Baylor Targeting EIF4A triggers an interferon response to suppress triple-negative breast cancer
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Background Zotatifin monotherapy inhibits tumor growth Zotatifin remodels the tumor proteomic landscape Zotatifin synergizes with carboplatin to inhibit tumor growth
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A, Scheme depicting the generation of syngeneic Trp53-null preclinical models. Donor mammary
epithelium from Trp53-null BALB/c mice was transplanted in situ into cleared mammary fat pad of wild-
type recipient hosts, resulting in the derivation of heterogeneous Trp53-null transplantable mammary
tumors representative of the different intrinsic molecular subtypes of human breast cancer. B, Top,
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representative images of H&E staining and IHC staining of F4/80 and S100A8 in Trp53-null models Days since treatment initiation curves of 2153L tumor-bearing mice from treatment start time.
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