Micvotabart pelidotin, a non-cellular targeting ADC, remodels the tumor microenvironment in tumors from participants in a
phase 1 dose escalation study
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Background

« Micvotabart pelidotin (MICVO, aka PYX-201) is a first-in-concept antibody-drug conjugate (ADC) targeting extradomain-B
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Histological changes in tumor stroma reflective of drug activity and
clinical outcome were evident after two cycles of MICVO treatment

Abstract: A113

MICVO induces pharmacodynamic changes in the tumor
epithelium after two cycles of treatment

increased proliferation, measured by phospho-histone H3
(PHH3), in PanCK-expressing tumor cells in participants
with progressive disease (PD). (D) Apoptosis, measured

Timepoint

These changes are reflective of disease progression
in participants with PD.
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analysis [Poster A117], was deployed to assess changes in the TME. regardless of clinical response.
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