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CytomX has developed Probody therapeutics (Pb-Tx), which are
proteolytically-activated antibodies (Abs) designed to widen the
therapeutic index by minimizing drug interaction with normal tissue while
retaining anti-tumor activity. Pb-Tx are “masked” to attenuate binding to
target in healthy tissue but can become “unmasked” in the tumor
microenvironment by tumor-specific protease activity.
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