A Phase 1 Study of MT-6402, a novel Engineered Toxin Body (ETB) targeting PD-L1, in patients with PD-L1 expressing advanced solid tumors
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RESULTS: Patient Cohorts

« 12 patients have been treated (Table 1) in Part A (dose escalation) : 6 in Cohort 1 (16 ug/kg/dose) and 6 in
Cohort 2 (24 pg/kg/dose)

TABLE 1: Baseline Demographics and Tumor Characteristics (N = 12)

BACKGROUND: PD-L1 targeted ETB Through Novel Mechanisms of
Action

RESULTS: Pharmacodynamics (Cohort 1)

FIGURE 4: Peripheral elimination of key immunosuppressive cell types
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RESULTS: Patient 1008-001: Correlation of pharmacodynamic markers

with clinical outcome
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« AST-engaged patient with osseous metastases from NSCLC (non-measurable lesions) with history of

MT-6402 is a PD-L1 targeted engineered toxin body (ETB) composed of (Figure 1):
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CONCLUSIONS

* MT-6402 represents a wholly unique approach to checkpoint modulation,
demonstrating changes in peripheral iImmunophenotypes and
cytokines/chemokines consistent with anti-tumor immunity.

* |IP-10 upregulation occurs with each dosing ONLY in AST-engaged patients

« CD14* monocyte counts decreased by >50% in 3/6 patients (Cohort 1) and 6/6 patients (Cohort 2) - Serum IP-10 may be used as a biomarker for AST-engagement

regardless of AST engagement status (Figure 3)
» The 3 patients with CD14* monocyte counts that decreased by > 50% Cohort 1 achieved this in Cycle

FIGURE 2: Study Schema

TABLE 3: Clear differentiation in cytokine expression within AST-engaged patients

Part B: Dose Expansion 2. 5/6 patients in Cohort 2 achieved this monocyte reduction in Cycle 1.
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Please contact Agnes Rethy at agnes.rethy@mtem.com for questions or comments.

* Listed cytokines are not comprehensive; panel contains 24 total cytokines, some of which were below limit of detection, some were
unchanged, and others did not show trends

Note: % change could not be calculated for 1005-002 because C1D1-pre dose sample was not taken.
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