measurement. C, cycle; D, day; MDSC, myeloid-derived
¢ suppressor cells; NK, natural killer; QD, once daily

measurement at baseline
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