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. . Figure 5: JANXO0O08 activity against tumors with resistance mutations
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* JANXO0O0S8 is a tumor-activated T cell engager (TRACTr) with EGFR- and CD3-binding domains, an albumin-binding
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JANXOOS. It enables tumor-restricted EGFR and CD3 binding and subsequent T cell activity against cancer cells. 8 20 8 20 8 " 8 20
* Loss of the albumin-binding domain likely potentiates that any activated JANXOOS8 that migrates out of the tumor 3 3 X R
K will be cleared rapidly and reduces its potential accumulation in healthy tissues that can contribute to safety risksy 0 0 0 0

* JANXOO8 TRACTr exhibits dose- and cleavage-dependent activation of CD8+ TILs (non-cleavable molecule is inactive)
in a fully human primary CRC tumoroid system with an intact non-manipulated immune compartment.

Figure 2: Binding of JANX008 to CD3 and EGFR is cleavage- and dose-dependent
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Figure 4: JANXO0OS8 exhibits cleavage-dependent activity in a HCT116 mouse tumor model
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* Cleavable JANXOO8 TRACTr and EGFR-TCE at equivalent dose levels induce complete tumor eradication in human Preclinical data demonstrate key characteristics of JANXOOS including cleavage-dependent
PBMC engrafted mice implanted with anti-EGFR resistant KRAS- and PIK3CA-mutant HCT116 tumor cells. activity, half-life extended PK, potential for superior safety, and manufacturability properties that
o JANXO008 anti-tumor activity is tumor protease cleavage dependent (non-cleavable TRACTr is inactive). y \ could mitigate major limitations of TCEs and support JANXOO8 clinical development. /
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