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Trastuzumab Resistance-Driven Target Overexpression Confers ATNM-400 Has Robust Efficacy in HR+ Breast Cancer and TNBC

Background oy ons : ATNM-400 Induces Irreversible DNA Damage in Breast Cancer Cells !
Increased Susceptibility to ATNM-400 in Breast Cancer Cells In Vivo Mouse Models
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