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Histological biomarker analysis of nonclinical and baseline tumor samples from the phase 1 dose escalation study
using micvotabart pelidotin (MICVO) in advanced solid tumors
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BACKGROUND EDB+FN is robustly expressed in tumor stroma in baseline biopsy samples from participants enrolled in phase 1 dose escalation study Features of stromal architecture differ across indications in nonclincal samples
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