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Results

Background

EphA2 is a receptor tyrosine kinase that contributes to multiple
biological processes e.g. cell migration, adhesion, proliferation
and differentiation. It is a transmembrane protein expressed on
the cell surface which is highly expressed in many cancer types
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Figure 5: A, Female NSG mice implanted subcutaneously with either DFCI-161 or DFCI-220 PDX tumors. Animals were randomized into treatment groups with n=8/group. Mice were treated
with either vehicle control of BCY6033, 3 mg/kg once weekly IV for 4 weeks. B, Body weight data shows that BCY6033 was well-tolerated. C, Individual tumor volume plot. D, Out-growing
tumors from BCY6033 treated group were randomized again to receive either vehicle or BCY6033 at the same dosing schedule. Tumor samples were collected and stained for EphA2 via IHC
to examine protein expression levels.

220 were implanted as tumor fragments in female NSG mice.

Established tumors were treated with BCY6033 administered

: 1] Amato, Katherine R., et al. "EPHA2 blockad ired resist to EGFR ki inhibitors in | 1 C h
mtravenously once a week. [1] Amato, Katherine R, et a ockade overcomes acquired resistance to inase inhibitors in lung cancer.” Cancer researc

/6.2 (2016): 305-318.




	Slide Number 1

		2022-03-21T07:29:57-0700
	Digitally verifiable PDF exported from www.docusign.com




