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Conclusions: The therapeutic antibody BEV has the capability to
bind to the chemotherapy drug ABX while still binding its ligand,
VEGF. The resulting nanoparticle is more stable than the original 0 625 125 25 0 100 200
ABX particle. In a preclinical model of human A375 xenografts in e b

nude mice, AB160 treatment offers significantly improved antitumor Fig 1: Bevacizumab binding of nab-paclitaxel was determined by flow T B 2 & % h i N S S S )
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ability of the anti-VEGF antibody (BEV) to target the chemotherapy VEGE to ABX bound bevacizumab was confirmed with a standard of AB160 relative to the single drugs alone or sequential administration of the 2 drugs. Fig 5: Other nano-immune conjugates were prepared and tested in in vitro culture
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patients with metastatic melanoma is in progress. was calculated from several mouse experiments and broken down by baseline tumor
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