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7. SAB-162E decreased mouse in vivo tumor
Results growth and almost tripled survival time.

Abstract

Human polyclonal antibodies (pAbs) generated from the Diversitab™ transchromosomic bovine platform are being evaluated in
preclinical studies and human clinical trials for infectious disease, and autormmune disorders, including Type 1 Diabetes indications.
Using this platform technology, specific tumor targeted pAbs to treat human cancers are also under development. The Epithelial
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Figure 1. Generation of human anti-human EGFR polyclonal antibodies (SAB-162E) using migration of NSCIL.C cells.
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