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Background Broad MICVO anti-tumor activity across sarcoma PDX models MICVO activity is associated with an enzyme gene signature
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Level of EDB+FN expression does not correlate with MICVO efficacy
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MICVO is composed of an anti-EDB+FN monoclonal antibody mADb (fully human IgG1)
derived from the L19 clone. The antibody was engineered with cysteines kKK183C and 0

K290C for site-specific conjugation. The final mAb is defined as an anti-EDB+FN-
K(94)R-hulgG1-K290C-kK183C. The Auristatin-0101 payload was conjugated to the

mAD via a mcValCitPABC linker [1]. CTo1663 STo1651 SXASMTCASS CTG0755 ' cTe0M3 162253  In sarcoma PDX models, an enzyme gene signature in baseline tumors is
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PDX mini-Trial design of certain proteases, which may contribute to linker cleavage, were
upregulated in very strong responders.

 In sarcoma PDX models, robust EDB+FN protein expression was observed
by IHC but had no clear association with MICVO response. These data
suggest that additional factors may contribute to MICVO activity.

Very strong anti-tumor activity
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« Overall, multiple factors may contribute to MICVO activity including EDB+FN
target expression, proteolytic activity for extracellular linker cleavage, and
tumor responsiveness to the cytotoxic Auristatin0101 payload.
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