Micvotabart pelidotin, an ADC targeting non-cellular EDB+FN, induces an immune response in tumors from

participants in a phase 1 dose escalation study
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Background MICVO increases density of lymphocytes infiltrating the tumor epithelium MICVO-induced T-cell infiltration associates with time on study
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« Micvotabart pelidotin (MICVO, aka PYX-201) is a first-in-concept antibody-drug conjugate (ADC) targeting extradomain-B of fibronectin A B Baseline On-treatment . BOR
(EDB+FN), a non-cellular structural component within the tumor extracellular matrix that is highly expressed in tumors compared to normal = — : " 4 r=0097 ® PR
adult tissues [1,2]. EDB+FN, a splice variant of fibronectin, is known to be involved in tumor angiogenesis, proliferation, and metastasis. §400_ ’Q p = 2.8e-6 ® A sD Figure 3: A greater increase in T-cell (CD3+)
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* Preclinical studies ave shown evidence of MICVO inducing an immunogenic cell death response in cancer cells in culture and syngeneic
mouse models treated with a mouse analog of MICVO showed increased infiltration of activated CD3+ T-cells. [Posters: A112 & A115]. Figure 1: Al-powered digital pathology on H&E-stained slides reveals an increased density of lymphocytes within the tumor
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High « Collectively, these results support MICVO’s ability to mobilize an anti-tumor immune response in participants with solid
“."5 tumors, which associates with improved clinical outcome, and confirm preclinical observations [Posters A112 & A115].
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PR = Partial response
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