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Targeting urease to human VEGFR2 elicits antitumor activity in triple-negative breast cancer models
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Introduction V21H4 and V21-DOS47 bind hVEGFR2 antigen V21H4 and V21-DOS47 bind human VEGFR2

Angiogenesis is the process of new blood vessel formation and is A. C. E.
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essential for a tumor to grow beyond a certain size. Tumors secrete the V21H4 (antibody)

HEK293 cells were modified to

A- V21H4 (antibody) express human VEGFR2 and

flow cytometry
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immunodeficient mice.

Balb/c-wild-type or Balb/c-nude mice were inoculated with tumor cells: 2.5 x 10(5) 4T1 (exogenously overexpressing VEGFR2 or wild-type) or 1x10(6) MDA-MB-

231-hVEGFR2, respectively, on Day 0 of each experiment. Intravenous (Panels A) or intratumoral (Panel B) injections of V21-DOS47 at dose of 10 ug/kg were
“ started on Day 3 and continued on Days: 5, 7, 9 and 11. Tumors were measured with calipers and ,,survival” refers to reaching the humane endpoint.
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