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Summary Educating the Immune System
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immunogenic cell death (ICD). VISK-103 generates reactive oxygen species, driving tumor-selective cytotoxicity and bystander - 7 S from: from death to immunity.
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Locking in Our Cancer Target Figure 1. VISK-103 binds to Figure 4. VISK-103 induces markers of ICD in GBM cells. U-87 MG cells were treated with the indicated drugs for 24 hours and
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Days after randomization B Control [ VISK-103 Days after randomization B Control [ anti-mPD1 VISK-103 couples EGFR-targeted cytotoxicity with robust induction of immunogenic cell death (ICD), driving both direct tumor
] ) o O vISK-103 B Combination killing and activation of anti-tumor immune responses. Through localized oxidative stress within EGFR-expressing tumors, VISK-103
Figure 2. VISK-103 extends survival and reduces tumor burden in vivo. | | induces hallmark ICD signals, including calreticulin exposure, extracellular ATP release, and HMGBI secretion, that promote
A. Survwo] and B. tumor volume.ln B-NDG (NO.D/SCID) mice bearlng. subcutaneous U-87 MG tumors treated with VISK—1.03. or vehlcle’ dendritic cell activation and immune engagement. In vivo, VISK-103 significantly reduces tumor burden and extends survival in
contro[; Mice were co-treated with hypoxanthine and received four intratumoral doses administered every 3 days. Statistics: Welch's both immune-deficient and immune-competent tumor models. Notably, combination treatment with PD-1blockade further
t-tesy; .P<O-O5- . . . . _ enhances anti-tumor efficacy, supporting a role for adaptive immune involvement downstream of VISK-103—mediated tumor cell
C. Survival and D. tumor volume in B-hEGFR (C57BL/6) mice bearing subcutaneous MC38-hEGFR tumors treated with VISK-103, anti- death. Together, these findings position VISK-103 as a first-in-class nanobody-enzyme fusion therapeutic capable of converting
mPD-1, combination VISK-103 + anti-mPD-1, or vehicle control. All groups were co-treated with hypoxanthine. VISK-103 (or vehicle) and immunologically “cold” tumors into immune-responsive “hot” lesions and provide a strong rationale for continued translational
hypoxanthine were administered intratumorally; anti-mPD-1 (or vehicle) was administered intraperitoneally. Mice received two development and rational combination strategies.

treatment cycles of four doses every 3 days (Days 0—-9 and 21-30). Hypoxanthine was administered daily from days 25-34. Statistics:
one-way ANOVA with Kruskal-Wallis test; *p<0.05. Questions? Contact Bushra@viska.bio to learn more.
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