VBI-002, a CD47 x ICAM-1 Bispecific Antibody Represents a Novel Approach for Treating
ICAM-1 Overexpressing Tumors
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VBI-002 Shows Potent, Selective SIRPa Blocking VBI-002 is a Safer Approach to Target CD47 Compared to
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VBI-002 Shows Potent ADCP and ADCC Activities

observed even at 600 nM concentration. (A) Binding of antibodies on mixed tumor cells and RBCs by FACS. Antibodies were incubated with
mixed HCT-15 tumor cells and RBCs (x20 fold of tumor cells numbers) for 1 h at 4°C. The binding of antibodies on HCT-15 cells and RBCs were
measured by using different FACS markers. (B) Binding of antibodies on CD3+ T cells from PBMCs by FACS. (C) Hemagglutination assay. Human

\ CD47 x ICAM-1 ADCP on HCT-15 Aeggignegrf:;l:? red blood cells (RBCs) were incubated with serial diluted CD47 antibodies (from 600 nM) at 37°C for 2 h in a round bottom 96 well plate.
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Fig 2. Schematic structure of CD47 x ICAM-1
bispecific antibody VBI-002.

¢ Full human IgG1 antibody with knobs-into-holes technology

VBI-002 Shows Superior Single Agent Anti-tumor Activity
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Fig 7. VBI-002 showed mild and reversible decreases in hemoglobin (HGB) and platelets in repeat dose NHP study. Cynomolgus monkeys

e s s ; A 5‘*2500- (MM, CB17 SCID) C 2500 (Balb/C nude, QW, IV) were randomly a§signed to different groups, two monkeys.per group, and V\{ere treated intravenously every week fc?r 4 weetks (on DaY 1,8, 15,
Breast cancer Lung cancer £ T _— 22) with vehicle, indicated doses of VBI-002 or a CD47 antibody. Hemoglobin (A) and Platelets (B) were calculated in certain time points, the
52000-_ E _ last time point was either on Day 29 or on Day 50 before necropsy.
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Fig 5. Single agent treatment of VBI-002 drove tumor free in HuUNS1 CDX model and significant inhibition of tumor growth in Raji, HCC44 and KYSE-150 CDX model.
The HuNS1 (A), Raji (B), HCC44 (C) and KYSE-150 (D) tumor cells were cultured and harvested for tumor inoculation. Female CB17/SCID or Balb/C nude mice of 6-7
weeks in age were inoculated subcutaneously with 107 cells in 0.2 mL of PBS supplemented with Matrigel (1:1) for tumor development. When the mean tumor volume
reached approximately 175 mm?3, animals were randomized by tumor volumes into 6 animals per group. Test antibodies were administered through bolus tail vein

injection at doses mentioned in the graphs. Grey arrows indicate the dosing day.
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