Mechanism of action of MCLA-128, a humanized bispecific 1gG1
antibody targeting the HER2:HER3 heterodimer
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» Growth inhibition by MCLA-128 was correlated with a reduced
HER2:HER3 dimerization and a profound inhibition of the PI3K pathway

» The effect of MCLA-128 on cell cycle progression was measured in
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