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Background Kineta’s Anti-VISTA Antibodies Induce Monocyte Activation Kineta’s Anti-VISTA Antibodies Reverse MDSC Suppression of T Cells

. VISTA (V-domain Ig Suppressor of T cell Activation) is a unique B7 family member, mainly expressed on myeloid cells, neutrophils, NK cells and Treg.
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. VISTA is highly expressed on MDSC and Treg in the TME and play an important role in immune modulation. ) PBMCs
. VISTA is a negative regulator that directly suppresses T-cell activation and proliferation. KVA Ab 51 124 e CFSE Dilution IFNy
. High VISTA expression correlates with poor survival in cancer patients. 2000 1500 2500 GM-CSF 50 2000
. VISTA is a unique Immune checkpoint inhibitor for tumor immunotherapy. . _ IL-6
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Figure 2. Plot of OD,, values of anti-VISTA antibodies (10 pg/mL) on a plate coated with 2 pg/mL B7 family proteins (his tag) or 2 ug/mL VISTA protein (his tag). when tumors reached 70 — 100 mm?. Day 8 was the first Day 5 was the first dosing day with Kineta anti-hVISTA 70— 100 mm?. Day 7 was the first dosing day with
dosing day with mouse anti-PD1 (5 mg/kg Q2W), Kineta (WT or LALA on migG2a; 30 mg/kg Q2W), or isotype Kineta anti-hVISTA (WT or LALA on migG2a; 30
anti-hVISTA (10 mg/kg Q3W), isotype control (vehicle) or control (vehicle). Treatments were dosed IP. Tumor mg/kg Q2W), or isotype control (vehicle).
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Figure 6. Monocyte activation assay performed with total PBMCs as described previously with 10 ug/mL Ab. At 24 hrs, . ), a q q q a q
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sample was measured for the number of CD137+ NK (CD56+) cells by Flow Cytometry. Data are mean + SD of n=4. Kineta’s anti-human VISTA lead antibody induces strong anti-tumor response as a single agent or in

Figure 3. Human PBMCs were negatively selected for CD56+ NK cells using EasySep kits. 2 x 10° cells per well were stimulated with 5 ng/mL SEB super-antigen in the presence of 0.03, 0.3 or v . . i " o =
3.0 pg/mL (0.2 — 20 nM) of the indicated anti-VISTA antibody for 3 or 4 days at 37°C. IFNy production was measured using a ProQuantum kit. Data are represented as the mean fold-induction combo theraples with anti-PDL1 or anti-CTLA4 in different hard to treat tumor models.

of IFNy over background (isotype antibody treatment at 3 pig/mL). N=5 data points per sample. Mean + SD. e KVA12.1isourlead antibody for IND enabling studies.




