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e e are . .. . ; is prior to any ulviprubart dosing. Colored dashed horizontal lines indicate mean percentage of KLRG1+ cells at baseline. KLRG1, Killer cell
° Key ellglblllty criteria included formal dlagnOSIS of IBM® and age 240 years MAD, multiple-ascending dose; SAD, single-ascending dose. lectin-like receptor G1; MAD, multiple-ascending dose; Q8W, every 8 weeks; TEM, T effector memory cell; TEMRA, TEMs expressing CD45RA.
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